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Introduction
In 1996, the World Health Organization (WHO) pub-

lished the first edition of the Medical Eligibility Criteria for 
Contraceptive Use (MEC), which gave evidence-based guidance 
on the safety of contraceptive method use for women and 
men worldwide who had specific characteristics and medical 
conditions. Since that time, WHO has regularly updated its 
guidance on the basis of new evidence, and the WHO MEC 
is now in its fourth edition (1).

CDC, through close collaboration with WHO, has con-
tributed substantially during the last 15 years to creation of 
WHO’s global family planning guidance, which includes four 
documents: the medical eligibility criteria for contraceptive 
use, the selected practice recommendations for contraceptive 
use, a decision-making tool for clients and providers, and a 
global family planning handbook.  is WHO guidance has 
been based on the best available scientific evidence, and CDC 
has served as the lead for establishing that evidence base and 
presenting the evidence to WHO for use during its expert 
working group meetings to create and update the guidance.

WHO has always intended for its global guidance to be used 
by local or regional policy makers, managers of family planning 

programs, and the scientific community as a reference when 
they develop family planning guidance at the country or pro-
gram level.  e United Kingdom is one example of a country 
that has adapted the WHO MEC for its own use (2).

CDC undertook a formal process to adapt the WHO MEC 
at this time because the fourth edition of the WHO guidance is 
unlikely to undergo major revisions in the near future. Although 
the WHO guidance is already available in the United States 
through inclusion in textbooks, use by professional organizations, 
and incorporation into training programs, the adaptation of the 
guidance ensures its appropriateness for use in the United States 
and allows for further dissemination and implementation among 
U.S. health-care providers. Most of the U.S. guidance does not 
differ from the WHO guidance and covers approximately 60 char-
acteristics or medical conditions. However, several changes have 
been made, including adaptations of selected WHO recommenda-
tions, addition of recommendations for new medical conditions, 
and removal of recommendations for contraceptive methods not 
currently available in the United States (Appendix A).

 is document contains recommendations for health-care 
providers for the safe use of contraceptive methods by women 
and men with various characteristics and medical conditions. It is 
intended to assist health-care providers when they counsel women, 
men, and couples about contraceptive method choice.  ese 
recommendations are meant to be a source of clinical guidance; 
health-care providers should always consider the individual 
clinical circumstances of each person seeking family planning 
services.

U S. Medical Eligibility Criteria for Contraceptive Use, 2010

 Adapted from the World Health Organization Medical Eligibility Criteria 
for Contraceptive Use, 4th edition

Prepared by
Division of Reproductive Health, National Center for Chronic Disease Prevention and Health Promotion

Summary

CDC created U.S. Medical Eligibility Criteria for Contraceptive Use, 2010, from guidance developed by the World Health 
Organization (WHO) and finalized the recommendations after consultation with a group of health professionals who met in 
Atlanta, Georgia, during February 2009. #is guidance comprises recommendations for the use of specific contraceptive methods by 
women and men who have certain characteristics or medical conditions. #e majority of the U.S. guidance does not differ from the 
WHO guidance and covers >60 characteristics or medical conditions. However, some WHO recommendations were modified for 
use in the United States, including recommendations about contraceptive use for women with venous thromboembolism, valvular 
heart disease, ovarian cancer, and uterine fibroids and for postpartum and breastfeeding women. Recommendations were added 
to the U.S. guidance for women with rheumatoid arthritis, history of bariatric surgery, peripartum cardiomyopathy, endometrial 
hyperplasia, inflammatory bowel disease, and solid organ transplantation. #e recommendations in this document are intended 
to assist health-care providers when they counsel women, men, and couples about contraceptive method choice. Although these 
recommendations are meant to serve as a source of clinical guidance, health-care providers should always consider the individual 
clinical circumstances of each person seeking family planning services.
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Methods
 e process for adapting the WHO MEC for the United 

States comprised four major steps: 1) determination of the 
scope of and process for the adaptation, including a small 
meeting; 2) preparation and peer review of systematic reviews 
of the evidence to be used for the adaptation; 3) organization 
of a larger meeting to examine the evidence and provide input 
on the recommendations; and 4) finalization of the recom-
mendations by CDC.

In June 2008, CDC held a 2-day meeting of eight key 
partners and U.S. family planning experts to determine the 
scope of and process for a U.S. adaptation of the WHO MEC. 
Participants were family planning providers, who also had 
expertise in conducting research on contraceptive safety and 
translating research evidence into guidance. WHO guidance is 
used widely around the world, including in the United States, 
and contains approximately 1,800 separate recommendations. 
In most cases, the evidence base would be the same for the 
U.S. and the WHO recommendation, and—because of the 
extensive collaboration between WHO and CDC in creating 
the international guidance—the process for determining the 
recommendations also would be the same.  erefore, CDC 
determined that the global guidance also should be the U.S. 
guidance, except when a compelling reason existed for adap-
tation, and that CDC would accept the majority of WHO 
guidance for use in the United States.

During the June 2008 meeting, CDC identified specific 
WHO recommendations for which a compelling reason 
existed to consider modification for the United States because 
of the availability of new scientific evidence or the context in 
which family planning services are provided in the United 
States. CDC also identified areas in which WHO guidance 
was inconsistent with current U.S. practice by contacting 
numerous professional and service organizations and individual 
providers. In addition, CDC assessed the need for adding rec-
ommendations for medical conditions not currently included 
in the WHO MEC.  rough this process, a list was developed 
of existing WHO recommendations to consider adapting and 
new medical conditions to consider adding to the guidance.

A systematic review of the scientific evidence was conducted 
for each of the WHO recommendations considered for adap-
tation and for each of the medical conditions considered for 
addition to the guidance.  e purpose of these systematic 
reviews was to identify direct evidence about the safety of 
contraceptive method use by women (or men) with selected 
conditions (e.g., risk for disease progression or other adverse 
health effects in women with rheumatoid arthritis who use 
combined oral contraceptives). Information about indirect 
evidence (e.g., evidence from healthy women or animal studies) 

or theoretical considerations was obtained when direct evidence 
was not available. CDC conducted systematic reviews follow-
ing standard guidelines (3,4), included thorough searches of 
PubMed and other databases of the scientific literature, and 
used the U.S. Preventive Services Task Force system to grade 
the strength and quality of the evidence (5). Each systematic 
review was peer-reviewed by two or three experts before being 
used in the adaptation process.  ese systematic reviews have 
been submitted for publication in peer-reviewed journals.

For most recommendations in this document, a limited 
number of studies address the use of a specific contraceptive 
method by women with a specific condition.  erefore, within 
the WHO guidance, as well as with this U.S. adaptation of 
the guidance, most of the decisions about medical eligibility 
criteria were often necessarily based on 1) extrapolations from 
studies that primarily included healthy women, 2) theoretical 
considerations about risks and benefits, and 3) expert opinion. 
Evidence was particularly limited for newer contraceptive 
methods.  e total body of evidence for each recommendation 
included evidence based on direct studies or observations of 
the contraceptive method used by women (or men) with the 
condition and may have included 1) evidence derived from 
effects of the contraceptive method used by women (or men) 
without the condition and 2) indirect evidence or theoretical 
concerns based on studies of suitable animal models, human 
laboratory studies, or analogous clinical situations.

In February 2009, CDC held a meeting of 31 experts who 
were invited to provide their individual perspective on the 
scientific evidence presented and the discussions on poten-
tial recommendations that followed.  is group included 
obstetricians/gynecologists, pediatricians, family physicians, 
nurse-midwives, nurse practitioners, epidemiologists, and 
others with expertise in contraceptive safety and provision. 
For each topic discussed, the evidence from the systematic 
review was presented; for most of the topics, an expert in the 
specific medical condition (e.g., rheumatoid arthritis) also gave 
a brief presentation on the condition and specific issues about 
contraceptive safety. CDC gathered input from the experts 
during the meeting and finalized the recommendations in 
this document. CDC plans to develop a research agenda to 
address topics identified during the meeting that need further 
investigation.

How to Use This Document
 ese recommendations are intended to help health-care pro-

viders determine the safe use of contraceptive methods among 
women and men with various characteristics and medical con-
ditions. Providers also can use the synthesis of information in 
these recommendations when consulting with women, men, 
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and couples about their selection of contraceptive methods. 
 e tables in this document include recommendations for the 
use of contraceptive methods by women and men with par-
ticular characteristics or medical conditions. Each condition 
was defined as representing either an individual’s characteris-
tics (e.g., age, history of pregnancy) or a known preexisting 
medical/pathologic condition (e.g., diabetes and hypertension). 
 e recommendations refer to contraceptive methods being 
used for contraceptive purposes; the recommendations do 
not consider the use of contraceptive methods for treatment 
of medical conditions because the eligibility criteria in these 
cases may differ.  e conditions affecting eligibility for the 
use of each contraceptive method were classified under one of 
four categories (Box 1).

Using the Categories in Practice
Health-care providers can use these categories when assessing 

the safety of contraceptive method use for women and men 
with specific medical conditions or characteristics. Category 
1 comprises conditions for which no restrictions exist for 
use of the contraceptive method. Classification of a method/
condition as Category 2 indicates the method generally can 
be used, but careful follow-up may be required. For a method/
condition classified as Category 3, use of that method usually 
is not recommended unless other more appropriate methods 
are not available or acceptable.  e severity of the condition 
and the availability, practicality, and acceptability of alternative 
methods should be taken into account, and careful follow-up 
will be required. Hence, provision of a method to a woman 
with a condition classified as Category 3 requires careful 
clinical judgement and access to clinical services. Category 4 
comprises conditions that represent an unacceptable health 
risk if the method is used. For example, a smoker aged <35 
years generally can use combined oral contraceptives (COCs) 
(Category 2). However, for a woman aged ≥35 years who 
smokes <15 cigarettes per day, the use of COCs usually is 
not recommended unless other methods are not available or 
acceptable to her (Category 3). A woman aged ≥35 years who 
smokes ≥15 cigarettes per day should not use COCs because 
of unacceptable health risks, primarily the risk for myocardial 
infarction and stroke (Category 4).  e programmatic implica-
tions of these categories may depend on the circumstances of 
particular professional or service organizations (e.g., in some 
settings, a Category 3 may mean that special consultation is 
warranted).

 e recommendations address medical eligibility criteria for 
the initiation and continued use of all methods evaluated.  e 
issue of continuation criteria is clinically relevant whenever a 
woman develops the condition while she is using the method. 

When the categories differ for initiation and continuation, 
these differences are noted in the columns Initiation and 
Continuation. Where Initiation and Continuation are not 
denoted, the category is the same for initiation and continu-
ation of use.

On the basis of this classification system, the eligibility crite-
ria for initiating and continuing use of a specific contraceptive 
method are presented in tables (Appendices A–M). In these 
tables, the first column indicates the condition. Several condi-
tions were divided into subconditions to differentiate between 
varying types or severity of the condition.  e second column 
classifies the condition for initiation and/or continuation into 
Category 1, 2, 3, or 4. For some conditions, the numeric clas-
sification does not adequately capture the recommendation; 
in this case, the third column clarifies the numeric category. 
 ese clarifications were determined during the discussions of 
the scientific evidence and the numeric classification and are 
considered a necessary element of the recommendation.  e 
third column also summarizes the evidence for the recom-
mendation, where evidence exists.  e recommendations for 
which no evidence is cited are based on expert opinion from 
either the WHO or U.S. expert working group meetings and 
may be based on evidence from sources other than systematic 
reviews and presented at those meetings. For selected recom-
mendations, additional comments appear in the third column 
and generally come from the WHO or the U.S. expert working 
group participants.

Recommendations for Use of 
Contraceptive Methods

 e classifications for whether women with certain medical 
conditions or characteristics can use specific contraceptive 
methods are provided for combined hormonal contracep-
tive methods, including low-dose (containing ≤35 µg ethi-

BOX 1. Categories of medical eligibility criteria for 

contraceptive use

1 = A condition for which there is no restriction for 
the use of the contraceptive method.

2 = A condition for which the advantages of using 
the method generally outweigh the theoretical 
or proven risks.

3 = A condition for which the theoretical or proven 
risks usually outweigh the advantages of using 
the method.

4 = A condition that represents an unacceptable 
health risk if the contraceptive method is used.
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nyl estradiol) combined oral contraceptive pills, combined 
hormonal patch, and combined vaginal ring (Appendix B); 
progestin-only contraceptive methods, including progestin-
only pills, depot medroxyprogesterone acetate injections, and 
etonogestrel implants (Appendix C); emergency contraceptive 
pills (Appendix D); intrauterine contraception, including the 
copper intrauterine device (IUD) and the levonorgestrel IUD 
(Appendix E); use of copper IUDs for emergency contracep-
tion (Appendix F); barrier contraceptive methods, including 
male and female condoms, spermicides, diaphragm with 
spermicide, and cervical cap (Appendix G); fertility awareness-
based methods (Appendix H); lactational amenorrhea method 
(Appendix I); coitus interruptus (Appendix J); and female 
and male sterilization (Appendix K). Tables at the end of the 
document summarize the classifications for the hormonal and 
intrauterine methods (Appendix L) and the evidence about 
potential drug interactions between hormonal contraceptives 
and antiretroviral therapies (Appendix M).

Contraceptive Method Choice
Many elements need to be considered by women, men, or 

couples at any given point in their lifetimes when choosing 
the most appropriate contraceptive method.  ese elements 
include safety, effectiveness, availability (including accessibil-
ity and affordability), and acceptability.  e guidance in this 
document focuses primarily on the safety of a given contra-
ceptive method for a person with a particular characteristic or 
medical condition.  erefore, the classification of Category 1 
means that the method can be used in that circumstance with 
no restrictions with regard to safety but does not necessarily 
imply that the method is the best choice for that person; other 
factors, such as effectiveness, availability, and acceptability, may 
play a key role in determining the most appropriate choice. 
Voluntary informed choice of contraceptive methods is an 
essential guiding principle, and contraceptive counseling, 
where applicable, may be an important contributor to the 
successful use of contraceptive methods.

In choosing a method of contraception, the risk for sexually 
transmitted infections (STIs), including human immunodefi-
ciency virus (HIV), also must be considered. Although hormonal 
contraceptives and IUDs are highly effective at preventing 
pregnancy, they do not protect against STIs. Consistent and 
correct use of the male latex condom reduces the risk for STIs 
(6). When a male condom cannot be used properly for infection 
prevention, a female condom should be considered (7). Women 
who use contraceptive methods other than condoms should be 
counseled about the use of condoms and the risk for STIs (7). 
Additional information about prevention and treatment of STIs 

is available from CDC’s Sexually Transmitted Diseases Treatment 
Guidelines (http://www.cdc.gov/std/treatment) (7).

Contraceptive Method Effectiveness
Contraceptive method effectiveness is critically important 

in minimizing the risk for unintended pregnancy, particularly 
among women for whom an unintended pregnancy would 
pose additional health risks.  e effectiveness of contraceptive 
methods depends both on the inherent effectiveness of the 
method itself and on how consistently and correctly it is used 
(Table 1). Methods that depend on consistent and correct use 
have a wide range of effectiveness.

Unintended Pregnancy and Increased 
Health Risk

For women with conditions that may make unintended preg-
nancy an unacceptable health risk, long-acting, highly effec-
tive contraceptive methods may be the best choice (Table 1). 
Women with these conditions should be advised that sole 
use of barrier methods for contraception and behavior-based 
methods of contraception may not be the most appropriate 
choice because of their relatively higher typical-use rates of 
failure (Table 1). Conditions included in the U.S. MEC for 
which unintended pregnancy presents an unacceptable health 
risk are identified throughout the document (Box 2).

Keeping Guidance Up to Date
As with any evidence-based guidance document, a key chal-

lenge is keeping the recommendations up to date as new scien-
tific evidence becomes available. CDC will continue to work 
with WHO to identify and assess all new relevant evidence 
and to determine whether changes to the recommendations 
are warranted (4). In most cases, the U.S. MEC will follow any 
updates in the WHO guidance, which typically occur every 
3–4 years (or sooner if warranted by new data). However, 
CDC will review any WHO updates for their application in 
the United States. CDC also will identify and assess any new 
literature for the recommendations and medical conditions that 
are not included in the WHO guidance. CDC will completely 
review the U.S. MEC every 3–4 years as well. Updates to the 
guidance will appear on the CDC U.S. MEC website: http://
www.cdc.gov/reproductivehealth/UnintendedPregnancy/
USMEC.htm.
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TABLE 1. Percentage of women experiencing an unintended pregnancy during the "rst year of typical use and the "rst year of 
perfect use of contraception and the percentage continuing use at the end of the "rst year — United States

Method

Women experiencing an unintended pregnancy 
within the "rst year of use

Women continuing use at 1 year§Typical use* Perfect use†

No method¶ 85% 85%

Spermicides** 29% 18% 42%

Withdrawal 27% 4% 43%

Fertility awareness–based methods 25% 51%
Standard Days method†† 5%
TwoDay method™†† 4%
Ovulation method†† 3%

Sponge
Parous women 32% 20% 46%
Nulliparous women 16% 9% 57%

Diaphragm§§ 16% 6% 57%

Condom¶¶

Female (Reality®) 21% 5% 49%
Male 15% 2% 53%

Combined pill and progestin-only pill 8% 0.3% 68%

Evra patch® 8% 0.3% 68%

NuvaRing® 8% 0.3% 68%

Depo-Provera® 3% 0.3% 56%

Intrauterine device
ParaGard® (copper T) 0.8% 0.6% 78%
Mirena® (LNG-IUS) 0.2% 0.2% 80%

Implanon® 0.05% 0.05% 84%

Female sterilization 0.5% 0.5% 100%

Male sterilization 0.15% 0.10% 100%

Emergency contraceptive pills*** Not applicable Not applicable Not applicable

Lactational amenorrhea methods††† Not applicable Not applicable Not applicable

Adapted from Trussell J. Contraceptive efficacy. In Hatcher RA, Trussell J, Nelson AL, Cates W, Stewart FH, Kowal D. Contraceptive technology. 19th revised 
ed. New York, NY: Ardent Media; 2007.
 * Among typical couples who initiate use of a method (not necessarily for the $rst time), the percentage who experience an unintended pregnancy during 

the $rst year if they do not stop use for any other reason. Estimates of the probability of pregnancy during the $rst year of typical use for spermicides, with-
drawal, fertility awareness-based methods, the diaphragm, the male condom, the pill, and Depo-Provera are taken from the 1995 National Survey of Family 
Growth corrected for underreporting of abortion; see the text for the derivation of estimates for the other methods.

 † Among couples who initiate use of a method (not necessarily for the $rst time) and who use it perfectly (both consistently and correctly), the percentage 
who experience an unintended pregnancy during the $rst year if they do not stop use for any other reason. See the text for the derivation of the estimate 
for each method.

 § Among couples attempting to avoid pregnancy, the percentage who continue to use a method for 1 year.
 ¶ The percentages becoming pregnant in the typical use and perfect use columns are based on data from populations where contraception is not used 

and from women who cease using contraception to become pregnant. Of these, approximately 89% become pregnant within 1 year. This estimate was 
lowered slightly (to 85%) to represent the percentage who would become pregnant within 1 year among women now relying on reversible methods of 
contraception if they abandoned contraception altogether.

 ** Foams, creams, gels, vaginal suppositories, and vaginal $lm.
 †† The TwoDay and Ovulation methods are based on evaluation of cervical mucus. The Standard Days method avoids intercourse on cycle days 8–19.
 §§ With spermicidal cream or jelly.
 ¶¶ Without spermicides.
 *** Treatment initiated within 72 hours after unprotected intercourse reduces the risk for pregnancy by at least 75%. The treatment schedule is 1 dose within 

120 hours after unprotected intercourse and a second dose 12 hours after the $rst dose. Both doses of Plan B can be taken at the same time. Plan B (1 
dose is 1 white pill) is the only dedicated product speci$cally marketed for emergency contraception. The Food and Drug Administration has in addition 
declared the following 22 brands of oral contraceptives to be safe and effective for emergency contraception: Ogestrel or Ovral (1 dose is 2 white pills); 
Levlen or Nordette (1 dose is 4 light-orange pills); Cryselle, Levora, Low-Ogestrel, Lo/Ovral, or Quasence (1 dose is 4 white pills); Tri-Levlen or Triphasil 
(1 dose is 4 yellow pills); Jolessa, Portia, Seasonale, or Trivora (1 dose is 4 pink pills); Seasonique (1 dose is 4 light blue-green pills); Empresse (1 dose 
is 4 orange pills); Alesse, Lessina, or Levlite (1 dose is 5 pink pills); Aviane (1 dose is 5 orange pills); and Lutera (1 dose is 5 white pills).

 ††† Lactational amenorrhea method is a highly effective temporary method of contraception. However, to maintain effective protection against pregnancy, 
another method of contraception must be used as soon as menstruation resumes, the frequency or duration of breastfeeding is reduced, bottle feeds 
are introduced, or the baby reaches 6 months of age.
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BOX 2. Conditions associated with increased risk for adverse 
health events as a result of unintended pregnancy

Breast cancer

Complicated valvular heart disease

Diabetes: insulin-dependent; with nephropathy/

retinopathy/neuropathy or other vascular disease; or 

of >20 years’ duration

Endometrial or ovarian cancer

Epilepsy

Hypertension (systolic >160 mm Hg or diastolic 

>100 mm Hg)

History of bariatric surgery within the past 2 years

HIV/AIDS

Ischemic heart disease

Malignant gestational trophoblastic disease

Malignant liver tumors (hepatoma) and 

hepatocellular carcinoma of the liver

Peripartum cardiomyopathy

Schistosomiasis with fibrosis of the liver

Severe (decompensated) cirrhosis

Sickle cell disease

Solid organ transplantation within the past 2 years

Stroke

Systemic lupus erythematosus

 rombogenic mutations

Tuberculosis

Acknowledgements
 is report is based in part on the work of the Promoting Family 

Planning Team, Department of Reproductive Health and Research, 
World Health Organization, and its development of the WHO 
Medical Eligibility Criteria for Contraceptive Use, 4th edition. 

References
1. WHO. Medical eligibility criteria for contraceptive use. 4th ed. Geneva: 

WHO; 2009. Available at http://www.who.int/reproductivehealth/pub-
lications/family_planning/9789241563888/en/index.html.

2. Faculty of Family Planning and Reproductive Health Care, Royal College 
of Obstetricians and Gynecologists. UK medical eligibility criteria for 
contraceptive use, 2005–2006. London: Faculty of Family Planning and 
Reproductive Health Care, 2006.

3. Stroup DF, Berlin JA, Morton SC, et al. Meta-analysis of observational 
studies in epidemiology: a proposal for reporting. Meta-analysis Of 
Observational Studies in Epidemiology (MOOSE) group. JAMA 
2000;283:2008–12.

4. Mohllajee AP, Curtis KM, Flanagan RG, et al. Keeping up with evidence 
a new system for WHO’s evidence-based family planning guidance. Am 
J Prev Med 2005;28:483–90.

5. Harris RP, Helfand M, Woolf SH, et al. Current methods of the US 
Preventive Services Task Force: a review of the process. Am J Prev Med 
2001;20:21–35.

6. CDC. Condom fact sheet in brief. Available at http://www.cdc.gov/
condomeffectiveness/docs/Condom_fact_Sheet_in_Brief.pdf.

7. CDC. Sexually transmitted diseases treatment guidelines, 2006. MMWR 
2006;55(RR No. 11).



Vol. 59 / RR-4 Recommendations and Reports 7

Appendix A

Summary of Changes to the World Health Organization Medical Eligibility 
Criteria for Contraceptive Use, 4th Edition, to Create the U.S. Medical 

Eligibility Criteria for Contraceptive Use, 2010

TABLE 1. Summary of changes in classi"cations from WHO Medical Eligibility Criteria for Contraceptive Use, 4th edition*†

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD Clari"cation

Breastfeeding The US Department of Health 
and Human Services recom-
mends that infants be exclusively 
breastfed during the $rst 4–6 
months of life, preferably for a 
full 6 months. Ideally, breastfeed-
ing should continue through the 
$rst year of life (1). {Not included 
in WHO MEC}

a. <1 mo postpartum {WHO: 
<6 wks postpartum}

3§ {4} 2§ {3} 2§ {3} 2§ {3}

b. 1 mo to <6 mos {WHO: ≥6 
wks to <6 mos postpartum}

2§ {3}

Postpartum (in breastfeeding 
or nonbreastfeeding women), 
including post caesarean 
section

a. <10 min after delivery of 
the placenta {WHO: <48 
hrs, including insertion im-
mediately after delivery of 
the placenta}

2 {1 if not 
breastfeed-
ing and 3 if 
breastfeeding}

b. 10 min after delivery of the 
placenta to <4 wks {WHO: 
≥48 hrs to <4 wks}

2 {3} 2{3}

Deep venous thrombosis 
(DVT)/pulmonary embolism 
(PE)

a. History of DVT/PE, not on 
anticoagulant therapy

ii. Lower risk for recurrent 
DVT/PE (no risk factors)

3 {4}

b. Acute DVT/PE 2 {3} 2 {3} 2 {3} 2 {3} 2 {1}

c. DVT/PE and established on 
anticoagulant therapy for at 
least 3 mos

 e classification additions, deletions, and modifications 
from the World Health Organization (WHO) Medical 
Eligibility Criteria for Contraceptive Use, 4th Edition, are 
summarized below (Tables 1–3). For conditions for which 

BOX. Categories for Classifying Hormonal Contraceptives and Intrauterine Devices

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

classification changed for ≥1 methods or the condition descrip-
tion underwent a major modification, WHO conditions and 
recommendations appear in curly brackets.



8 MMWR June 18, 2010

TABLE 1. (Continued) Summary of changes in classi"cations from WHO Medical Eligibility Criteria for Contraceptive Use, 
4th edition*†

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD Clari"cation

i. Higher risk for recurrent 
DVT/PE (≥1 risk factors)

2 {1}

including 
antiphospholipid 
syndrome

(metastatic, on therapy, 
or within 6 mos after 
clinical remission), 
excluding non-
melanoma skin cancer

DVT/PE

ii. Lower risk for recurrent 
DVT/PE (no risk factors) 

3§ {4} 2 {1} Women on anticoagulant therapy 
are at risk for gynecologic com-
plications of therapy such as 
hemorrhagic ovarian cysts and 
severe menorrhagia. Hormonal 
contraceptive methods can be of 
bene$t in preventing or treating 
these complications. When a 
contraceptive method is used 
as a therapy, rather than solely 
to prevent pregnancy, the risk/
bene$t ratio may be different and 
should be considered on a case-
by-case basis. {Not included in 
WHO MEC}

Valvular heart disease

b. Complicated¶ (pulmonary 
hypertension, risk for 
atrial $brillation, history 
of subacute bacterial 
endocarditis)

1 {2} 1 {2}

Ovarian cancer¶ 1 {Initiation = 3, 
Continuation = 2}

1 {Initiation = 3, 
Continuation = 2}

Uterine "broids 2 {1 if no uterine 
distortion and 4 if 
uterine distortion 
is present}

2 {1 if no uterine 
distortion and 4 if 
uterine distortion is 
present}

* For conditions for which classi$cation changed for ≥1 methods or the condition description underwent a major modi$cation, WHO conditions and recom-
mendations appear in curly brackets.

† Abbreviations: WHO = World Health Organization; COC = combined oral contraceptive; P = combined hormonal contraceptive patch; R = combined 
hormonal vaginal ring; POP = progestin-only pill; DMPA = depot medroxyprogesterone acetate; LNG-IUD = levonorgestrel-releasing intrauterine device; 
Cu-IUD = copper intrauterine device; DVT = deep venous thrombosis; PE = pulmonary embolism; VTE = venous thromboembolism.

§ Consult the clari$cation column for this classi$cation. 
¶ Condition that exposes a women to increased risk as a result of unintended pregnancy.



Vol. 59 / RR-4 Recommendations and Reports 9

TABLE 2. Summary of recommendations for medical conditions added to the U.S. Medical Eligibility Criteria for Contraceptive Use*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD Clari"cation

History of bariatric surgery†

a. Restrictive procedures: decrease storage 
capacity of the stomach (vertical banded 
gastroplasty, laparoscopic adjustable 
gastric band, laparoscopic sleeve 
gastrectomy)

1 1 1 1 1 1

b. Malabsorptive procedures: decrease 
absorption of nutrients and calories 
by shortening the functional length of 
the small intestine (Roux-en-Y gastric 
bypass, biliopancreatic diversion)

COCs: 3 

P/R: 1

3 1 1 1 1

Peripartum cardiomyopathy†

a. Normal or mildly impaired cardiac 
function (New York Heart Association 
Functional Class I or II: patients with no 
limitation of activities or patients with 

slight, mild limitation of activity) (2)
i <6 mos 4 1 1 1 2 2

ii ≥6 mos 3 1 1 1 2 2

b. Moderately or severely impaired cardiac 
function (New York Heart Association 
Functional Class III or IV: patients with 
marked limitation of activity or patients 
who should be at complete rest) (2)

4 2 2 2 2 2

Rheumatoid arthritis Initiation

Continua-

tion Initiation

Continua-

tion

a. On immunosuppressive therapy 2 1 2/3§ 1 2 1 2 1 DMPA use among women on long-term corti-

costeroid therapy with a history of, or risk factors 

for, nontraumatic fractures is classi$ed as Cat-

egory 3. Otherwise, DMPA use for women with 

rheumatoid arthritis is classi$ed as Category 2.

b. Not on immunosuppressive therapy 2 1 2 1 1 1

Endometrial hyperplasia 1 1 1 1 1 1

In#ammatory bowel disease (IBD) 

(ulcerative colitis, Crohn disease)

2/3§ 2 2 1 1 1 For women with mild IBD, with no other risk 

factors for VTE, the bene$ts of COC/P/R use 

generally outweigh the risks (Category 2). 

However, for women with IBD with increased 

risk for VTE (e.g., those with active or extensive 

disease, surgery, immobilization, corticosteroid 

use, vitamin de$ciencies, 'uid depletion), the 

risks for COC/P/R use generally outweigh the 

bene$ts (Category 3).

Solid organ transplantation†

Initiation

Continua-

tion Initiation

Continua-

tion

a. Complicated: graft failure (acute or 
chronic), rejection, cardiac allograft 
vasculopathy

4 2 2 2 3 2 3 2

b. Uncomplicated 2§ 2 2 2 2 2 Women with Budd-Chiari syndrome should not 

use COC/P/R because of the increased risk for 

thrombosis.

* Abbreviations: COC = combined oral contraceptive; P = combined hormonal contraceptive patch; R = combined hormonal vaginal ring: POP = progestin-only pill; DMPA = depot 

medroxyprogesterone acetate; LNG-IUD = levonorgestrel-releasing intrauterine device; Cu-IUD = copper intrauterine device; IBD = in'ammatory bowel disease; VTE = venous 

thromboembolism.
† Condition that exposes a women to increased risk as a result of unintended pregnancy.
§ Consult the clari$cation column for this classi$cation.
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TABLE 3. Summary of additional changes to the U.S. Medical Eligibility Criteria for Contraceptive Use

Condition/Contraceptive method Change

Emergency contraceptive pills History of bariatric surgery, rheumatoid arthritis, in'ammatory bowel disease, and solid organ transplantation 
were added to Appendix D and given a Category 1. 

Barrier methods For 6 conditions—history of bariatric surgery, peripartum cardiomyopathy, rheumatoid arthritis, endometrial 
hyperplasia, in'ammatory bowel disease, and solid organ transplantation—the barrier methods are classi$ed 
as Category 1.

Sterilization In general, no medical conditions would absolutely restrict a person’s eligibility for sterilization. 
Recommendations from the World Health Organization (WHO) Medical Eligibility Criteria for Contraceptive 
Use about speci$c settings and surgical procedures for sterilization are not included here. The guidance has 
been replaced with general text on sterilization.

Other deleted items Guidance for combined injectables, levonorgestrel implants, and norethisterone enanthate has been re-
moved because these methods are not currently available in the United States.

Guidance for “blood pressure measurement unavailable” and “history of hypertension, where blood pressure 
CANNOT be evaluated (including hypertension in pregnancy)” has been removed.

Unintended pregnancy and increased 
health risk

The following conditions have been added to the WHO list of conditions that expose a woman to increased 
risk as a result of unintended pregnancy: history of bariatric surgery within the past 2 years, peripartum car-
diomyopathy, and receiving a solid organ transplant within 2 years.

References
1. Office on Women’s Health, US Department of Health and Human 

Services. HHS blueprint for action on breastfeeding. Washington, DC: 
US Department of Health and Human Services, Office on Women’s 
Health; 2000.

2.  e Criteria Committee of the New York Heart Association. Nomenclature 
and criteria for diagnosis of diseases of the heart and great vessels. 9th ed. 
Boston, MA: Little, Brown & Co; 1994.
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Combined hormonal contraceptives (CHCs) include low-
dose (containing ≤35 µg ethinyl estradiol [EE]) combined oral 
contraceptives (COCs), the combined hormonal patch, and 
the combined vaginal ring.  e combined hormonal patch and 
vaginal ring are relatively new contraceptive methods. Limited 
information is available about the safety of these methods 
among women with specific medical conditions. Moreover, 
epidemiologic data on the long-term effects of the combined 
hormonal patch and the vaginal ring were not available for 
review. Evidence indicates that the combined hormonal patch 
and the combined vaginal ring provide comparable safety 

and pharmacokinetic profiles to COCs with similar hormone 
formulations (1–33). Pending further studies, the evidence 
available for recommendations about COCs applies to the 
recommendations for the combined hormonal patch and vagi-
nal ring.  erefore, the patch and ring should have the same 
categories (Box) as COCs, except where noted.  e assigned 
categories should, therefore, be considered a preliminary, best 
judgement, which will be reevaluated as new data become 
available. CHCs do not protect against sexually transmitted 
infections (STIs) or human immunodeficiency virus (HIV).

Appendix B

 Classifications for Combined Hormonal Contraceptives

BOX. Categories for Classifying Combined Hormonal Contraceptives

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

TABLE. Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Personal Characteristics and Reproductive History

Pregnancy Not applicable Clari"cation: Use of COCs, P, or R is not required. There is no known harm to the woman, the course of 

her pregnancy, or the fetus if COCs, P, or R are inadvertently used during pregnancy.

Age

a. Menarche to <40 yrs 1 Evidence: Adolescents using 20 μg EE-containing COCs have lower BMD than do nonusers, and higher 

dose-containing COCs have little to no effect. (34–41). In premenopausal adult women, COC use has little 

to no effect on bone health while appearing to preserve bone mass in perimenopausal women (26,42–90). 

Postmenopausal women who have ever used COCs have similar BMD to postmenopausal women who 

have never used COCs (54,58,68,81,91–110). BMD in adolescent or premenopausal women may not ac-

curately predict postmenopausal fracture risk (109,111–122).

Comment: The risk for cardiovascular disease increases with age and might increase with CHC use. In the 

absence of other adverse clinical conditions, CHCs can be used until menopause.

b. ≥40 yrs 2

Parity

a. Nulliparous 1

b. Parous 1

Breastfeeding Clari"cation: The U.S. Department of Health and Human Services recommends that infants be exclusively 

breastfed during the $rst 4–6 months of life, preferably for a full 6 months. Ideally, breastfeeding should 

continue through the $rst year of life (123).

Evidence: Clinical studies demonstrate con'icting results about effects on milk volume in women exposed 

to COCs during lactation; no consistent effect on infant weight has been reported. Adverse health outcomes 

or manifestations of exogenous estrogen in infants exposed to CHCs through breast milk have not been 

demonstrated (124–133). In general, these studies are of poor quality, lack standard de$nitions of breast-

feeding or outcome measures, and have not included premature or ill infants. Theoretical concerns about 

effects of CHCs on breast milk production are greater in the early postpartum period when milk 'ow is being 

established.

a. <1 mo postpartum 3

b. 1 mo to <6 mos postpartum 2

c. ≥6 mos postpartum 2
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Postpartum (in nonbreastfeeding 

women)

a. <21 days 3 Comment: Theoretical concern exists about the association between CHC use up to 3 weeks postpartum 

and risk for thrombosis in the mother. Blood coagulation and $brinolysis are essentially normalized by 3 

weeks postpartum.

b. ≥21 days 1

Postabortion Clari"cation: COCs, P, or R may be started immediately postabortion.

a. First trimester 1 Evidence: Women who started taking COCs immediately after $rst trimester medical or surgical abortion 

did not experience more side effects or adverse vaginal bleeding outcomes or clinically signi$cant changes 

in coagulation parameters than did women who used a placebo, an IUD, a nonhormonal contraceptive 

method, or delayed COC initiation (134–140). Limited evidence on women using the ring immediately after 

$rst trimester medical or surgical abortion found no serious adverse events and no infection related to use 

of the combined vaginal contraceptive ring during 3 cycles of follow-up postabortion (141).

b. Second trimester 1

c. Immediate postseptic abortion 1

Past ectopic pregnancy 1 Comment: The risk for future ectopic pregnancy is increased among women who have had an ectopic 

pregnancy in the past. CHCs protect against pregnancy in general, including ectopic gestation.

History of pelvic surgery 1

Smoking

a. Age <35 yrs 2 Evidence: COC users who smoked were at increased risk for cardiovascular diseases, especially myocar-

dial infarction, than those who did not smoke. Studies also showed an increased risk for myocardial infarc-

tion with increasing number of cigarettes smoked per day (142–153).

b. Age ≥35 yrs

 i. <15 Cigarettes/day 3

 ii. ≥15 Cigarettes/day 4

Obesity

a. ≥30 kg/m2 BMI 2 Evidence: Obese women who use COCs are more likely than obese women who do not use COCs to 

experience VTE. The absolute risk for VTE in healthy women of reproductive age is small. Limited evidence 

suggests that obese women who use COCs do not have a higher risk for acute myocardial infarction or 

stroke than do obese nonusers (147,153–159). Limited evidence is inconsistent about whether COC ef-

fectiveness varies by body weight or BMI (160–165). Limited evidence suggests obese women are no more 

likely to gain weight after 3 cycles of the vaginal ring or COC than overweight or normal weight women. 

A similar weight gain during the 3 months was noted between the COC group and the vaginal ring group 

across all BMI categories (166). The effectiveness of the patch decreased among women who weighed >90 

kg; however, no association was found between pregnancy risk and BMI (18).

b. Menarche to <18 yrs and 

≥30 kg/m2 BMI

2

History of bariatric surgery§

a. Restrictive procedures: decrease 

storage capacity of the stomach 

(vertical banded gastroplasty, 

laparoscopic adjustable gastric band, 

laparoscopic sleeve gastrectomy)

1 Evidence: Limited evidence demonstrated no substantial decrease in effectiveness of oral contraceptives 

among women who underwent laparoscopic placement of an adjustable gastric band (167).

b. Malabsorptive procedures: decrease 

absorption of nutrients and calories 

by shortening the functional length of 

the small intestine (Roux-en-Y gas-

tric bypass, biliopancreatic diversion)

COCs: 3

P/R: 1

Evidence: Limited evidence demonstrated no substantial decrease in effectiveness of oral contraceptives 

among women who underwent a biliopancreatic diversion (168); however, evidence from pharmacokinetic 

studies reported con'icting results of oral contraceptive effectiveness among women who underwent a 

jejunoileal bypass (169,170).

Comment: Bariatric surgical procedures involving a malabsorptive component have the potential to de-

crease oral contraceptive effectiveness, perhaps further decreased by postoperative complications, such as 

long-term diarrhea and/or vomiting.

Cardiovascular Disease

Multiple risk factors for arte-

rial cardiovascular disease (such 

as older age, smoking, diabetes, and 

hypertension)

3/4 Clari"cation: When a woman has multiple major risk factors, any of which alone would substantially 

increase her risk for cardiovascular disease, use of COCs, P, or R might increase her risk to an unaccept-

able level. However, a simple addition of categories for multiple risk factors is not intended; for example, a 

combination of two risk factors assigned a category 2 might not necessarily warrant a higher category.

Hypertension

For all categories of hypertension, classi$cations are based on the assumption that no other risk factors exist for cardiovascular disease. When multiple risk factors do exist, 

risk for cardiovascular disease might increase substantially. A single reading of blood pressure level is not sufficient to classify a woman as hypertensive.

a. Adequately controlled hypertension 3 Clari"cation: Women adequately treated for hypertension are at reduced risk for acute myocardial 

infarction and stroke compared with untreated women. Although no data exist, COC, P, or R users with 

adequately controlled and monitored hypertension should be at reduced risk for acute myocardial infarction 

and stroke compared with untreated hypertensive COC, P, or R users.

b. Elevated blood pressure levels 

(properly taken measurements)
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

i. Systolic 140–159 mm Hg or 

diastolic 90–99 mm Hg

3 Evidence: Among women with hypertension, COC users were at higher risk than nonusers for 

stroke, acute myocardial infarction, and peripheral arterial disease (142,144,151–153,155,171–186). 

Discontinuation of COCs in women with hypertension might improve blood pressure control (187).ii. Systolic ≥160 mm Hg or diastolic 

≥100 mm Hg§

4

c. Vascular disease 4

History of high blood pressure during 

pregnancy (where current blood pres-

sure is measurable and normal)

2 Evidence: Women with a history of high blood pressure in pregnancy, who also used COCs, had a 

higher risk for myocardial infarction and VTE than did COC users who did not have a history of high blood 

pressure during pregnancy. The absolute risks for acute myocardial infarction and VTE in this population 

remained small (153,172,184–186,188–193).

Deep venous thrombosis (DVT)/ 

Pulmonary embolism (PE)

a. History of DVT/PE, not on anticoagu-

lant therapy

 i. Higher risk for recurrent DVT/PE 
(≥1 risk factors)

DVT/PE

antiphospholipid syndrome

therapy, or within 6 mos after 
clinical remission), excluding 
non-melanoma skin cancer

4

 ii. Lower risk for recurrent DVT/PE 
(no risk factors)

3

b. Acute DVT/PE 4

c. DVT/PE and established on anti-

coagulant therapy for at least 3 mos

 i. Higher risk for recurrent DVT/PE 
(≥1 risk factors)

antiphospholipid syndrome

therapy, or within 6 mos after 
clinical remission), excluding 
non-melanoma skin cancer

4 Clari"cation: Women on anticoagulant therapy are at risk for gynecologic complications of therapy, such 

as hemorrhagic ovarian cysts and severe menorrhagia. Hormonal contraceptive methods can be of bene$t 

in preventing or treating these complications. When a contraceptive method is used as a therapy, rather 

than solely to prevent pregnancy, the risk/bene$t ratio might differ and should be considered on a case-by-

case basis.

 ii. Lower risk for recurrent DVT/PE 
(no risk factors)

3 Clari"cation: Women on anticoagulant therapy are at risk for gynecologic complications of therapy, such 

as hemorrhagic ovarian cysts and severe menorrhagia. Hormonal contraceptive methods can be of bene$t 

in preventing or treating these complications. When a contraceptive method is used as a therapy, rather 

than solely to prevent pregnancy, the risk/bene$t ratio may differ and should be considered on a case-by-

case basis.

d. Family history ($rst-degree relatives) 2 Comment: Some conditions that increase the risk for DVT/PE are heritable.

e. Major surgery

 i. With prolonged immobilization 4

 ii. Without prolonged immobilization 2

f. Minor surgery without immobilization 1

Known thrombogenic mutations§ 

(e.g., factor V Leiden; prothrombin muta-

tion; protein S, protein C, and antithrom-

bin de$ciencies)

4 Clari"cation: Routine screening is not appropriate because of the rarity of the conditions and the high cost 

of screening.

Evidence: Among women with thrombogenic mutations, COC users had a 2-fold to 20-fold higher risk for 

thrombosis than did nonusers (159,194–216).

Super"cial venous thrombosis

a. Varicose veins 1 Comment: Varicose veins are not risk factors for DVT/PE

b. Super$cial thrombophlebitis 2

Current and history of ischemic heart 

disease§

4

Stroke§ (history of cerebrovascular 

accident) 

4
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Known hyperlipidemias 2/3 Clari"cation: Routine screening is not appropriate because of the rarity of the conditions and the high cost 

of screening. Although some types of hyperlipidemias are risk factors for vascular disease, the category 

should be assessed according to the type, its severity, and the presence of other cardiovascular risk 

factors. 

Valvular heart disease

a. Uncomplicated 2

b. Complicated§ (pulmonary hyperten-

sion, risk for atrial $brillation, history 

of subacute bacterial endocarditis)

4 Comment: Among women with valvular heart disease, CHC use may further increase the risk for arterial 

thrombosis; women with complicated valvular heart disease are at greatest risk.

Peripartum cardiomyopathy§

a. Normal or mildly impaired car-

diac function (New York Heart 

Association Functional Class I or II: 

patients with no limitation of activities 

or patients with slight, mild limitation 

of activity) (217)

Evidence: No direct evidence exists about the safety of COCs/P/R among women with peripartum 

cardiomyopathy. Limited indirect evidence from noncomparative studies of women with cardiac disease 

demonstrated few cases of hypertension and transient ischemic attack in women with cardiac disease using 

COCs. No cases of heart failure were reported (218).

Comment: COCs might increase 'uid retention in healthy women; 'uid retention may worsen heart failure 

in women with peripartum cardiomyopathy. COCs might induce cardiac arrhythmias in healthy women; 

women with peripartum cardiomyopathy have a high incidence of cardiac arrhythmias.

 i. <6 mos 4

 ii. ≥6 mos 3

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or 
IV: patients with marked limitation of 
activity or patients who should be at 
complete rest) (217)

4 Evidence: No direct evidence exists about the safety of COCs/P/R among women with peripartum 

cardiomyopathy. Limited indirect evidence from noncomparative studies of women with cardiac disease 

demonstrated few cases of hypertension and transient ischemic attack in women with cardiac disease using 

COCs. No cases of heart failure were reported (218).

Comment: COCs might increase 'uid retention in healthy women; 'uid retention may worsen heart failure 

in women with peripartum cardiomyopathy. COCs might induce cardiac arrhythmias in healthy women; 

women with peripartum cardiomyopathy have a high incidence of cardiac arrhythmias.

Rheumatic Diseases

Systemic lupus erythematosus (SLE)§

Persons with SLE are at increased risk for ischemic heart disease, stroke, and VTE. Categories assigned to such conditions in the MEC should be the same for women with 

SLE who present with these conditions. For all categories of SLE, classi$cations are based on the assumption that no other risk factors for cardiovascular disease are pres-

ent; these classi$cations must be modi$ed in the presence of such risk factors.

Many women with SLE can be considered good candidates for most contraceptive methods, including hormonal contraceptives (219–237).

a. Positive (or unknown) antiphospho-

lipid antibodies

4 Evidence: Antiphospholipid antibodies are associated with a higher risk for both arterial and venous throm-

bosis (238,239).

b. Severe thrombocytopenia 2

c. Immunosuppressive treatment 2

d. None of the above 2

Rheumatoid arthritis

a. On immunosuppressive therapy 2 Evidence: Limited evidence shows no consistent pattern of improvement or worsening of rheumatoid arthri-

tis with use of oral contraceptives (240–245), progesterone (246), or estrogen (247).b. Not on immunosuppressive therapy 2

Neurologic Conditions

Headaches Initiation ContinuationClari"cation: Classi$cation depends on accurate diagnosis of those severe headaches that are migrainous 

and those headaches that are not. Any new headaches or marked changes in headaches should be evalu-

ated. Classi$cation is for women without any other risk factors for stroke. Risk for stroke increases with age, 

hypertension and smoking.

a. Non-migrainous (mild or severe) 1 2

b. Migraine Evidence: Among women with migraine, women who also had aura had a higher risk for stroke than did 

those without aura (248–250). Women with a history of migraine who use COCs are about 2–4 times as 

likely to have an ischemic stroke as nonusers with a history of migraine (142,157,179,180,249-254).

Comment: Aura is a speci$c focal neurologic symptom. For more information about this and other diag-

nostic criteria, see: Headache Classi$cation Subcommittee of the International Headache Society. The 

International Classi$cation of Headache Disorders, 2nd ed. Cephalalgia. 2004;24(Suppl 1). Available http://

www.i-h-s.org/upload/ct_clas/ihc_II_main_no_print.pdf.

 i. Without aura

2 3

3 4

 ii. With aura, at any age 4 4

Epilepsy§ 1 Clari"cation: If a woman is taking anticonvulsants, refer to the section on drug interactions. Certain anti-

convulsants lower COC effectiveness. The extent to which P or R use is similar to COC use in this regard 

remains unclear.
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Depressive Disorders

Depressive disorders 1 Clari"cation: The classi$cation is based on data for women with selected depressive disorders. No data on 

bipolar disorder or postpartum depression were available. Drug interactions potentially can occur between 

certain antidepressant medications and hormonal contraceptives.

Evidence: COC use did not increase depressive symptoms in women with depression compared with base-

line or with nonusers with depression (255–264).

Reproductive Tract Infections and Disorders

Vaginal bleeding patterns

a. Irregular pattern without heavy 

bleeding

1 Comment: Irregular menstrual bleeding patterns are common among healthy women.

b. Heavy or prolonged bleeding (in-

cludes regular and irregular patterns)

1 Clari"cation: Unusually heavy bleeding should raise suspicion of a serious underlying condition.

Evidence: A Cochrane Collaboration Review identi$ed 1 randomized controlled trial evaluating the ef-

fectiveness of COC use compared with naproxen and danazol in treating menorrhagic women. Women with 

menorrhagia did not report worsening of the condition or any adverse events related to COC use (265).

Unexplained vaginal bleeding 

(suspicious for serious condition)

Before evaluation 2 Clari"cation: If pregnancy or an underlying pathological condition (such as pelvic malignancy) is sus-

pected, it must be evaluated and the category adjusted after evaluation. 

Comment: No conditions that cause vaginal bleeding will be worsened in the short term by use of CHCs.

Endometriosis 1 Evidence: A Cochrane Collaboration Review identi$ed 1 randomized controlled trial evaluating the effec-

tiveness of COC use compared with a gonadotropin-releasing hormone analogue in treating the symptoms 

of endometriosis. Women with endometriosis did not report worsening of the condition or any adverse 

events related to COC use (266).

Benign ovarian tumors (including cysts) 1

Severe dysmenorrhea 1 Evidence: Risk for side effects with COC use was not higher among women with dysmenorrhea than 

among women not using COCs. Some COC users had a reduction in pain and bleeding (267,268).

Gestational trophoblastic disease

a. Decreasing or undetectable β–hCG 

levels

1 Evidence: After molar pregnancy evacuation, the balance of evidence found COC use did not increase 

the risk for postmolar trophoblastic disease, and β-hCG levels regressed more rapidly in some COC users 

than in nonusers (269–275). Limited evidence suggests that use of COCs during chemotherapy does not 

signi$cantly affect the regression or treatment of postmolar trophoblastic disease compared with women 

who used a nonhormonal contraceptive method or DMPA during chemotherapy (276).

b. Persistently elevated β-hCG levels or 

malignant disease§

1

Cervical ectropion 1 Comment: Cervical ectropion is not a risk factor for cervical cancer, and restriction of CHC use is 

unnecessary.

Cervical intraepithelial neoplasia 2 Evidence: Among women with persistent HPV infection, long-term COC use (≥5 years) might increase 

the risk for carcinoma in situ and invasive carcinoma (21,277). Limited evidence on women with low-grade 

squamous intraepithelial lesions found use of the vaginal ring did not worsen the condition (21).

Cervical cancer (awaiting treatment) 2 Comment: Theoretical concern exists that CHC use might affect prognosis of the existing disease. While 

awaiting treatment, women may use CHCs. In general, treatment of this condition can render a woman 

sterile.

Breast Disease

a. Undiagnosed mass 2 Clari"cation: The woman should be evaluated as early as possible.

b. Benign breast disease 1

c. Family history of cancer 1 Evidence: Women with breast cancer susceptibility genes (such as BRCA1 and BRCA2) have a higher 

baseline risk for breast cancer than do women without these genes. The baseline risk for breast cancer is 

also higher among women with a family history of breast cancer than among those who do not have such 

a history. However, current evidence does not suggest that the increased risk for breast cancer among 

women with either a family history of breast cancer or breast cancer susceptibility genes is modi$ed by the 

use of COCs (278–295).

d. Breast cancer§

Comment: Breast cancer is a hormonally sensitive tumor, and the prognosis for women with current or 

recent breast cancer might worsen with CHC use.
 i. Current 4

 ii. Past and no evidence of current 
disease for 5 yrs

3

Endometrial hyperplasia
1

Endometrial cancer§
1 Comment: COC use reduces the risk for endometrial cancer; whether P or R use reduces the risk for 

endometrial cancer is not known. While awaiting treatment, women may use COCs, P, or R. In general, 

treatment of this condition renders a woman sterile.
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Ovarian cancer§ 1 Comment: COC use reduces the risk for ovarian cancer; whether P or R use reduces the risk for ovarian 

cancer is not known. While awaiting treatment, women may use COCs, P, or R. In general, treatment of this 

condition can render a woman sterile.

Uterine "broids 1 Comment: COCs do not appear to cause growth of uterine $broids, and P and R also are not expected to 

cause growth.

Pelvic in#ammatory disease (PID)

a. Past PID (assuming no current risk 

factors for STIs)

Comment: COCs might reduce the risk for PID among women with STIs but do not protect against HIV 

or lower genital tract STIs. Whether use of P or R reduces the risk for PID among women with STIs is 

unknown, but they do not protect against HIV or lower genital tract STIs.

 i. With subsequent pregnancy 1

 ii. Without subsequent pregnancy 1

b. Current PID 1

STIs

a. Current purulent cervicitis or chla-

mydial infection or gonorrhea

1

b. Other STIs (excluding HIV and 

hepatitis)

1

c. Vaginitis (including Trichomonas 

vaginalis and bacterial vaginosis)

1

d. Increased risk for STIs 1 Evidence: Evidence suggests that chlamydial cervicitis may be increased among COC users at high risk 

for STIs. For other STIs, there is either evidence of no association between COC use and STI acquisition or 

too limited evidence to draw any conclusions (296–376).

HIV/AIDS

High risk for HIV 1 Evidence: The balance of the evidence suggests no association between oral contraceptive use and HIV 

acquisition, although $ndings from studies conducted among higher risk populations have been inconsistent 

(377–415).

HIV infection§ 1 Evidence: Most studies suggest no increased risk for HIV disease progression with hormonal contraceptive 

use, as measured by changes in CD4 cell count, viral load, or survival. Studies observing that women with 

HIV who use hormonal contraception have increased risks of acquiring STIs are generally consistent with 

reports among uninfected women. One direct study found no association between hormonal contraceptive 

use and an increased risk for HIV transmission to uninfected partners; several indirect studies reported 

mixed results about whether hormonal contraception is associated with increased risk for HIV-1 DNA or 

RNA shedding from the genital tract (377,416–432).

AIDS§ 1 Clari"cation: Drug interactions may occur between hormonal contraceptives and ARV therapy; refer to the 

section on drug interactions.

Other Infections

Schistosomiasis

a. Uncomplicated 1 Evidence: Among women with uncomplicated schistosomiasis, COC use had no adverse effects on liver 

function (433–439).

b. Fibrosis of liver§ (if severe, see 

cirrhosis)

1

Tuberculosis§ Clari"cation: If a woman is taking rifampicin, refer to the section on drug interactions. Rifampicin is likely to 

decrease COC effectiveness. The extent to which P or R use is similar to COC use in this regard remains 

unclear.

a. Nonpelvic 1

b. Pelvic 1

Malaria 1

Endocrine Conditions

Diabetes

a. History of gestational disease 1 Evidence: The development of noninsulin-dependant diabetes in women with a history of gestational 

diabetes is not increased by use of COCs (440–447). Likewise, lipid levels appear to be unaffected by COC 

use (448–450).

b. Nonvascular disease Evidence: Among women with insulin- or noninsulin-dependent diabetes, COC use had limited effect on 

daily insulin requirements and no effect on long-term diabetes control (e.g., glycosylated hemoglobin levels) 

or progression to retinopathy. Changes in lipid pro$le and hemostatic markers were limited, and most 

changes remained within normal values (451–460).

 i. Noninsulin-dependent 2

 ii. Insulin-dependent§ 2

c. Nephropathy/retinopathy/ 

neuropathy§

3/4 Clari"cation: The category should be assessed according to the severity of the condition.

d. Other vascular disease or diabetes of 

>20 yrs’ duration§

3/4 Clari"cation: The category should be assessed according to the severity of the condition.
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Thyroid disorders

a. Simple goiter 1

b. Hyperthyroid 1

c. Hypothyroid 1

Gastrointestinal Conditions

In#ammatory bowel disease (IBD) 

(ulcerative colitis, Crohn disease)

2/3 Clari"cation: For women with mild IBD and no other risk factor for VTE, the bene$ts of COC/P/R use 

generally outweigh the risks (Category 2). However, for women with IBD who are at increased risk for VTE 

(e.g., those with active or extensive disease, surgery, immobilization, corticosteroid use, vitamin de$cien-

cies, or 'uid depletion), the risks of COC/P/R use generally outweigh the bene$ts (Category 3).

Evidence: Risk for disease relapse was not signi$cantly higher among women with IBD using oral contra-

ceptives (most studies did not specify formulation) than among nonusers (461–465).

Absorption of COCs among women with mild ulcerative colitis and no or small ileal resections was similar to 

the absorption among healthy women (466,467). Findings might not apply to women with Crohn disease or 

more extensive bowel resections.

No data exist that evaluate the increased risk for VTE among women with IBD using COCs/P/R. However, 

women with IBD are at higher risk than unaffected women for VTE (468).

Gallbladder disease

a. Symptomatic Comment: COCs, P, or R might cause a small increased risk for gallbladder disease. COCs, P, or R might 

worsen existing gallbladder disease. i. Treated by cholecystectomy 2

 ii. Medically treated 3

 iii. Current 3

b. Asymptomatic 2

History of cholestasis

a. Pregnancy-related 2 Comment: History of pregnancy-related cholestasis might predict an increased risk for COC-related 

cholestasis.

b. Past COC-related 3 Comment: History of COC-related cholestasis predicts an increased risk with subsequent COC use.

Viral hepatitis Initiation Continuation

a. Acute or 'are 3/4 2 Clari"cation for initiation: The category should be assessed according to the severity of the condition.

Evidence: Data suggest that in women with chronic hepatitis, COC use does not increase the rate or sever-

ity of cirrhotic $brosis, nor does it increase the risk for hepatocellular carcinoma (469,470). For women who 

are carriers, COC use does not appear to trigger liver failure or severe dysfunction (471-473). Evidence is 

limited for COC use during active hepatitis (474).

b. Carrier 1 1

c. Chronic 1 1

Cirrhosis

a. Mild (compensated) 1

b. Severe§ (decompensated) 4

Liver tumors

a. Benign Evidence: Limited direct evidence suggests that hormonal contraceptive use does not in'uence either 

progression or regression of liver lesions among women with focal nodular hyperplasia (475,476). i. Focal nodular hyperplasia 2

 ii. Hepatocellular adenoma§ 4

b. Malignant§ (hepatoma) 4

Anemias

Thalassemia 1 Comment: Anecdotal evidence from countries where thalassemia is prevalent indicates that COC use does 

not worsen the condition.

Sickle cell disease§ 2

Iron de"ciency anemia 1 Comment: CHC use may decrease menstrual blood loss.

Solid Organ Transplantation

Solid organ transplantation§

a. Complicated: graft failure (acute or 

chronic), rejection, cardiac allograft 

vasculopathy

4 Evidence: Limited evidence of COC and P users indicated no overall changes in biochemical measures. 

However, one study reported discontinuations of COC use in 2 (8%) of 26 women as a result of serious 

medical complications, and in one case report, a woman developed cholestasis associated with high-dose 

COC use (477–480).

b. Uncomplicated 2 Clari"cation: Women with Budd-Chiari syndrome should not use COC/P/R because of the increased risk 

for thrombosis.

Evidence: Limited evidence of COC and P users indicated no overall changes in biochemical measures. 

However, one study reported discontinuations of COC use in 2 (8%) of 26 women as a result of serious 

medical complications, and in one case report, a woman developed cholestasis associated with high-dose 

COC use (477–480).
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TABLE. (Continued) Classi"cations for combined hormonal contraceptives, including pill, patch, and ring*†

Condition Category Clari"cations/Evidence/Comments

Drug Interactions

Antiretroviral (ARV) therapy Clari"cation: ARV drugs have the potential to either decrease or increase the bioavailability of steroid 

hormones in hormonal contraceptives. Limited data (summarized in Appendix M) suggest potential drug 

interactions between many ARV drugs (particularly some non-NNRTIs and ritonavir-boosted protease 

inhibitors) and hormonal contraceptives. These interactions might alter the safety and effectiveness of both 

the hormonal contraceptive and the ARV drug. Thus, if a woman on ARV treatment decides to initiate or 

continue hormonal contraceptive use, the consistent use of condoms is recommended to both prevent HIV 

transmission and compensate for any possible reduction in the effectiveness of the hormonal contraceptive. 

When a COC is chosen, a preparation containing a minimum of 30 µg EE should be used.

a. Nucleoside reverse transcriptase 

inhibitors (NRTIs) 

1

b. Non-nucleoside reverse tran-

scriptase inhibitors (NNRTIs)

2

c. Ritonavir-boosted protease inhibitors 3

Anticonvulsant therapy Clari"cation: Although the interaction of certain anticonvulsants with COCs, P, or R is not harmful to 

women, it is likely to reduce the effectiveness of COCs, P, or R. Use of other contraceptives should be en-

couraged for women who are long-term users of any of these drugs. When a COC is chosen, a preparation 

containing a minimum of 30 µg EE should be used.

Evidence: Use of certain anticonvulsants might decrease the effectiveness of COCs (481–484).

a. Certain anticonvulsants (phenytoin, 

carbamazepine, barbiturates, primi-

done, topiramate, oxcarbazepine) 

3

b. Lamotrigine 3 Clari"cation: The recommendation for lamotrigine applies only for situations where lamotrigine mono-

therapy is taken concurrently with COCs. Anticonvulsant treatment regimens that combine lamotrigine and 

nonenzyme-inducing antiepileptic drugs (such as sodium valproate) do not interact with COCs. 

Evidence: Pharmacokinetic studies show levels of lamotrigine decrease signi$cantly during COC use 

(485–489). Some women who used both COCs and lamotrigine experienced increased seizure activity in 

one trial (485).

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 Evidence: Most broad-spectrum antibiotics do not affect the contraceptive effectiveness of COCs(490–

526), P (527) or R (528).

b. Antifungals 1 Evidence: Studies of antifungal agents have shown no clinically signi$cant pharmacokinetic interactions 

with COCs (529–538) or R (539).

c. Antiparasitics 1 Evidence: Studies of antiparasitic agents have shown no clinically signi$cant pharmacokinetic interactions 

with COCs (433,540–544).

d. Rifampicin or rifabutin therapy 3 Clari"cation: Although the interaction of rifampicin or rifabutin therapy with COCs, P, or R is not harmful 

to women, it is likely to reduce the effectiveness of COCs, P, or R. Use of other contraceptives should be 

encouraged for women who are long-term users of either of these drugs. When a COC is chosen, a prepa-

ration containing a minimum of 30 µg EE should be used.

Evidence: The balance of the evidence suggests that rifampicin reduces the effectiveness of COCs 

(545–560). Data on rifabutin are limited, but effects on metabolism of COCs are less than with rifampicin, 

and small studies have not shown evidence of ovulation (547,554).

* Abbreviations: STI = sexually transmitted infection; HIV = human immunode$ciency virus; COC = combined oral contraceptive; P = patch; R = ring; EE = ethinyl estradiol; 
BMD = bone mineral density; CHC = combined hormonal contraceptive; IUD = intrauterine device; VTE = venous thromboembolism; BMI = body mass index; DVT = deep 
venous thrombosis; PE = pulmonary embolism; SLE = systemic lupus erythematosus; MEC = Medical Eligibility Criteria; hCG = human chorionic gonadotropin; DMPA = depot 
medroxyprogesterone acetate; HPV = human papillomavirus; PID = pelvic in'ammatory disease; AIDS = acquired immunode$ciency syndrome; ARV = antiretroviral; IBD = 
in'ammatory bowel disease; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside reverse transcriptase inhibitor. 

† COCs/P/R do not protect against STI/HIV. If risk for STI/HIV (including during pregnancy or postpartum) exists, the correct and consistent use of condoms is recommended, 
either alone or with another contraceptive method. Consistent and correct use of the male latex condom reduces the risk for STI/HIV transmission.

§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.
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Appendix C

 Classifications for Progestin-Only Contraceptives 

Classifications for progestin-only contraceptives (POCs)
include those for progestin-only pills, depot medroxyproges-
terone acetate, and progestin-only implants (Box). POCs do 

BOX. Categories for Classifying Progestin-Only Contraceptives

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

TABLE. Classi"cations for progestin-only contraceptives, including progestin-only pills, DMPA, and implants*†

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Personal Characteristics and Reproductive History

Pregnancy Not applicable Not applicable Not applicable Clari"cation: Use of POCs is not required. There is no 

known harm to the woman, the course of her pregnancy, or 

the fetus if POCs are inadvertently used during pregnancy. 

However, the relation between DMPA use during pregnancy 

and its effects on the fetus remains unclear.

Age

a. Menarche to <18 yrs 1 2 1 Evidence: Most studies have found that women lose 

BMD while using DMPA but regain BMD after discontinu-

ing DMPA. It is not known whether DMPA use among 

adolescents affects peak bone mass levels or whether adult 

women with long duration of DMPA use can regain BMD 

to baseline levels before entering menopause. The relation 

between DMPA-associated changes in BMD during the re-

productive years and future fracture risk is unknown (1–41). 

Studies $nd no effect or have inconsistent results about the 

effects of POCs other than DMPA on BMD (42–54).

b. 18–45 yrs 1 1 1

c. >45 yrs 1 2 1

Parity

a. Nulliparous 1 1 1

b. Parous 1 1 1

Breastfeeding Clari"cation: The U.S. Department of Health and Human 

Services recommends that infants be exclusively breastfed 

during the $rst 4–6 months of life, preferably for a full 6 

months. Ideally, breastfeeding should continue through the 

$rst year of life (55).

Evidence: Despite anecdotal clinical reports that POCs 

might diminish milk production, direct evidence from avail-

able clinical studies demonstrates no signi$cant negative 

effect of POCs on breastfeeding performance (56–90) or on 

the health of the infant (66,70,72,76–81,91–93). In general, 

these studies are of poor quality, lack standard de$nitions of 

breastfeeding or outcome measures, and have not included 

premature or ill infants. Theoretical concerns about effects 

of progestin exposure on the developing, neonatal brain 

are based on studies of progesterone effects in animals; 

whether similar effects occur after progestin exposure in 

human neonates is not known.

a. <1 mo postpartum 2 2 2

b. 1 mo to <6 mos postpartum 1 1 1

c. ≥6 mos postpartum 1 1 1

not protect against sexually transmitted infections (STIs) or 
human immunodeficiency virus (HIV).
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Postpartum (in nonbreastfeeding 

women)

a. <21 days 1 1 1

b. ≥21 days 1 1 1

Postabortion Clari"cation: POCs may be started immediately 

postabortion.

Evidence: Limited evidence suggests that there are no 

adverse side effects when implants (Norplant) or progestin-

only injectables (NET-EN) are initiated after $rst trimester 

abortion (94–97).

a. First trimester 1 1 1

b. Second trimester 1 1 1

c. Immediate postseptic abortion 1 1 1

Past ectopic pregnancy 2 1 1 Comments: POP users have a higher absolute rate of 

ectopic pregnancy than do users of other POCs but still less 

than using no method.

History of pelvic surgery 1 1 1

Smoking

a. Age <35 yrs 1 1 1

b. Age ≥35 yrs

 i. <15 Cigarettes/day 1 1 1

 ii. ≥15 Cigarettes/day 1 1 1

Obesity

a. ≥30 kg/m2 BMI 1 1 1

b. Menarche to <18 yrs and 
≥30 kg/m2 BMI

1 2 1 Evidence: Obese adolescents who used DMPA were 

more likely than obese nonusers, obese COC users, and 

nonobese DMPA users to gain weight. These associations 

were not observed among adult women. One small study 

did not observe increases in weight gain among adolescent 

Norplant users by any category of baseline weight (98–105).

History of bariatric surgery§

a. Restrictive procedures: decrease 
storage capacity of the stomach 
(vertical banded gastroplasty, 
laparoscopic adjustable gastric 
band, laparoscopic sleeve 
gastrectomy)

1 1 1 Evidence: Limited evidence demonstrated no substantial 

decrease in effectiveness of oral contraceptives among 

women who underwent laparoscopic placement of an 

adjustable gastric band (106).

b. Malabsorptive procedures: 
decrease absorption of nutrients 
and calories by shortening the 
functional length of the small 
intestine (Roux-en-Y gastric 
bypass, biliopancreatic diversion)

3 1 1 Evidence: Limited evidence demonstrated no substantial 

decrease in effectiveness of oral contraceptives among 

women who underwent a biliopancreatic diversion (107); 

however, evidence from pharmacokinetic studies suggested 

con'icting results of oral contraceptive effectiveness among 

women who underwent a jejunoileal bypass (108,109).

Comment: Bariatric surgical procedures involving a mal-

absorptive component have the potential to decrease oral 

contraceptive effectiveness, perhaps further decreased by 

postoperative complications, such as long-term diarrhea 

and/or vomiting.

Cardiovascular Disease

Multiple risk factors for arterial 

cardiovascular disease (such as 

older age, smoking, diabetes, and 

hypertension)

2 3 2 Clari"cation: When multiple major risk factors exist, risk for 

cardiovascular disease might increase substantially. Some 

POCs might increase the risk for thrombosis, although this 

increase is substantially less than with COCs. The effects of 

DMPA might persist for some time after discontinuation.

Hypertension

For all categories of hypertension, classi$cations are based on the assumption that no other risk factors exist for cardiovascular disease. When multiple risk factors do exist, 

risk for cardiovascular disease might increase substantially. A single reading of blood pressure level is not sufficient to classify a woman as hypertensive.

a. Adequately controlled 
hypertension 

1 2 1 Clari"cation: Women adequately treated for hypertension 

are at lower risk for acute myocardial infarction and stroke 

than are untreated women. Although no data exist, POC us-

ers with adequately controlled and monitored hypertension 

should be at lower risk for acute myocardial infarction and 

stroke than are untreated hypertensive POC users.
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

b. Elevated blood pressure levels 
(properly taken measurements)

 i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

1 2 1 Evidence: Limited evidence suggests that among women 

with hypertension, those who used POPs or progestin-only 

injectables had a small increased risk for cardiovascular 

events than did women who did not use these methods 

(110).

 ii. Systolic ≥160 mm Hg or 
diastolic ≥100 mm Hg§

2 3 2

c. Vascular disease 2 3 2 Comment: Concern exists about hypo-estrogenic effects 

and reduced HDL levels, particularly among users of DMPA. 

However, there is little concern about these effects with re-

gard to POPs. The effects of DMPA might persist for some 

time after discontinuation

History of high blood pressure dur-

ing pregnancy (where current blood 

pressure is measurable and normal)

1 1 1

Deep venous thrombosis (DVT)/ 

Pulmonary embolism (PE)

a. History of DVT/PE, not on antico-
agulant therapy

 i. Higher risk for recurrent DVT/
PE (≥1 risk factors)

-
ated DVT/PE

DVT/PE

including antiphospholipid 
syndrome

on therapy, or within 6 mos 
after clinical remission), 
excluding non-melanoma 
skin cancer

2 2 2

 ii Lower risk for recurrent DVT/
PE (no risk factors)

2 2 2

b. Acute DVT/PE 2 2 2 Evidence: No direct evidence exists on use of POCs 

among women with acute DVT/PE. Although $ndings on the 

risk for venous thrombosis with use of POCs in otherwise 

healthy women is inconsistent, any small increased risk is 

substantially less than that with COCs (110–112).

c. DVT/PE and established on 
anticoagulant therapy for at least 
3 mos

Evidence: No direct evidence exists on use of POCs 

among women with DVT/PE on anticoagulant therapy. 

Although $ndings on the risk for venous thrombosis with 

use of POCs are inconsistent in otherwise healthy women, 

any small increased risk is substantially less than that with 

COCs (110–112).

Limited evidence indicates that intramuscular injections of 

DMPA in women on chronic anticoagulation therapy does 

not pose a signi$cant risk for hematoma at the injection site 

or increase the risk for heavy or irregular vaginal bleeding 

(113).

 i. Higher risk for recurrent DVT/
PE (≥1 risk factors)

including antiphospholipid 
syndrome

on therapy, or within 6 mos 
after clinical remission), 
excluding non-melanoma 
skin cancer

2 2 2

 ii. Lower risk for recurrent DVT/
PE (no risk factors)

2 2 2

d. Family history 
($rst-degree relatives)

1 1 1

e. Major surgery

 i. With prolonged immobilization 2 2 2

 ii. Without prolonged 
immobilization

1 1 1

f. Minor surgery without 
immobilization

1 1 1
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Known thrombogenic mutations§ 

(e.g., factor V Leiden; prothrombin 

mutation; protein S, protein C, and 

antithrombin de$ciencies)

2 2 2 Clari"cation: Routine screening is not appropriate because 

of the rarity of the conditions and the high cost of screening.

Super"cial venous thrombosis

a. Varicose veins 1 1 1

b. Super$cial thrombophlebitis 1 1 1  

Current and history of ischemic 

heart disease§ 

Initiation Continuation Initiation Continuation Comment: Concern exists about hypo-estrogenic effects 

and reduced HDL levels, particularly among users of DMPA. 

However, there is little concern about these effects with re-

gard to POPs. The effects of DMPA might persist for some 

time after discontinuation.

2 3 3 2 3

Stroke§ (history of cerebrovascular 

accident)

Initiation Continuation Initiation Continuation Comment: Concern exists about hypo-estrogenic effects 

and reduced HDL levels, particularly among users of DMPA. 

However, there is little concern about these effects with 

regard to POPs. The effects of DMPA may persist for some 

time after discontinuation.

2 3 3 2 3

Known hyperlipidemias 2 2 2 Clari"cation: Routine screening is not appropriate because 

of the rarity of the conditions and the high cost of screening. 

Some types of hyperlipidemias are risk factors for vascular 

disease.

Valvular heart disease

a. Uncomplicated 1 1 1

b. Complicated§ (pulmonary hyper-
tension, risk for atrial $brillation, 
history of subacute bacterial 
endocarditis)

1 1 1

Peripartum cardiomyopathy§

a. Normal or mildly impaired 
cardiac function (New York Heart 
Association Functional Class I or 
II: patients with no limitation of ac-
tivities or patients with slight, mild 
limitation of activity) (114)

Evidence: No direct evidence exists on the safety of POCs 

among women with peripartum cardiomyopathy. Limited in-

direct evidence from noncomparative studies of women with 

cardiac disease demonstrated few cases of hypertension, 

thromoboembolism, and heart failure in women with cardiac 

disease using POPs and DMPA (115,116).

Comment: Progestin-only implants might induce cardiac 

arrhythmias in healthy women; women with peripartum car-

diomyopathy have a high incidence of cardiac arrhythmias.

 i. <6 mos 1 1 1

 ii. ≥6 mos 1 1 1

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or 
IV: patients with marked limitation 
of activity or patients who should 
be at complete rest) (114)

2 2 2 Evidence: No direct evidence exists on the safety of POCs 

among women with peripartum cardiomyopathy. Limited in-

direct evidence from noncomparative studies of women with 

cardiac disease demonstrated few cases of hypertension, 

thromoboembolism, and heart failure in women with cardiac 

disease using POPs and DMPA (115,116).

Comment: Progestin-only implants might induce cardiac 

arrhythmias in healthy women; women with peripartum car-

diomyopathy have a high incidence of cardiac arrhythmias.
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Rheumatic Diseases

Systemic lupus erythematosus (SLE)§

Persons with SLE are at increased risk for ischemic heart disease, stroke, and VTE. Categories assigned to such conditions in the MEC should be the same for women with 

SLE who present with these conditions. For all categories of SLE, classi$cations are based on the assumption that no other risk factors for cardiovascular disease are present; 

these classi$cations must be modi$ed in the presence of such risk factors.

Many women with SLE can be considered good candidates for most contraceptive methods, including hormonal contraceptives (117–135).

a. Positive (or unknown) antiphos-
pholipid antibodies

Initiation Continuation Evidence: Antiphospholipid antibodies are associated 

with a higher risk for both arterial and venous thrombosis 

(136,137).

3 3 3 3

b. Severe thrombocytopenia 2 3 2 2 Comment: Severe thrombocytopenia increases the risk for 

bleeding. POCs might be useful in treating menorrhagia in 

women with severe thrombocytopenia. However, given the 

increased or erratic bleeding that may be seen on initiation 

of DMPA and its irreversibility for 11–13 weeks after ad-

ministration, initiation of this method in women with severe 

thrombocytopenia should be done with caution.

c. Immunosuppressive treatment 2 2 2 2

d. None of the above 2 2 2 2

Rheumatoid arthritis

a. On immunosuppressive therapy 1 2/3 1 Clari"cation: DMPA use among women on long-term 

corticosteroid therapy with a history of, or with risk factors 

for, nontraumatic fractures is classi$ed as Category 3. 

Otherwise, DMPA use for women with rheumatoid arthritis is 

classi$ed as Category 2.

Evidence: Limited evidence shows no consistent pattern of 

improvement or worsening of rheumatoid arthritis with use 

of oral contraceptives (138–143), progesterone (144), or 

estrogen (145).

b. Not on immunosuppressive 
therapy

1 2 1

Neurologic Conditions

Headaches Initiation Continuation Initiation Continuation Initiation Continuation Clari"cation: Classi$cation depends on accurate diagnosis 

of severe headaches that are migrainous and headaches 

that are not. Any new headaches or marked changes in 

headaches should be evaluated. Classi$cation is for women 

without any other risk factors for stroke. Risk for stroke 

increases with age, hypertension, and smoking.

Comment: Aura is a speci$c focal neurologic symptom. 

For more information about this and other diagnostic 

criteria, see: Headache Classi$cation Subcommittee of the 

International Headache Society. The international classi$ca-

tion of headache disorders. 2nd Ed. Cephalalgia. 2004;24 

(Suppl 1):1–150. http://www.i-h-s.org/upload/ct_clas/ihc_II_

main_no_print.pdf.

Concern exists that severe headaches might increase 

with use of DMPA and implants. The effects of DMPA may 

persist for some time after discontinuation. 

a. Non-migrainous 
(mild or severe)

1 1 1 1 1 1

b. Migraine

 i. Without aura

Age <35 yrs 1 2 2 2 2 2

Age ≥35 yrs 1 2 2 2 2 2

 ii. With aura, at any age 2 3 2 3 2 3

Epilepsy§ 1 1 1 Clari"cation: If a woman is taking anticonvulsants, refer 

to the section on drug interactions. Certain anticonvulsants 

lower POC effectiveness. 

Depressive Disorders

Depressive disorders 1 1 1 Clari"cation: The classi$cation is based on data for women 

with selected depressive disorders. No data on bipolar dis-

order or postpartum depression were available. A potential 

exists for drug interactions between certain antidepressant 

medications and hormonal contraceptives. 

Evidence: POC use did not increase depressive symp-

toms in women with depression compared with baseline 

(146–149).
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Reproductive Tract Infections and Disorders

Vaginal bleeding patterns

a. Irregular pattern without heavy 
bleeding

2 2 2 Comment: Irregular menstrual bleeding patterns are com-

mon among healthy women. POC use frequently induces an 

irregular bleeding pattern. Implant use might induce irregular 

bleeding patterns, especially during the $rst 3–6 months, but 

these patterns may persist longer.

b. Heavy or prolonged bleeding 
(includes regular and irregular 
patterns)

2 2 2 Clari"cation: Unusually heavy bleeding should raise the 

suspicion of a serious underlying condition.

Unexplained vaginal bleeding 

(suspicious for serious condition)

Clari"cation: If pregnancy or an underlying pathological 

condition (such as pelvic malignancy) is suspected, it must 

be evaluated and the category adjusted after evaluation.

Comment: POCs might cause irregular bleeding patterns, 

which might mask symptoms of underlying pathology. 

The effects of DMPA might persist for some time after 

discontinuation.

Before evaluation 2 3 3

Endometriosis 1 1 1

Benign ovarian tumors 

(including cysts)

1 1 1

Severe dysmenorrhea 1 1 1

Gestational trophoblastic disease

a. Decreasing or undetectable 
β–hCG levels

1 1 1

b. Persistently elevated β-hCG 
levels or malignant disease§

1 1 1

Cervical ectropion 1 1 1

Cervical intraepithelial neoplasia 1 2 2 Evidence: Among women with persistent HPV infection, 

long-term DMPA use (≥5 years) might increase the risk for 

carcinoma in situ and invasive carcinoma (150).

Cervical cancer (awaiting treatment) 1 2 2 Comment: Theoretical concern exists that POC use might 

affect prognosis of the existing disease. While awaiting 

treatment, women may use POCs. In general, treatment of 

this condition can render a woman sterile.

Breast disease

a. Undiagnosed mass 2 2 2 Clari"cation: Evaluation should be pursued as early as 

possible.

b. Benign breast disease 1 1 1

c. Family history of cancer 1 1 1

d. Breast cancer§

 i. Current 4 4 4 Comment: Breast cancer is a hormonally sensitive tumor, 

and the prognosis for women with current or recent breast 

cancer might worsen with POC use.

 ii. Past and no evidence of 
current disease for 5 years

3 3 3

Endometrial hyperplasia 1 1 1

Endometrial cancer§ 1 1 1 Comment: While awaiting treatment, women may use 

POCs. In general, treatment of this condition renders a 

woman sterile.

Ovarian cancer§ 1 1 1 Comment: While awaiting treatment, women may use 

POCs. In general, treatment of this condition can render a 

woman sterile.

Uterine "broids 1 1 1 Comment: POCs do not appear to cause growth of uterine 

$broids.
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Pelvic in#ammatory disease (PID)

a. Past PID (assuming no current 
risk factors for STIs)

Comment: Whether POCs, like COCs, reduce the risk for 

PID among women with STIs is unknown, but they do not 

protect against HIV or lower genital tract STI.

  i. With subsequent pregnancy 1 1 1

  ii. Without subsequent 
pregnancy

1 1 1

b. Current PID 1 1 1

STIs

a. Current purulent cervicitis or 
chlamydial infection or gonorrhea

1 1 1

b. Other STIs (excluding HIV and 
hepatitis)

1 1 1

c. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

1 1 1

d. Increased risk for STIs 1 1 1 Evidence: Evidence suggests a possible increased risk 

for chlamydial cervicitis among DMPA users at high risk for 

STIs. For other STIs, either evidence exists of no associa-

tion between DMPA use and STI acquisition or evidence is 

too limited to draw any conclusions. No evidence is avail-

able about other POCs (151–158)

HIV/AIDS

High risk for HIV 1 1 1 Evidence: The balance of the evidence suggests no as-

sociation between POC use and HIV acquisition, although 

$ndings from studies of DMPA use conducted among higher 

risk populations have been inconsistent (159–183).

HIV infection§ 1 1 1 Evidence: Most studies suggest no increased risk for HIV 

disease progression with hormonal contraceptive use, 

as measured by changes in CD4 cell count, viral load, or 

survival. Studies observing that women with HIV who use 

hormonal contraception have increased risks for STIs are 

generally consistent with reports among uninfected women. 

One direct study found no association between hormonal 

contraceptive use and increased risk for HIV transmission to 

uninfected partners; several indirect studies reported mixed 

results about whether hormonal contraception is associated 

with increased risk for HIV-1 DNA or RNA shedding from the 

genital tract (171,184–200).

AIDS§ 1 1 1 Clari"cation: Drug interactions might exist between 

hormonal contraceptives and ARV drugs; refer to the 

section on drug interactions.

Other Infections

Schistosomiasis

a. Uncomplicated 1 1 1 Evidence: Among women with uncomplicated schistoso-

miasis, limited evidence showed that DMPA use had no 

adverse effects on liver function (201).

b. Fibrosis of liver§ 
(if severe, see cirrhosis)

1 1 1

Tuberculosis§ Clari"cation: If a woman is taking rifampicin, refer to the 

section on drug interactions. Rifampicin is likely to decrease 

the effectiveness of some POCs.
a. Nonpelvic 1 1 1

b. Pelvic 1 1 1

Malaria 1 1 1
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Endocrine Conditions

Diabetes

a. History of gestational disease 1 1 1 Evidence: POCs had no adverse effects on serum lipid 

levels in women with a history of gestational diabetes in 2 

small studies. (202,203) Limited evidence is inconsistent 

about the development of noninsulin-dependant diabetes 

among users of POCs with a history of gestational diabetes 

(204–207).

b. Nonvascular disease

 i. Noninsulin-dependent 2 2 2 Evidence: Among women with insulin- or noninsulin-de-

pendent diabetes, limited evidence on use of POCs (POPs, 

DMPA, LNG implant) suggests that these methods have 

little effect on short-term or long-term diabetes control (e.g., 

glycosylated hemoglobin levels), hemostatic markers, or 

lipid pro$le (208–211).

 ii. Insulin-dependent§ 2 2 2

c. Nephropathy/retinopathy/ 
neuropathy§

2 3 2 Comment: Concern exists about hypo-estrogenic effects 

and reduced HDL levels, particularly among users of DMPA. 

The effects of DMPA might persist for some time after 

discontinuation. Some POCs might increase the risk for 

thrombosis, although this increase is substantially less than 

with COCs.

d. Other vascular disease or 
diabetes of >20 yrs’ duration§

2 3 2 Comment: Concern exists about hypo-estrogenic effects 

and reduced HDL levels, particularly among users of DMPA. 

The effects of DMPA might persist for some time after 

discontinuation. Some POCs might increase the risk for 

thrombosis, although this increase is substantially less than 

with COCs.

Thyroid disorders

a. Simple goiter 1 1 1

b. Hyperthyroid 1 1 1

c. Hypothyroid 1 1 1

Gastrointestinal Conditions

In#ammatory bowel disease (IBD) 

(ulcerative colitis, Crohn disease)

2 2 1 Evidence: Risk for disease relapse among women with 

IBD using oral contraceptives (most studies did not specify 

formulation) did not increase signi$cantly from that for 

nonusers (212–216).

Comment: Absorption of POPs among women with IBD 

might be reduced if the woman has substantial malabsorp-

tion caused by severe disease or small bowel surgery. 

Women with IBD have a higher prevalence than the general 

population of osteoporosis and osteopenia. Use of DMPA, 

which has been associated with small changes in BMD, 

might be of concern.

Gallbladder disease

a. Symptomatic

 i. Treated by cholecystectomy 2 2 2

 ii. Medically treated 2 2 2

 iii. Current 2 2 2

b. Asymptomatic 2 2 2

History of cholestasis

a. Pregnancy-related 1 1 1

b. Past COC–related 2 2 2 Comment: Theoretically, a history of COC-related cholesta-

sis might predict subsequent cholestasis with POC use. 

However, this has not been documented.

Viral hepatitis

a. Acute or 'are 1 1 1

b. Carrier 1 1 1

c. Chronic 1 1 1
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Cirrhosis

a. Mild (compensated) 1 1 1

b. Severe§ (decompensated) 3 3 3

Liver tumors

a. Benign Evidence: Limited direct evidence suggests that hormonal 

contraceptive use does not in'uence either progression or 

regression of liver lesions among women with focal nodular 

hyperplasia (217,218).

Comment: No evidence is available about hormonal con-

traceptive use among women with hepatocellular adenoma. 

COC use in healthy women is associated with development 

and growth of hepatocellular adenoma; whether other hor-

monal contraceptives have similar effects is not known.

 i. Focal nodular hyperplasia 2 2 2

 ii. Hepatocellular adenoma§ 3 3 3

b. Malignant§ (hepatoma) 3 3 3

Anemias

Thalassemia 1 1 1

Sickle cell disease§ 1 1 1 Evidence: Among women with sickle cell disease, POC use 

did not have adverse effects on hematologic parameters 

and, in some studies, was bene$cial with respect to clinical 

symptoms (219–226).

Iron de"ciency anemia 1 1 1 Comment: Changes in the menstrual pattern associated 

with POC use have little effect on hemoglobin levels.

Solid Organ Transplantation

Solid organ transplantaton§

a. Complicated: graft failure (acute 
or chronic), rejection, cardiac 
allograft vasculopathy

2 2 2

b. Uncomplicated 2 2 2

Drug Interactions

Antiretroviral (ARV) therapy Clari"cation: ARV drugs have the potential to either 

decrease or increase the bioavailability of steroid hormones 

in hormonal contraceptives. Limited data (Appendix M) sug-

gest potential drug interactions between many ARV drugs 

(particularly some NNRTIs and ritonavir-boosted protease 

inhibitors) and hormonal contraceptives. These interactions 

may alter the safety and effectiveness of both the hormonal 

contraceptive and the ARV drug. Thus, if a woman on ARV 

treatment decides to initiate or continue hormonal contra-

ceptive use, the consistent use of condoms is recommend-

ed to both prevent HIV transmission and compensate for 

any possible reduction in the effectiveness of the hormonal 

contraceptive.

a. Nucleoside reverse transcriptase 
inhibitors (NRTIs)

1 1 1

b. Non-nucleoside reverse tran-
scriptase inhibitors (NNRTIs)

2 1 2

c. Ritonavir-boosted protease 
inhibitors

3 1 2

Anticonvulsant therapy

a. Certain anticonvulsants (pheny-
toin, carbamazepine, barbitu-
rates, primidone, topiramate, 
oxcarbazepine)

3 1 2 Clari"cation: Although the interaction of certain anticon-

vulsants with POPs and ETG implants is not harmful to 

women, it is likely to reduce the effectiveness of POPs and 

ETG implants. Whether increasing the hormone dose of 

POPs alleviates this concern remains unclear. Use of other 

contraceptives should be encouraged for women who are 

long-term users of any of these drugs. Use of DMPA is a 

Category 1 because its effectiveness is not decreased by 

use of certain anticonvulsants.

Evidence: Use of certain anticonvulsants may decrease the 

effectiveness of POCs (227–229)

b. Lamotrigine 1 1 1 Evidence: No drug interactions have been reported among 

epileptic women taking lamotrigine and using POCs (230)
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TABLE. (Continued) Classi"cations for progestin-only contraceptives,*† including progestin-only pills, DMPA, and implants

Condition

Category

Clari"cations/Evidence/CommentsPOP DMPA Implants

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 1

b. Antifungals 1 1 1

c. Antiparasitics 1 1 1

d. Rifampicin or rifabutin therapy 3 1 2 Clari"cation: Although the interaction of rifampicin or rifab-

utin with POPs and ETG implants is not harmful to women, 

it is likely to reduce the effectiveness of POPs and ETG 

implants. Use of other contraceptives should be encouraged 

for women who are long-term users of any of these drugs. 

Use of DMPA is a Category 1 because its effectiveness is 

not decreased by use of rifampicin or rifabutin. Whether in-

creasing the hormone dose of POPs alleviates this concern 

remains unclear.

* Abbreviations: STI = sexually transmitted infection; HIV = human immunode$ciency virus; POC = progestin-only contraceptive; DMPA = depot medroxyprogesterone acetate; 
BMD = bone mineral density; NET-EN = norethisterone enantate; BMI = body mass index; COC = combined oral contraceptive; HDL = high-density lipoprotein; POP = progestin-
only pill; DVT = deep venous thrombosis; PE = pulmonary embolism; SLE = systemic lupus erythematosus; VTE = venous thromboembolism; MEC = Medical Eligibility Criteria; 
hCG = human chorionic gonadotropin; HPV = human papillomavirus; PID = pelvic in'ammatory disease; AIDS = acquired immunode$ciency syndrome; IBD = in'ammatory 
bowel disease; ARV = antiretroviral; LNG = levonorgestrel; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside reverse transcriptase inhibitor; ETG = 
etonogestrel.

† POCs do not protect against STI/HIV. If risk exists for STI/HIV (including during pregnancy or postpartum), the correct and consistent use of condoms is recommended, either 
alone or with another contraceptive method. Consistent and correct use of the male latex condom reduces the risk for STIs and HIV transmission.

§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.
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Appendix D 

Classifications for Emergency Contraceptive Pills

BOX. Categories for Classifying Emergency Contraceptive Pills

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

TABLE. Classi"cations for emergency contraceptive pills, including levonorgestrel contraceptive pills and combined oral 
contraceptive pills*†

Condition Category Clari"cations/Evidence/Comments

Personal Characteristics and Reproductive History

Pregnancy Not applicable Clari"cation: Although this method is not indicated for a woman with a known or 
suspected pregnancy, no harm to the woman, the course of her pregnancy, or the 
fetus if ECPs are inadvertently used is known to exist. 

Breastfeeding
1

Past ectopic pregnancy
1

History of bariatric surgery§

a. Restrictive procedures: decrease storage capacity of the stom-
ach (vertical banded gastroplasty, laparoscopic adjustable 
gastric band, laparoscopic sleeve gastrectomy)

1

b. Malabsorptive procedures: decrease absorption of nutrients 
and calories by shortening the functional length of the small 
intestine (Roux-en-Y gastric bypass, biliopancreatic diversion)

1 Comment: Bariatric surgical procedures involving a malabsorptive component 
have the potential to decrease oral contraceptive effectiveness, perhaps further 
decreased by postoperative complications such as long-term diarrhea and/or 
vomiting. Because of these malabsorptive concerns, an emergency IUD might be 
more appropriate than ECPs.

Cardiovascular Disease

History of severe cardiovascular complications§ (ischemic 
heart disease, cerebrovascular attack, or other thromboembolic 
conditions)

2 Comment: The duration of ECP use is less than that of regular use of COCs or 

POPs and thus would be expected to have less clinical impact.

Angina pectoris 2 Comment: The duration of ECP use is less than that of regular use of COCs or 
POPs and thus would be expected to have less clinical impact.

Rheumatic Diseases

Rheumatoid arthritis

a. On immunosuppressive therapy 1

b. Not on immunosuppressive therapy 1

Neurologic Conditions

Migraine 2 Comment: The duration of ECP use is less than that of regular use of COCs or 
POPs and thus would be expected to have less clinical impact.

Gastrointestinal Conditions

In#ammatory bowel disease (ulcerative colitis, Crohn disease) 1

Severe liver disease§ (including jaundice) 2 Comment: The duration of ECP use is less than that of regular use of COCs or 
POPs and thus would be expected to have less clinical impact.

Solid Organ Transplantation

Solid organ transplantation§

a. Complicated: graft failure (acute or chronic), rejection, 
cardiac allograft vasculopathy

1

b. Uncomplicated 1

Classifications for emergency contraceptive pills (ECPs) are 
for both levonorgestrel and combined oral contraceptive pills. 

ECPs do not protect against sexually transmitted infections 
(STIs) or human immunodeficiency virus (HIV).
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TABLE. (Continued) Classi"cations for emergency contraceptive pills, including levonorgestrel contraceptive pills and combined 
oral contraceptive pills*†

Condition Category Clari"cations/Evidence/Comments

Other

Repeated ECP use 1 Clari"cation: Recurrent ECP use is an indication that the woman requires further 
counseling about other contraceptive options. Frequently repeated ECP use may 
be harmful for women with conditions classi$ed as 2, 3, or 4 for CHC or POC use. 

Rape 1 Comment: Use of ECPs in cases of rape has no restrictions.

* Abbreviations: STI = sexually transmitted infection; HIV = human immunode$ciency virus; ECP, emergency contraceptive pill; IUD = intrauterine device; COC = combined oral 
contraceptive; POP = progestin-only pill; CHC = combined hormonal contraceptive; POC = progestin-only contraceptive 

† ECPs do not protect against STI/HIV. If risk exists for STI/HIV (including during pregnancy or postpartum), the correct and consistent use of condoms is recommended, either 
alone or with another contraceptive method. Consistent and correct use of the male latex condom reduces the risk for STIs and HIV transmission.

§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.
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Appendix E

 Classifications for Intrauterine Devices

Classifications for intrauterine devices (IUDs) are for the 
levonorgestrel-releasing (20 µg/24 hours) IUD and the copper-
bearing IUD (Box). IUDs do not protect against sexually 

BOX. Categories for Classifying Intrauterine Devices

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

TABLE. Classi"cations for intrauterine devices, including the LNG-IUD and the Cu-IUD*†

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Personal Characteristics and Reproductive History

Pregnancy 4 4 Clari"cation: The IUD is not indicated during pregnancy and 
should not be used because of the risk for serious pelvic infection 
and septic spontaneous abortion.

Age

a. Menarche to <20 yrs 2 2 Comment: Concern exists about both the risk for expulsion from 
nulliparity and for STIs from sexual behaviour in younger age 
groups.

b. ≥20 yrs 1 1

Parity

a. Nulliparous 2 2 Evidence: Data con'ict about whether IUD use is associated 
with infertility among nulliparous women, although well-conducted 
studies suggest no increased risk (1–9).

b Parous 1 1

Postpartum (breastfeeding or nonbreast-
feeding women, including post-Cesarean 
section)

a. <10 minutes after delivery of the 
placenta

2 1 Evidence: Immediate postpartum Cu-IUD insertion, particularly 
when insertion occurs immediately after delivery of the placenta, is 
associated with lower expulsion rates than is delayed postpartum 
insertion up to 72 hours postpartum; no data exist that examine 
times >72 hours postpartum. In addition, postplacental placement 
at the time of Cesarean section has lower expulsion rates than 
does postplacental vaginal insertions. Insertion complications of 
perforation and infection are not increased by Cu-IUD placement 
at any time during the postpartum period (10–23). No evidence is 
available that compares different insertion times for the LNG-IUD.

b. 10 minutes after delivery of the 
placenta to <4 wks

2 2

c. ≥4 wks 1 1

d. Puerperal sepsis 4 4 Comment: Insertion of an IUD might substantially worsen the 
condition.

Postabortion

a. First trimester 1 1 Clari"cation: IUDs can be inserted immediately after $rst trimes-
ter spontaneous or induced abortion.

Evidence: Risk for complications from immediate versus delayed 
insertion of an IUD after abortion did not differ. Expulsion was 
greater when an IUD was inserted after a second trimester abor-
tion than when inserted after a $rst trimester abortion. Safety or 
expulsion for postabortion insertion of an LNG-IUD did not differ 
from that of a Cu-IUD (24–37).

b. Second trimester 2 2

c. Immediate postseptic abortion 4 4 Comment: Insertion of an IUD might substantially worsen the 
condition.

transmitted infections (STIs) or human immunodeficiency 
virus (HIV).
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Past ectopic pregnancy 1 1 Comment: The absolute risk for ectopic pregnancy is extremely 
low because of the high effectiveness of IUDs. However, when a 
woman becomes pregnant during IUD use, the relative likelihood 
of ectopic pregnancy increases greatly.

History of pelvic surgery (see Postpartum, 
including post-Cesarean section)

1 1

Smoking

a. Age <35 yrs 1 1

b. Age ≥35 yrs

 i. <15 Cigarettes/day 1 1

 ii. ≥15 Cigarettes/day 1 1

Obesity

a. ≥30 kg/m2 BMI 1 1

b. Menarche to <18 yrs and ≥30 kg/m2 BMI 1 1

History of bariatric surgery§

a. Restrictive procedures: decrease stor-
age capacity of the stomach (vertical 
banded gastroplasty, laparoscopic 
adjustable gastric band, laparoscopic 
sleeve gastrectomy)

1 1

b. Malabsorptive procedures: decrease 
absorption of nutrients and calories 
by shortening the functional length of 
the small intestine (Roux-en-Y gastric 
bypass, biliopancreatic diversion)

1 1

Cardiovascular Disease

Multiple risk factors for arterial cardio-
vascular disease (such as older age, 
smoking, diabetes, and hypertension)

2 1

Hypertension

For all categories of hypertension, classi$cations are based on the assumption that no other risk factors for cardiovascular disease exist. When multiple risk factors do exist, 
risk for cardiovascular disease might increase substantially. A single reading of blood pressure level is not sufficient to classify a woman as hypertensive.

a. Adequately controlled hypertension 1 1

b. Elevated blood pressure levels (properly 
taken measurements)

 i. Systolic 140–159 mm Hg or diastolic 
90–99 mm Hg

1 1

 ii. Systolic ≥160 mm Hg or diastolic 
≥100 mm Hg§

2 1 Comment: Theoretical concern exists about the effect of LNG on 
lipids. Use of Cu-IUDs has no restrictions.

c. Vascular disease 2 1 Comment: Theoretical concern exists about the effect of LNG on 
lipids. Use of Cu-IUDs has no restrictions.

History of high blood pressure during 
pregnancy (where current blood pressure is 
measurable and normal)

1 1

Deep venous thrombosis (DVT)/
pulmonary embolism (PE)

a. History of DVT/PE, not on anticoagulant 
therapy

 i. Higher risk for recurrent DVT/PE (≥1 
risk factors)

DVT/PE

antiphospholipid syndrome

therapy, or within 6 mos after 
clinical remission), excluding non-
melanoma skin cancer

2 1

 ii. Lower risk for recurrent DVT/PE (no 
risk factors)

2 1
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

b. Acute DVT/PE 2 2 Evidence: No direct evidence exists on the use of POCs among 
women with acute DVT/PE. Although $ndings on the risk for 
venous thrombosis with the use of POCs in otherwise healthy 
women are inconsistent, any small increased risk is substantially 
less than that with COCs (38–40).

c. DVT/PE and established on anticoagu-
lant therapy for at least 3 mos

Evidence: No direct evidence exists on the use of POCs among 
women with acute DVT/PE. Although $ndings on the risk for 
venous thrombosis with the use of POCs in otherwise healthy 
women are inconsistent, any small increased risk is substantially 
less than that with COCs (38–40).

Evidence: Limited evidence indicates that insertion of the LNG-
IUD does not pose major bleeding risks in women on chronic 
anticoagulant therapy. (41–44)

Comment: The LNG-IUD might be a useful treatment for menor-
rhagia in women on long-term chronic anticoagulation therapy.

 i. Higher risk for recurrent DVT/PE (≥1 
risk factors)

antiphospholipid syndrome

therapy, or within 6 mos after 
clinical remission), excluding non-
melanoma skin cancer

2 2

 ii. Lower risk for recurrent DVT/PE (no 
risk factors)

2 2

d. Family history ($rst-degree relatives) 1 1

e. Major surgery

 i. With prolonged immobilization 2 1

 ii. Without prolonged immobilization 1 1

f. Minor surgery without immobilization 1 1

Known thrombogenic mutations§ (e.g., 
factor V Leiden; prothrombin mutation; 
protein S, protein C, and antithrombin 
de$ciencies)

2 1 Clari"cation: Routine screening is not appropriate because of the 
rarity of the conditions and the high cost of screening.

Super"cial venous thrombosis

a. Varicose veins 1 1

b. Super$cial thrombophlebitis 1 1

Current and history of ischemic heart 
disease§

Initiation Continuation Comment: Theoretical concern exists about the effect of LNG on 
lipids. Use of Cu-IUDs has no restrictions.

2 3 1

Stroke§ (history of cerebrovascular 
accident)

2 1 Comment: Theoretical concern exists about the effect of LNG on 
lipids. Use of Cu-IUDs has no restrictions.

Known hyperlipidemias 2 1 Clari"cation: Routine screening is not appropriate because of the 
rarity of the condition and the high cost of screening. 

Valvular heart disease

a. Uncomplicated 1 1 Comment: According to the American Heart Association, admin-
istration of prophylactic antibiotics solely to prevent endocarditis 
is not recommended for patients who undergo genitourinary tract 
procedures, including insertion or removal of IUDs (45).

b. Complicated§ (pulmonary hyperten-
sion, risk for atrial $brillation, history of 
subacute bacterial endocarditis)

1 1 Comment: According to the American Heart Association, admin-
istration of prophylactic antibiotics solely to prevent endocarditis 
is not recommended for patients who undergo genitourinary tract 
procedures, including insertion or removal of IUDs (45).

Peripartum cardiomyopathy§

a. Normal or mildly impaired cardiac 
function (New York Heart Association 
Functional Class I or II: patients with no 
limitation of activities or patients with 
slight, mild limitation of activity) (46)

Evidence: No direct evidence exists on the safety of IUDs among 
women with peripartum cardiomyopathy. Limited indirect evidence 
from noncomparative studies did not demonstrate any cases of 
arrhythmia or infective endocarditis in women with cardiac disease 
who used IUDs (47,48).

Comment: IUD insertion might induce cardiac arrhythmias in 
healthy women; women with peripartum cardiomyopathy have a 
high incidence of cardiac arrhythmias.

 i. <6 mos 2 2

 ii. ≥6 mos 2 2
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

b. Moderately or severely impaired cardiac 
function (New York Heart Association 
Functional Class III or IV: patients with 
marked limitation of activity or patients 
who should be at complete rest) (46)

2 2 Evidence: There is no direct evidence on the safety of IUDs 
among women with peripartum cardiomyopathy. Limited indirect 
evidence from noncomparative studies did not demonstrate any 
cases of arrhythmia or infective endocarditis in women with car-
diac disease who used IUDs (47,48).

Comment: IUD insertion might induce cardiac arrhythmias in 
healthy women; women with peripartum cardiomyopathy have a 
high incidence of cardiac arrhythmias.

Rheumatic Diseases

Systemic lupus erythematosus (SLE)§

Persons with SLE are at increased risk for ischemic heart disease, stroke, and VTE. Categories assigned to such conditions in the MEC should be the same for women 
with SLE who have these conditions. For all categories of SLE, classi$cations are based on the assumption that no other risk factors for cardiovascular disease are present; 
these classi$cations must be modi$ed in the presence of such risk factors.

Many women with SLE can be considered good candidates for most contraceptive methods, including hormonal contraceptives (43,49–66).

Initiation Continuation

a. Positive (or unknown) antiphospholipid 
antibodies

3 1 1 Evidence: Antiphospholipid antibodies are associated with a 
higher risk for both arterial and venous thrombosis (67,68).

b. Severe thrombocytopenia 2 3 2 Clari"cation: Severe thrombocytopenia increases the risk for 
bleeding. The category should be assessed according to the 
severity of thrombocytopenia and its clinical manifestations. In 
women with very severe thrombocytopenia who are at risk for 
spontaneous bleeding, consultation with a specialist and certain 
pretreatments might be warranted.

Evidence: The LNG-IUD might be a useful treatment for menor-
rhagia in women with severe thrombocytopenia (43).

c. Immunosuppressive treatment 2 2 1

d. None of the above 2 1 1

Rheumatoid arthritis Initiation Continuation Initiation Continuation

a. On immunosuppressive therapy 2 1 2 1

b. Not on immunosuppressive therapy 1 1

Neurologic Conditions

Headaches Initiation Continuation Clari"cation: Any new headaches or marked changes in head-
aches should be evaluated.

a. Non-migrainous (mild or severe) 1 1 1

b. Migraine

 i. Without aura Comment: Aura is a speci$c focal neurologic symptom. For more 
information about this and other diagnostic criteria, see: Headache 
Classi$cation Subcommittee of the International Headache 
Society. The international classi$cation of headache disorders. 
2nd ed. Cephalalgia 2004;24(Suppl 1):1– 150. Available from 

http://www.i-h-s.org/upload/ct_clas/ihc_II_main_no_print.pdf.

2 2 1

2 2 1

  ii. With aura, at any age 2 3 1

Epilepsy§ 1 1

Depressive Disorders

Depressive disorders 1 1 Clari"cation: The classi$cation is based on data for women with 
selected depressive disorders. No data were available on bipolar 
disorder or postpartum depression. Drug interactions potentially 
can occur between certain antidepressant medications and hor-
monal contraceptives.

Reproductive Tract Infections and Disorders

Vaginal bleeding patterns Initiation Continuation

a. Irregular pattern without heavy bleeding 1 1 1

b. Heavy or prolonged bleeding (includes 
regular and irregular patterns)

1 2 2 Clari"cation: Unusually heavy bleeding should raise suspicion of 
a serious underlying condition.

Evidence: Evidence from studies examining the treatment effects 
of the LNG-IUD among women with heavy or prolonged bleeding 
reported no increase in adverse effects and found the LNG-IUD to 
be bene$cial in treating menorrhagia (69–76).

Unexplained vaginal bleeding (suspicion 
for serious condition)

Clari"cation: If pregnancy or an underlying pathological condition 
(such as pelvic malignancy) is suspected, it must be evaluated 
and the category adjusted after evaluation. The IUD does not 
need to be removed before evaluation.

Initiation Continuation Initiation Continuation

Before evaluation 4 2 4 2
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Endometriosis 1 2 Evidence: LNG-IUD use among women with endometriosis de-
creased dysmenorrhea, pelvic pain, and dyspareunia (77–81).

Benign ovarian tumors (including cysts) 1 1

Severe dysmenorrhea 1 2 Comment: Dysmenorrhea might intensify with Cu-IUD use. LNG-
IUD use has been associated with reduction of dysmenorrhea.

Gestational trophoblastic disease

a. Decreasing or undetectable β–hCG 
levels

3 3 Evidence: Limited evidence suggests that women using an IUD 
after uterine evacuation for a molar pregnancy are not at greater 
risk for postmolar trophoblastic disease than are women using 
other methods of contraception (82–84).

b. Persistently elevated β-hCG levels or 
malignant disease§

4 4 Evidence: Limited evidence suggests that women using an IUD 
after uterine evacuation for a molar pregnancy are not at greater 
risk for postmolar trophoblastic disease than are women using 
other methods of contraception (82–84)

Cervical ectropion 1 1

Cervical intraepithelial neoplasia 2 1 Comment: Theoretical concern exists that LNG-IUDs might 
enhance progression of cervical intraepithelial neoplasia.

Cervical cancer (awaiting treatment) Initiation Continuation Initiation Continuation Comment: Concern exists about the increased risk for infection 
and bleeding at insertion. The IUD most likely will need to be 
removed at the time of treatment, but until then, the woman is at 
risk for pregnancy.

4 2 4 2

Breast disease

a. Undiagnosed mass 2 1

b. Benign breast disease 1 1

c. Family history of cancer 1 1

d. Breast cancer§ Comment: Breast cancer is a hormonally sensitive tumor. 
Concerns about progression of the disease might be less with 
LNG-IUDs than with COCs or higher-dose POCs.

 i. Current 4 1

 ii. Past and no evidence of current 
disease for 5 yrs 

3 1

Endometrial hyperplasia 1 1 Evidence: Among women with endometrial hyperplasia, no 
adverse health events occurred with LNG-IUD use; most women 
experienced disease regression (85–93).

Endometrial cancer§ Initiation Continuation Initiation Continuation Comment: Concern exists about the increased risk for infection, 
perforation, and bleeding at insertion. The IUD most likely will 
need to be removed at the time of treatment, but until then, the 
woman is at risk for pregnancy.

4 2 4 2

Ovarian cancer§ 1 1 Comment: Women with ovarian cancer who undergo fertility spar-
ing treatment and need contraception may use an IUD.

Uterine "broids 2 2 Evidence: Among women with uterine $broids using an LNG-IUD, 
most experienced improvements in serum levels of hemoglobin, 
hematocrit, and ferritin (73,94–100) and menstrual blood loss 
(73,75,94–101). Rates of LNG-IUD expulsion were higher in 
women with uterine $broids (11%) than in women without $broids 
(0%–3%); these $ndings were not statistically signi$cant or sig-
ni$cance testing was not conducted (75,101). Rates of expulsion 
from noncomparative studies ranged from 0%–20% (94,96–100).

Comment: Women with heavy or prolonged bleeding should be 
assigned the category for that condition.

Anatomical abnormalities

a. Distorted uterine cavity (any congenital 
or acquired uterine abnormality distort-
ing the uterine cavity in a manner that is 
incompatible with IUD insertion)

4 4 Comment: An anatomic abnormality that distorts the uterine cav-
ity might preclude proper IUD placement.

b. Other abnormalities (including cervical 
stenosis or cervical lacerations) not 
distorting the uterine cavity or interfering 
with IUD insertion

2 2
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Pelvic in#ammatory disease (PID) Initiation Continuation Initiation Continuation

a. Past PID (assuming no known current 
risk factors for STIs)

Comment: IUDs do not protect against STI/HIV/PID. In women 
at low risk for STIs, IUD insertion poses little risk for PID. Current 
risk for STIs and desire for future pregnancy are relevant 
considerations.

 i. With subsequent pregnancy 1 1 1 1

 ii. Without subsequent pregnancy 2 2 2 2

b. Current PID 4 2 4 2 Clari"cation for continuation: Treat the PID using appropri-
ate antibiotics. The IUD usually does not need to be removed if 
the woman wishes to continue using it. Continued use of an IUD 
depends on the woman’s informed choice and her current risk 
factors for STIs and PID.

Evidence: Among IUD users treated for PID, clinical course did 
not differ regardless of whether the IUD was removed or left in 
place (102–104).

STIs Initiation Continuation Initiation Continuation

a. Current purulent cervicitis or chlamydial 
infection or gonorrhea

4 2 4 2 Clari"cation for continuation: Treat the STI using appropri-
ate antibiotics. The IUD usually does not need to be removed if 
the woman wishes to continue using it. Continued use of an IUD 
depends on the woman’s informed choice and her current risk 
factors for STIs and PID.

Evidence: No evidence exists about whether IUD insertion among 
women with STIs increases the risk for PID over that of women 
with no IUD insertion. Among women who had an IUD inserted, 
the absolute risk for subsequent PID was low among women with 
STI at the time of insertion but greater than among women with no 
STI at the time of IUD insertion (105–111).

b. Other STIs (excluding HIV and hepatitis) 2 2 2 2

c. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

2 2 2 2

d. Increased risk for STIs 2/3 2 2/3 2 Clari"cation for initiation: If a woman has a very high individual 
likelihood of exposure to gonorrhea or chlamydial infection, the 
condition is a Category 3.

Evidence: Using an algorithm to classify STI risk status among 
IUD users, 1 study reported that 11% of women at high risk for 
STIs experienced IUD-related complications compared with 5% of 
those not classi$ed as high risk (107).

HIV/AIDS

High risk for HIV Initiation Continuation Initiation Continuation

2 2 2 2 Evidence: Among women at risk for HIV, Cu-IUD use did not 
increase risk for HIV acquisition (112–122).

HIV infection§ 2 2 2 2 Evidence: Among IUD users, limited evidence shows no higher 
risk for overall complications or for infectious complications in HIV-
infected than in HIV-uninfected women. IUD use did not adversely 
affect progression of HIV when compared with hormonal contra-
ceptive use among HIV-infected women. Furthermore, IUD use 
among HIV-infected women was not associated with increased 
risk for transmission to sex partners (112,123–130).

AIDS§ 3 2 3 2 Clari"cation for continuation: IUD users with AIDS should be 
closely monitored for pelvic infection.

Clinically well on ARV therapy 2 2 2 2

Other Infections

Schistosomiasis

a. Uncomplicated 1 1

b. Fibrosis of the liver§ (if severe, see 
cirrhosis)

1 1

Tuberculosis§ Initiation Continuation Initiation Continuation

a. Nonpelvic 1 1 1 1

b. Pelvic 4 3 4 3 Comment: Insertion of an IUD may substantially worsen the 
condition.

Malaria 1 1
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Endocrine Conditions

Diabetes

a. History of gestational disease 1 1

b. Nonvascular disease Evidence: Limited evidence on the use of the LNG-IUD among 
women with insulin-dependent or noninsulin-dependent diabetes 
suggests that these methods have little effect on short-term or 
long-term diabetes control (e.g., glycosylated hemoglobin levels), 
hemostatic markers, or lipid pro$le (131,132).

 i. Noninsulin-dependent 2 1

 ii. Insulin-dependent§ 2 1

c. Nephropathy/retinopathy/neuropathy§ 2 1

d. Other vascular disease or diabetes of 
>20 yrs’ duration§

2 1

Thyroid disorders

a. Simple goiter 1 1

b. Hyperthyroid 1 1

c. Hypothyroid 1 1

Gastrointestinal Conditions

In#ammatory bowel disease (IBD) 
(ulcerative colitis, Crohn disease)

1 1 Evidence: Although two case reports described three women with 
IBD who experienced exacerbation of disease 5 days–25 months 
after LNG-IUD insertion (133,134), no comparative studies have 
examined the safety of IUD use among women with IBD.

Gallbladder disease

a. Symptomatic

 i. Treated by cholecystectomy 2 1

 ii. Medically treated 2 1

 iii. Current 2 1

b. Asymptomatic 2 1

History of cholestasis

a. Pregnancy-related 1 1

b. Past COC-related 2 1 Comment: Concern exists that history of COC-related cholestasis 
might predict subsequent cholestasis with LNG use. Whether risk 
exists with use of LNG-IUD is unclear.

Viral hepatitis

a. Acute or 'are 1 1

b. Carrier 1 1

c. Chronic 1 1

Cirrhosis

a. Mild (compensated) 1 1

b. Severe§ (decompensated) 3 1

Liver tumors

a. Benign 2 1

 i. Focal nodular hyperplasia

 ii. Hepatocellular adenoma§ 3 1 Comment: No evidence is available about hormonal contracep-
tive use in women with hepatocellular adenoma. COC use in 
healthy women is associated with development and growth of 
hepatocellular adenoma; whether other hormonal contraceptives 
have similar effects is not known.

b. Malignant§ (hepatoma) 3 1

Anemias

Thalassemia 1 2 Comment: Concern exists about an increased risk for blood loss 
with Cu-IUDs.

Sickle cell disease§ 1 2 Comment: Concern exists about an increased risk for blood loss 
with Cu-IUDs.

Iron de"ciency anemia 1 2 Comment: Concern exists about an increased risk for blood loss 
with Cu-IUDs.

Solid Organ Transplantation

Solid organ transplantation§ Initiation Continuation Initiation Continuation Evidence: No comparative studies have examined IUD use 
among transplant patients. Four case reports of transplant 
patients using IUDs provided inconsistent results, including ben-
e$cial effects and contraceptive failures (135–138).

a. Complicated: graft failure (acute or 
chronic), rejection, cardiac allograft 
vasculopathy

3 2 3 2

b. Uncomplicated 2 2 2 2
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TABLE. (Continued) Classi"cations for intrauterine devices,*† including the LNG-IUD and the Cu-IUD

Condition

Category

Clari"cations/Evidence/CommentsLNG-IUD Cu-IUD

Drug Interactions

Antiretroviral (ARV) therapy Initiation Continuation Initiation Continuation Clari"cation: No known interaction exists between ARV therapy 
and IUD use. However, AIDS as a condition is classi$ed as 
Category 3 for insertion and Category 2 for continuation unless 
the woman is clinically well on ARV therapy, in which case, both 
insertion and continuation are classi$ed as Category 2 (see AIDS 
condition).

a. Nucleoside reverse transcriptase inhibi-
tors (NRTIs)

2/3 2 2/3 2

b. Non-nucleoside reverse transcriptase 
inhibitors (NNRTIs)

2/3 2 2/3 2

c. Ritonavir-boosted protease inhibitors 2/3 2 2/3 2

Anticonvulsant therapy

a. Certain anticonvulsants (phenytoin, 
carbamazepine, barbiturates, primidone, 
topiramate, oxcarbazepine)

1 1 Evidence: Limited evidence suggests use of certain anticonvul-
sants does not interfere with the contraceptive effectiveness of the 
LNG-IUD (139).

b Lamotrigine 1 1 Evidence: No drug interactions have been reported among epi-
leptic women taking lamotrigine and using the LNG-IUD (140).

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1

b. Antifungals 1 1

c. Antiparasitics 1 1

d. Rifampicin or rifabutin therapy 1 1 Evidence: One cross-sectional survey found that rifabutin had no 
impact on the effectiveness of the LNG-IUD (139).

* Abbreviations: LNG-IUD = levonorgestrel-releasing intrauterine device; Cu-IUD = copper IUD; STI = sexually transmitted infection; HIV = human immunodeficiency virus; BMI = 
body mass index; DVT = deep venous thrombosis; PE = pulmonary embolism; POC = progestin-only contraceptive; COC = combined oral contraceptive; SLE = systemic lupus 
erythematosus; MEC = Medical Eligibility Criteria; hCG = human chorionic gonadotropin; PID = pelvic inflammatory disease; AIDS = acquired immunodeficiency syndrome; 
ARV = antiretroviral; IBD = inflammatory bowel disease; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside reverse transcriptase inhibitor.

† IUDs do not protect against STI/HIV. If risk exists for STI/HIV (including during pregnancy or postpartum), the correct and consistent use of condoms is recommended, either 
alone or with another contraceptive method. Consistent and correct use of the male latex condom reduces the risk for STIs and HIV transmission

§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.
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BOX. Categories for Classifying Cu-IUDs as Emergency Contraception

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

Appendix F

Classifications for Copper Intrauterine Devices for 
Emergency Contraception

A copper IUD (Cu-IUD) can be used within 5 days of 
unprotected intercourse as an emergency contraceptive. 
However, when the time of ovulation can be estimated, the 
Cu-IUD can be inserted beyond 5 days after intercourse, if 
necessary, as long as the insertion does not occur >5 days after 
ovulation.

 e eligibility criteria for interval Cu-IUD insertion also 
apply for the insertion of Cu-IUDs as emergency contracep-
tion (Box). Cu-IUDs for emergency contraception do not 
protect against sexually transmitted infections (STIs) or human 
immunodeficiency virus (HIV).

TABLE. Classi"cations for copper intrauterine devices for emergency contraception*†

Condition Category Clari"cations/Evidence/Comments

Pregnancy 4 Clari"cation: IUD use is not indicated during pregnancy and should not be used because 
of the risk for serious pelvic infection and septic spontaneous abortion.

Rape
a. High risk for STI 3 Comment: IUDs do not protect against STI/HIV or PID. Among women with chlamydial 

infection or gonorrhea, the potential increased risk for PID with IUD insertion should be 
avoided. The concern is less for other STIs.

b. Low risk for STI 1

* Abbreviations: IUD = intrauterine device; Cu-IUD = copper IUD; STI = sexually transmitted infection; HIV = human immunode$ciency virus; PID = pelvic 
in'ammatory disease

† Cu-IUDs for emergency contraception do not protect against STI/HIV. If risk exists for STI/HIV (including during pregnancy or postpartum), the correct 
and consistent use of condoms is recommended, either alone or with another contraceptive method. Consistent and correct use of the male latex condom 
reduces the risk for STIs and HIV transmission.
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BOX. Categories for Classifying Barrier Methods

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

Appendix G

 Classifications for Barrier Methods

Classifications for barrier contraceptive methods include 
those for condoms, which include male latex condoms, male 
polyurethane condoms, and female condoms; spermicides; and 
diaphragm with spermicide or cervical cap (Box). Consistent 
and correct use of the male latex condom reduces the risk for 
STI/HIV transmission.

Women with conditions that make pregnancy an unaccept-
able risk should be advised that barrier methods for pregnancy 
prevention may not be appropriate for those who cannot use 
them consistently and correctly because of the relatively higher 
typical-use failure rates of these methods.

TABLE. Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

Personal Characteristics and Reproductive History

Pregnancy Not 
applicable

Not 
applicable

Not 
applicable

Clari"cation: None of these methods are relevant for contraception during known 
pregnancy. However, for women who remain at risk for STI/HIV during pregnancy, 
the correct and consistent use of condoms is recommended.

Age

a. Menarche to <40 yrs 1 1 1

b. ≥40 yrs 1 1 1

Parity

a. Nulliparous 1 1 1

b. Parous 1 1 2 Clari"cation: Risk for cervical cap failure is higher in parous women than in 
nulliparous women.

Postpartum

a. <6 wks postpartum 1 1 Not 
applicable

Clari"cation: Diaphragm and cap are unsuitable until uterine involution is 
complete.

b. ≥6 wks postpartum 1 1 1

Postabortion

a. First trimester 1 1 1

b. Second trimester 1 1 1 Clari"cation: Diaphragm and cap are unsuitable until 6 weeks after second 
trimester abortion.

c. Immediate postseptic abortion 1 1 1

Past ectopic pregnancy 1 1 1

History of pelvic surgery 1 1 1

Smoking

a. Age <35 yrs 1 1 1

b. Age ≥35 yrs

 i. <15 Cigarettes/day 1 1 1

 ii. ≥15 Cigarettes/day 1 1 1

Obesity Comment: Severe obesity might make diaphragm and cap placement difficult.

a. ≥30 kg/m2 BMI 1 1 1

b. Menarche to <18 yrs and ≥30 kg/m2 BMI 1 1 1

History of bariatric surgery§

a. Restrictive procedures: decrease storage 
capacity of the stomach (vertical banded gas-
troplasty, laparoscopic adjustable gastric band, 
laparoscopic sleeve gastrectomy)

1 1 1
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TABLE. (Continued) Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

b. Malabsorptive procedures: decrease absorp-
tion of nutrients and calories by shortening the 
functional length of the small intestine (Roux-
en-Y gastric bypass, biliopancreatic diversion)

1 1 1

Cardiovascular Disease

Multiple risk factors for arterial cardiovascular 
disease (such as older age, smoking, diabetes, 
and hypertension)

1 1 1

Hypertension

a. Adequately controlled hypertension 1 1 1

b. Elevated blood pressure levels (properly taken 
measurements)

 i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

1 1 1

 ii. Systolic ≥160 mm Hg or diastolic ≥100 mm 
Hg§

1 1 1

c. Vascular disease 1 1 1

History of high blood pressure during 
pregnancy (where current blood pressure is 
measurable and normal)

1 1 1

Deep venous thrombosis (DVT)/pulmonary 
embolism (PE)

a. History of DVT/PE, not on anticoagulant 
therapy

 i. Higher risk for recurrent DVT/PE (≥1 risk 
factors)

-
pholipid syndrome

or within 6 mos after clinical remission), 
excluding non-melanoma skin cancer

1 1 1

 ii. Lower risk for recurrent DVT/PE (no risk 
factors)

1 1 1

b. Acute DVT/PE 1 1 1

c. DVT/PE and established on anticoagulant 
therapy for at least 3 mos

 i. Higher risk for recurrent DVT/PE (≥1 risk 
factors)

-
pholipid syndrome

or within 6 mos after clinical remission), 
excluding non-melanoma skin cancer

1 1 1

 ii. Lower risk for recurrent DVT/PE (no risk 
factors)

1 1 1

d. Family history ($rst-degree relatives) 1 1 1

e. Major surgery

 i. With prolonged immobilization 1 1 1

 ii. Without prolonged immobilization 1 1 1

f. Minor surgery without immobilization 1 1 1

Known thrombogenic mutations§ (e.g., factor V 
Leiden; prothrombin mutation; protein S, protein C, 
and antithrombin de$ciencies)

1 1 1 Clari"cation: Routine screening is not appropriate because of the rarity of the 
conditions and the high cost of screening.
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TABLE. (Continued) Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

Super"cial venous thrombosis

a. Varicose veins 1 1 1

b. Super$cial thrombophlebitis 1 1 1

Current and history of ischemic heart disease§
1 1 1

Stroke§ (history of cerebrovascular accident)
1 1 1

Known hyperlipidemias 1 1 1 Clari"cation: Routine screening is not appropriate because of the rarity of the 
conditions and the high cost of screening.

Valvular heart disease

a. Uncomplicated 1 1 1

b. Complicated§ (pulmonary hypertension, risk for 
atrial $brillation, history of subacute bacterial 
endocarditis)

1 1 2

Peripartum cardiomyopathy§

a. Normal or mildly impaired cardiac function 
(New York Heart Association Functional Class 
I or II: patients with no limitation of activities or 
patients with slight, mild limitation of activity) 
(1)

 i. <6 mos 1 1 1

 ii. ≥6 mos 1 1 1

b. Moderately or severely impaired cardiac func-
tion (New York Heart Association Functional 
Class III or IV: patients with marked limitation 
of activity or patients who should be at com-
plete rest) (1)

1 1 1

Rheumatic Diseases

Systemic lupus erythematosus§

a. Positive (or unknown) antiphospholipid 
antibodies

1 1 1

b. Severe thrombocytopenia 1 1 1

c. Immunosuppressive treatment 1 1 1

d. None of the above 1 1 1

Rheumatoid arthritis

a. On immunosuppressive therapy 1 1 1

b. Not on immunosuppressive therapy 1 1 1

Neurologic Conditions

Headaches

a. Non-migrainous (mild or severe) 1 1 1

b. Migraine

 i. Without aura

1 1 1

1 1 1

 ii. With aura, at any age 1 1 1

Epilepsy§ 1 1 1

Depressive Disorders

Depressive disorders 1 1 1

Reproductive Tract Infections and Disorders

Unexplained vaginal bleeding 
(suspicious for serious condition)

Before evaluation 1 1 1 Clari"cation: If pregnancy or an underlying pathological condition (such as pelvic 
malignancy) is suspected, it must be evaluated and the category adjusted after 
evaluation.

Endometriosis 1 1 1

Benign ovarian tumors (including cysts) 1 1 1

Severe dysmenorrhea 1 1 1
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TABLE. (Continued) Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

Gestational trophoblastic disease

a. Decreasing or undetectable β–hCG levels 1 1 1

b. Persistently elevated β-hCG levels or 
malignant disease§

1 1 1

Cervical ectropion 1 1 1

Cervical intraepithelial neoplasia 1 1 1 Clari"cation: The cap should not be used. Diaphragm use has no restrictions.

Cervical cancer (awaiting treatment) 1 2 1 Clari"cation: The cap should not be used. Diaphragm use has no restrictions.

Comment: Repeated and high-dose use of nonoxynol-9 can cause vaginal and 
cervical irritation or abrasions.

Breast disease

a. Undiagnosed mass 1 1 1

b. Benign breast disease 1 1 1

c. Family history of cancer 1 1 1

d. Breast cancer§

 i. Current 1 1 1

 ii. Past and no evidence of current disease 
for 5 yrs

1 1 1

Endometrial hyperplasia 1 1 1

Endometrial cancer§ 1 1 1

Ovarian cancer§ 1 1 1

Uterine "broids 1 1 1

Anatomical abnormalities 1 1 Not 
applicable

Clari"cation: The diaphragm cannot be used in certain cases of prolapse. Cap 
use is not appropriate for a woman with markedly distorted cervical anatomy.

Pelvic in#ammatory disease (PID)

a. Past PID (assuming no current risk factors of 
STIs)

 i. With subsequent pregnancy 1 1 1

 ii. Without subsequent pregnancy 1 1 1

b. Current PID 1 1 1

STIs

a. Current purulent cervicitis or chlamydial infec-
tion or gonorrhea

1 1 1

b. Other STIs (excluding HIV and hepatitis) 1 1 1

c. Vaginitis (including Trichomonas vaginalis and 
bacterial vaginosis)

1 1 1

d. Increased risk for STIs 1 1 1

HIV/AIDS

High risk for HIV 1 4 4 Evidence: Repeated and high-dose use of the spermicide nonoxynol-9 was as-
sociated with increased risk for genital lesions, which might increase the risk for 
HIV infection (2).

Comment: Diaphragm use is assigned Category 4 because of concerns about 
the spermicide, not the diaphragm.

HIV infection§ 1 3 3 Comment: Use of spermicides and/or diaphragms (with spermicide) can disrupt 
the cervical mucosa, which may increase viral shedding and HIV transmission to 
uninfected sex partners.

AIDS§ 1 3 3 Comment: Use of spermicides and/or diaphragms (with spermicide) can disrupt 
the cervical mucosa, which may increase viral shedding and HIV transmission to 
uninfected sex partners

Other Infections

Schistosomiasis

a. Uncomplicated 1 1 1

b. Fibrosis of liver§ 1 1 1

Tuberculosis§

a. Nonpelvic 1 1 1

b. Pelvic 1 1 1
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TABLE. (Continued) Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

Malaria 1 1 1

History of toxic shock syndrome 1 1 3 Comment: Toxic shock syndrome has been reported in association with contra-
ceptive sponge and diaphragm use.

Urinary tract infection 1 1 2 Comment: Use of diaphragms and spermicides might increase risk for urinary 
tract infection.

Endocrine Conditions

Diabetes

a. History of gestational disease 1 1 1

b. Nonvascular disease

 i. Noninsulin-dependent 1 1 1

 ii. Insulin-dependent§ 1 1 1

c. Nephropathy/retinopathy/neuropathy§ 1 1 1

d. Other vascular disease or diabetes of >20 yrs’ 
duration§

1 1 1

Thyroid disorders

a. Simple goiter 1 1 1

b. Hyperthyroid 1 1 1

c. Hypothyroid 1 1 1

Gastrointestinal Conditions

In#ammatory bowel disease 
(ulcerative colitis, Crohn disease)

1 1 1

Gallbladder disease

a. Symptomatic

 i. Treated by cholecystectomy 1 1 1

 ii. Medically treated 1 1 1

 iii. Current 1 1 1

b. Asymptomatic 1 1 1

History of cholestasis

a. Pregnancy-related 1 1 1

b. Past COC-related 1 1 1

Viral hepatitis

a. Acute or 'are 1 1 1

b. Carrier 1 1 1

c. Chronic 1 1 1

Cirrhosis

a. Mild (compensated) 1 1 1

b. Severe§ (decompensated) 1 1 1

Liver tumors

a. Benign

 i. Focal nodular hyperplasia 1 1 1

 ii. Hepatocellular adenoma§ 1 1 1

b. Malignant§ (hepatoma) 1 1 1

Anemias

Thalassemia 1 1 1

Sickle cell disease§ 1 1 1

Iron de"ciency anemia 1 1 1

Solid Organ Transplantation

Solid organ transplantation§

a. Complicated: graft failure (acute or chronic), 
rejection, cardiac allograft vasculopathy

1 1 1

b. Uncomplicated 1 1 1



70 MMWR June 18, 2010

TABLE. (Continued) Classi"cations for barrier methods,*† including condoms, spermicides, and diaphragms/caps

Condition

Category

Clari"cations/Evidence/CommentsCondom Spermicide
Diaphragm/

cap

Drug Interactions

Antiretroviral (ARV) therapy Clari"cation: No drug interaction between ARV therapy and barrier method 
use is known. However, HIV infection and AIDS are classi$ed as Category 3 for 
spermicides and diaphragms (see HIV/AIDS condition above).

a. Nucleoside reverse transcriptase inhibitors 
(NRTIs)

1 3 3

b. Non-nucleoside reverse transcriptase 
inhibitors (NNRTIs)

1 3 3

c. Ritonavir-boosted protease inhibitors 1 3 3

Anticonvulsant therapy

a. Certain anticonvulsants (phenytoin, carbam-
azepine, barbiturates, primidone, topiramate, 
oxcarbazepine)

1 1 1

b. Lamotrigine 1 1 1

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 1

b. Antifungals 1 1 1

c. Antiparasitics 1 1 1

d. Rifampicin or rifabutin  
therapy

1 1 1

Allergy to latex 3 1 3 Clari"cation: The condition of allergy to latex does not apply to plastic condoms/
diaphragms.

* Abbreviations: STI = sexually transmitted infection; HIV = human immunode$ciency virus; BMI, body mass index; DVT = deep venous thrombosis; PE = pulmonary embolism; 
ARV = antiretroviral; hCG = human chorionic gonadotropin; PID = pelvic in'ammatory disease; AIDS = acquired immunode$ciency syndrome; COC = combined oral contracep-
tive; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside reverse transcriptase inhibitor.

† If risk exists for STI/HIV (including during pregnancy or postpartum), the correct and consistent use of condoms is recommended, either alone or with another contraceptive 
method. Consistent and correct use of the male latex condom reduces the risk for STIs and HIV transmission. Women with conditions that make pregnancy an unacceptable 
risk should be advised that barrier methods for pregnancy prevention may not be appropriate for those who cannot use them consistently and correctly because of the relatively 
higher typical-use failure rates of these methods.

§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.
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Appendix H

 Classifications for Fertility Awareness–Based Methods

Fertility awareness–based (FAB) methods of family planning 
involve identifying the fertile days of the menstrual cycle, 
whether by observing fertility signs such as cervical secretions 
and basal body temperature or by monitoring cycle days (Box). 
FAB methods can be used in combination with abstinence or 
barrier methods during the fertile time. If barrier methods are 
used, refer to Appendix G.

No medical conditions become worse because of use of FAB 
methods. In general, FAB methods can be used without con-
cern for health effects to persons who choose them. However, 
a number of conditions make their use more complex.  e 
existence of these conditions suggests that 1) use of these 
methods should be delayed until the condition is corrected or 
resolved or 2) persons using FAB methods will require special 
counseling, and a more highly trained provider is generally 
necessary to ensure correct use.

Women with conditions that make pregnancy an unaccept-
able risk should be advised that FAB methods might not be 
appropriate for them because of the relatively higher typical-use 
failure rates of these methods. FAB methods do not protect 
against sexually transmitted infections (STIs) or human immu-
nodeficiency virus (HIV).

Box. De"nitions for terms associated with fertility awareness–
based methods

Symptoms-based methods: FAB methods based on 

observation of fertility signs (e.g., cervical secretions, basal 

body temperature) such as the Cervical Mucus Method, 

the Symptothermal Method, and the TwoDay Method.

Calendar-based methods: FAB methods based on cal-

endar calculations such as the Calendar Rhythm Method 

and the Standard Days Method.

Acccept (A):  ere is no medical reason to deny the par-

ticular FAB method to a woman in this circumstance.

Caution (C):  e method is normally provided in a 

routine setting but with extra preparation and precau-

tions. For FAB methods, this usually means that special 

counselling might be needed to ensure correct use of the 

method by a woman in this circumstance.

Delay (D): Use of this method should be delayed until the 

condition is evaluated or corrected. Alternative temporary 

methods of contraception should be offered.

TABLE. Fertility awareness–based methods,*† including symptoms-based and calendar-based methods

Condition

Category

Clari"cations/Evidence/Comments
Symptom-based 

method
Calendar-based 

method

Personal Characteristics and Reproductive History

Pregnancy Not applicable Clari"cation: FAB methods are not relevant during pregnancy.

Life stage Clari"cation: Menstrual irregularities are common in postmenarche and perimeno-
pause and might complicate the use of FAB methods.

a. Postmenarche C C

b. Perimenopause C C

Breastfeeding Comment: Use of FAB methods when breastfeeding might be less effective than 
when not breastfeeding.

a. <6 wks postpartum D D Comment: Women who are primarily breastfeeding and are amenorrheic are 
unlikely to have sufficient ovarian function to produce detectable fertility signs and 
hormonal changes during the $rst 6 months postpartum. However, the likelihood of 
resumption of fertility increases with time postpartum and with substitution of breast 
milk with other foods.

b. ≥6 wks C D

c. After menses begin C C Comment: When the woman notices fertility signs, particularly cervical secre-
tions, she can use a symptoms-based method. First postpartum menstrual cycles 
in breastfeeding women vary signi$cantly in length. Return to regularity takes 
several cycles. When she has had at least 3 postpartum menses and her cycles are 
regular again, she can use a calendar-based method. When she has had at least 4 
postpartum menses and her most recent cycle lasted 26–32 days, she can use the 
Standard Days Method. Before that time, a barrier method should be offered if the 
woman plans to use a FAB method later.
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TABLE. (Continued) Fertility awareness–based methods,*† including symptoms-based and calendar-based methods

Condition

Category

Clari"cations/Evidence/Comments
Symptom-based 

method
Calendar-based 

method

Postpartum (in nonbreastfeeding women)

a. <4 wks D D Comment: Nonbreastfeeding women are not likely to have sufficient ovarian func-
tion to either require a FAB method or to have detectable fertility signs or hormonal 
changes before 4 weeks postpartum. Although the risk for pregnancy is low, a 
method appropriate for the postpartum period should be offered.

b. ≥4 wks A D Comment: Nonbreastfeeding women are likely to have sufficient ovarian function 
to produce detectable fertility signs and/or hormonal changes at this time; likelihood 
increases rapidly with time postpartum. Women can use calendar-based methods 
as soon as they have completed three postpartum menses. Methods appropriate for 
the postpartum period should be offered before that time.

Postabortion C D Comment: Postabortion women are likely to have sufficient ovarian function to 
produce detectable fertility signs and/or hormonal changes; likelihood increases 
with time postabortion. Women can start using calendar-based methods after they 
have had at least 1 postabortion menses (e.g., women who before this pregnancy 
had most cycles of 26–32 days can then use the Standard Days Method). Methods 
appropriate for the postabortion period should be offered before that time.

Reproductive Tract Infections and Disorders

Irregular vaginal bleeding D D Comment: Presence of this condition makes FAB methods unreliable. Therefore, 
barrier methods should be recommended until the bleeding pattern is compat-
ible with proper method use. The condition should be evaluated and treated as 
necessary.

Vaginal discharge D A Comment: Because vaginal discharge makes recognition of cervical secretions 
difficult, the condition should be evaluated and treated if needed before providing 
methods based on cervical secretions.

Other

Use of drugs that affect cycle regularity, 
hormones, and/or fertility signs

C/D C/D Comment: Use of certain mood-altering drugs such as lithium, tricyclic antidepres-
sants, and antianxiety therapies, and certain antibiotics and anti-in'ammatory 
drugs, might alter cycle regularity or affect fertility signs. The condition should be 
carefully evaluated and a barrier method offered until the degree of effect has been 
determined or the drug is no longer being used.

Diseases that elevate body temperature

a. Chronic diseases C A Comment: Elevated temperature levels might make basal body temperature dif-
$cult to interpret but have no effect on cervical secretions. Thus, use of a method 
that relies on temperature should be delayed until the acute febrile disease abates. 
Temperature-based methods are not appropriate for women with chronically elevat-
ed temperatures. In addition, some chronic diseases interfere with cycle regularity, 
making calendar-based methods difficult to interpret.

b. Acute diseases D A

* Abbreviations: FAB = fertility awareness–based; A = accept; C = caution; D = delay; STI = sexually transmitted infection; HIV = human immunode$ciency infection.
† Fertility awareness–based methods do not protect against STI/HIV. If risk exists for STI/HIV (including during pregnancy or postpartum), the correct and consistent use of condoms 

is recommended, either alone or with another contraceptive method. Consistent and correct use of the male latex condom reduces the risk for STIs and HIV transmission.
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 e Bellagio Consensus provided the scientific basis for 
defining the conditions under which breastfeeding can be 
used safely and effectively for birth-spacing purposes, and 
programmatic guidelines were developed for use of lacta-
tional amenorrhea in family planning (1,2).  ese guidelines 
include the following three criteria, all of which must be met 
to ensure adequate protection from an unplanned pregnancy: 
1) amenorrhea; 2) fully or nearly fully breastfeeding, and 3) 
<6 months postpartum.

 e main indications for breastfeeding are to provide an ideal 
food for the infant and protect against disease. No medical 
conditions exist for which use of the lactational amenorrhea 
method for contraception is restricted. However, breastfeed-
ing might not be recommended for women or infants with 
certain conditions. 

Women with conditions that make pregnancy an unac-
ceptable risk should be advised that the lactational amenor-
rhea method might not be appropriate for them because of 
its relatively higher typical-use failure rates.  e lactational 
amenorrhea method does not protect against sexually trans-
mitted infections (STIs) and human immunodeficiency virus 
(HIV). If risk exists for STI/HIV (including during pregnancy 
or postpartum), the correct and consistent use of condoms 
is recommended, either alone or with another contraceptive 
method. Consistent and correct use of the male latex condom 
reduces the risk for STIs and HIV transmission. 

HIV Infection

HIV can be transmitted from mother to infant through 
breastfeeding.  erefore, in the United States, where replace-

ment feeding is affordable, feasible, acceptable, sustainable, 
and safe, breastfeeding for women with HIV is not recom-
mended (3,4).

Other Medical Conditions

 e American Academy of Pediatrics also recommends 
against breastfeeding for women with active untreated tuber-
culosis disease, who are positive for human T-cell lymphotropic 
virus types I or II, or who have herpes simplex lesions on a 
breast (infant can feed from the other breast). In addition, 
infants with classic galactosemia should not breastfeed (4).

Medication Used during Breastfeeding

To protect infant health, the American Academy of Pediatrics 
does not recommend breastfeeding for women receiving certain 
drugs, including diagnostic or therapeutic radioactive isotopes 
or exposure to radioactive materials, antimetabolites or chemo-
therapeutic agents, and current use of drugs of abuse (4).

References
1. Kennedy KI, Rivera R, McNeilly AS. Consensus statement on the 

use of breastfeeding as a family planning method. Contraception 
1989;39:477–96.

2. Labbok M, Cooney K, Coly S. Guidelines: breastfeeding, family plan-
ning, and the Lactational Amenorrhea Method-LAM. Washington, DC: 
Institute for Reproductive Health; 1994. 

3. Perinatal HIV Guidelines Working Group. Public Health Service Task 
Force recommendations for use of antiretroviral drugs in pregnant HIV-
infected women for maternal health and interventions to reduce perinatal 
HIV transmission in the United States. Rockville, MD: Public Health 
Service Task Force; 2009.

4. Gartner LM, Morton J, Lawrence RA, et al. Breastfeeding and the use of 
human milk. Pediatrics 2005;115:496–506.

Appendix I

 Lactational Amenorrhea Method



74 MMWR June 18, 2010

Coitus interruptus (CI), also known as withdrawal, is a tra-
ditional family planning method in which the man completely 
removes his penis from the vagina, and away from the external 
genitalia of the female partner, before he ejaculates. CI prevents 
sperm from entering the woman’s vagina, thereby preventing 
contact between spermatozoa and the ovum.

 is method might be appropriate for couples
who are highly motivated and able to use this method 
effectively;
with religious or philosophical reasons for not using other 
methods of contraception;
who need contraception immediately and have entered 
into a sexual act without alternative methods available;
who need a temporary method while awaiting the start of 
another method; or
who have intercourse infrequently.

Some benefits of CI are that the method, if used correctly, 
does not affect breastfeeding and is always available for primary 
use or use as a back-up method. In addition, CI involves no 
economic cost or use of chemicals. CI has no directly associated 
health risks. CI does not protect against sexually transmitted 
infections (STIs) and human immunodeficiency virus (HIV). 
If risk exists for STI/HIV (including during pregnancy or 
postpartum), the correct and consistent use of condoms is 
recommended, either alone or with another contraceptive 
method. Consistent and correct use of the male latex condom 
reduces the risk for STIs and HIV transmission.

CI is unforgiving of incorrect use, and its effectiveness 
depends on the willingness and ability of the couple to use 
withdrawal with every act of intercourse. Women with con-
ditions that make pregnancy an unacceptable risk should be 
advised that CI might not be appropriate for them because of 
its relatively higher typical-use failure rates.

Appendix J

Coitus Interruptus (Withdrawal)
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Tubal sterilization for women and vasectomy for men are 
permanent, safe, and highly effective methods of contraception. 
In general, no medical conditions would absolutely restrict 
a person’s eligibility for sterilization (with the exception of 
known allergy or hypersensitivity to any materials used to 
complete the sterilization method). However, certain condi-
tions place a woman at high surgical risk; in these cases, careful 
consideration should be given to the risks and benefits of other 
acceptable alternatives, including long-acting, highly effective, 
reversible methods and vasectomy. Female and male steriliza-
tion do not protect against sexually transmitted infections 
(STIs) or human immunodeficiency virus (HIV). If risk exists 
for STI/HIV (including during pregnancy or postpartum), the 
correct and consistent use of condoms is recommended, either 
alone or with another contraceptive method. Consistent and 
correct use of the male latex condom reduces the risk for STIs 
and HIV transmission.

Because these methods are intended to be irreversible, per-
sons who choose sterilization should be certain that they want 
to prevent pregnancy permanently. Most persons who choose 

sterilization remain satisfied with their decision. However, a 
small proportion of women regret this decision (1%–26% from 
different studies, with higher rates of regret reported by women 
who were younger at sterilization) (1,2). Regret among men 
about vasectomy has been reported to be approximately 5% 
(3), similar to the proportion of women who report regretting 
their husbands’ vasectomy (6%) (4).  erefore, all persons 
should be appropriately counseled about the permanency of 
sterilization and the availability of highly effective, reversible 
methods of contraception.
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BOX. Categories for Classifying Hormonal Contraceptives and IUDs

1 = A condition for which there is no restriction for the use of the contraceptive method.
2 = A condition for which the advantages of using the method generally outweigh the theoretical or proven risks.
3 = A condition for which the theoretical or proven risks usually outweigh the advantages of using the method.
4 = A condition that represents an unacceptable health risk if the contraceptive method is used.

Appendix L

 Summary of Classifications for Hormonal Contraceptive Methods and 
Intrauterine Devices

TABLE. Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

Personal Characteristics and Reproductive History

Pregnancy Not applicable† Not applicable† Not applicable† Not applicable† 4† 4†

Age Menarche to 
<40 yrs = 1

Menarche to 
<18 yrs = 1

Menarche to 
<18 yrs = 2

Menarche to 
<18 yrs =1

Menarche to 
<20 yrs = 2

Menarche to 
<20 yrs = 2

≥40 yrs = 2 18–45 yrs = 1 18–45 yrs = 1 18–45 yrs = 1 ≥20 yrs = 1 ≥20 yrs = 1

>45 yrs = 1 >45 yrs = 2 >45 yrs = 1

Parity

a. Nulliparous 1 1 1 1 2 2

b. Parous 1 1 1 1 1 1

Breastfeeding

a. <1 mo postpartum 3† 2† 2† 2†

b. 1 mo to <6 mos 2† 1† 1† 1†

c. ≥6 mos postpartum 2† 1† 1† 1†

Postpartum 
(nonbreastfeeding women)

a. <21 days 3 1 1 1

b. ≥21 days 1 1 1 1

Postpartum (breastfeeding or 
nonbreastfeeding women, including 
post-Cesarean section)

a. <10 min after delivery of the 
placenta

2 1

b. 10 min after delivery of the pla-
centa to <4 wks

2 2

c. ≥4 wks 1 1

d. Puerperal sepsis 4 4

Postabortion

a. First trimester 1† 1† 1† 1† 1† 1†

b. Second trimester 1† 1† 1† 1† 2 2

c. Immediate postseptic abortion 1† 1† 1† 1† 4 4

Past ectopic pregnancy 1 2 1 1 1 1

History of pelvic surgery (see post-
partum, including Cesarean section)

1 1 1 1 1 1

Smoking

a. Age <35 yrs 2 1 1 1 1 1

b. Age ≥35 yrs

 i. <15 Cigarettes/day 3 1 1 1 1 1

 ii. ≥15 Cigarettes/day 4 1 1 1 1 1

Health-care providers can use the summary table as a quick 
reference guide to the classifications for hormonal contracep-
tive methods and intrauterine contraception and to compare 

classifications across these methods. See the full appendix for 
each method for clarifications to the numeric categories, as well 
as for summaries of the evidence and additional comments.
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TABLE. (Continued) Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

Obesity

a. ≥30 kg/m2 BMI 2 1 1 1 1 1

b. Menarche to <18 yrs and 
≥30 kg/m2 BMI

2 1 2 1 1 1

History of bariatric surgery§

a. Restrictive procedures: decrease 
storage capacity of the stomach 
(vertical banded gastroplasty, lap-
aroscopic adjustable gastric band, 
laparoscopic sleeve gastrectomy)

1 1 1 1 1 1

b. Malabsorptive procedures: 
decrease absorption of nutrients 
and calories by shortening the 
functional length of the small in-
testine (Roux-en-Y gastric bypass, 
biliopancreatic diversion)

COCs: 3 
P/R: 1

3 1 1 1 1

Cardiovascular Disease

Multiple risk factors for arterial 
cardiovascular disease (such as 
older age, smoking, diabetes, and 
hypertension)

3/4† 2† 3† 2† 2 1

Hypertension

a. Adequately controlled 
hypertension

3† 1† 2† 1† 1 1

b. Elevated blood pressure levels 
(properly taken measurements)

 i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

3 1 2 1 1 1

 ii. Systolic ≥160 mm Hg or 
diastolic ≥100 mm Hg§

4 2 3 2 2 1

c. Vascular disease 4 2 3 2 2 1

History of high blood pressure dur-
ing pregnancy (where current blood 
pressure is measurable and normal)

2 1 1 1 1 1

Deep venous thrombosis (DVT)/ 
pulmonary embolism (PE)

a. History of DVT/PE, not on 
anticoagulant therapy

 i. Higher risk for recurrent DVT/
PE (≥1 risk factors)

4 2 2 2 2 1

 
associated DVT/PE

DVT/PE

including antiphospholipid 
syndrome

therapy, or within 6 mos after 
clinical remission), excluding 
non-melanoma skin cancer

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

3 2 2 2 2 1

b. Acute DVT/PE 4 2 2 2 2 2

c. DVT/PE and established on 
anticoagulant therapy for at least 3 
mos

 i. Higher risk for recurrent DVT/
PE (≥1 risk factors)

4† 2 2 2 2 2

including antiphospholipid 
syndrome

therapy, or within 6 mos after 
clinical remission), excluding 
non-melanoma skin cancer

 ii. Lower risk for recurrent DVT/
PE (no risk factors)

3† 2 2 2 2 2
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TABLE. (Continued) Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

d. Family history ($rst-degree 
relatives)

2 1 1 1 1 1

e. Major surgery

 i. With prolonged immobilization 4 2 2 2 2 1

 ii. Without prolonged 
immobilization

2 1 1 1 1 1

f. Minor surgery without 
immobilization

1 1 1 1 1 1

Known thrombogenic mutations§ 
(e.g. factor V Leiden; prothrombin 
mutation; protein S, protein C, and 
antithrombin de$ciencies)

4† 2† 2† 2† 2† 1†

Super"cial venous thrombosis

a. Varicose veins 1 1 1 1 1 1

b. Super$cial thrombophlebitis 2 1 1 1 1 1

Current and history of ischemic 
heart disease§

Initiation Continuation Initiation Continuation Initiation Continuation

4 2 3 3 2 3 2 3 1

Stroke§ (history of cerebrovascular 
accident)

Initiation Continuation Initiation Continuation

4 2 3 3 2 3 2 1

Known hyperlipidemias 2/3† 2† 2† 2† 2† 1†

Valvular heart disease

a. Uncomplicated 2 1 1 1 1 1

b. Complicated§ (pulmonary hyper-
tension, risk for atrial $brillation, 
history of subacute bacterial 
endocarditis)

4 1 1 1 1 1

Peripartum cardiomyopathy§

a. Normal or mildly impaired car-
diac function (New York Heart 
Association Functional Class I or 
II: patients with no limitation of 
activities or patients with slight, 
mild limitation of activity) (1)

 i. <6 mos 4 1 1 1 2 2

 ii. ≥6 mos 3 1 1 1 2 2

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or 
IV: patients with marked limitation 
of activity or patients who should 
be at complete rest) (1)

4 2 2 2 2 2

Rheumatic Diseases

Systemic lupus erythematosus§ Initiation Continuation Initiation Continuation

a.  Positive (or unknown) antiphos-
pholipid antibodies

4 3 3 3 3 3 1 1

b.  Severe thrombocytopenia 2 2 3 2 2 2† 3† 2†

c.  Immunosuppressive treatment 2 2 2 2 2 2 2 1

d.  None of the above 2 2 2 2 2 2 1 1

Rheumatoid arthritis Initiation Continuation Initiation Continuation

a. On immunosuppressive therapy 2 1 2/3† 1 2 1 2 1

b. Not on immunosuppressive 
therapy

2 1 2 1 1 1

Neurologic Conditions

Headaches Initiation Continuation Initiation Continuation Initiation Continuation Initiation Continuation Initiation Continuation

a. Non-migrainous (mild or severe) 1† 2† 1† 1† 1† 1† 1† 1† 1† 1† 1†

b. Migraine

 i. Without aura

2† 3† 1† 2† 2† 2† 2† 2† 2† 2† 1†

≥35 yrs 3† 4† 1† 2† 2† 2† 2† 2† 2† 2† 1†

 ii. With aura (at any age) 4† 4† 2† 3† 2† 3† 2† 3† 2† 3† 1†

Epilepsy§ 1† 1† 1† 1† 1 1

If on treatment, see Drug Interactions section below
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TABLE. (Continued) Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

Depressive Disorders

Depressive disorders 1† 1† 1† 1† 1† 1†

Reproductive Tract Infections and Disorders

Vaginal bleeding patterns Initiation Continuation

a. Irregular pattern without heavy 
bleeding

1 2 2 2 1 1 1

b. Heavy or prolonged bleeding 
(includes regular and irregular 
patterns)

1† 2† 2† 2† 1† 2† 2†

Unexplained vaginal bleeding (sus-
picious for serious condition)

Initiation Continuation Initiation Continuation

Before evaluation 2† 2† 3† 3† 4† 2† 4† 2†

Endometriosis 1 1 1 1 1 2

Benign ovarian tumors (including 
cysts)

1 1 1 1 1 1

Severe dysmenorrhea 1 1 1 1 1 2

Gestational trophoblastic disease

a. Decreasing or undetectable ß-hCG 
levels

1 1 1 1 3 3

b. Persistently elevated ß-hCG levels 
or malignant disease§ 

1 1 1 1 4 4

Cervical ectropion 1 1 1 1 1 1

Cervical intraepithelial neoplasia 2 1 2 2 2 1

Cervical cancer (awaiting treatment) Initiation Continuation Initiation Continuation

2 1 2 2 4 2 4 2

Breast disease

a. Undiagnosed mass 2† 2† 2† 2† 2 1

b. Benign breast disease 1 1 1 1 1 1

c.  Family history of cancer 1 1 1 1 1 1

d. Breast cancer§

 i. Current 4 4 4 4 4 1

 ii. Past and no evidence of 
current disease for 5 yrs

3 3 3 3 3 1

Endometrial hyperplasia 1 1 1 1 1 1

Endometrial cancer§ Initiation Continuation Initiation Continuation

1 1 1 1 4 2 4 2

Ovarian cancer§ 1 1 1 1 1 1

Uterine "broids 1 1 1 1 2 2

Anatomical abnormalities

a. Distorted uterine cavity (any con-
genital or acquired uterine abnor-
mality distorting the uterine cavity 
in a manner that is incompatible 
with IUD insertion)

4 4

b. Other abnormalities (including 
cervical stenosis or cervical lacera-
tions) not distorting the uterine 
cavity or interfering with IUD 
insertion

2 2

Pelvic in#ammatory disease (PID)

a. Past PID (assuming no current risk 
factors of STIs) Initiation Continuation Initiation Continuation

 i. With subsequent pregnancy 1 1 1 1 1 1 1 1

 ii. Without subsequent pregnancy 1 1 1 1 2 2 2 2

b. Current PID 1 1 1 1 4 2† 4 2†
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TABLE. (Continued) Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

STIs Initiation Continuation Initiation Continuation

a. Current purulent cervicitis or chla-
mydial infection or gonorrhea

1 1 1 1 4 2† 4 2†

b. Other STIs (excluding HIV and 
hepatitis)

1 1 1 1 2 2 2 2

c. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

1 1 1 1 2 2 2 2

d. Increased risk for STIs 1 1 1 1 2/3† 2 2/3† 2

HIV/AIDS

Initiation Continuation Initiation Continuation

High risk for HIV 1 1 1 1 2 2 2 2

HIV infection§ 1 1 1 1 2 2 2 2

AIDS§ 1† 1† 1† 1† 3 2† 3 2†

Clinically well on ARV therapy If on treatment, see Drug Interactions section below 2 2 2 2

Other Infections

Schistosomiasis

a. Uncomplicated 1 1 1 1 1 1

b. Fibrosis of the liver (if severe, 
see Cirrhosis)§

1 1 1 1 1 1

Tuberculosis§ Initiation Continuation Initiation Continuation

a. Nonpelvic 1† 1† 1† 1† 1 1 1 1

b. Pelvic 1† 1† 1† 1† 4 3 4 3

If on treatment, see Drug Interactions section below

Malaria 1 1 1 1 1 1

Endocrine Conditions

Diabetes

a. History of gestational disease 1 1 1 1 1 1

b. Nonvascular disease

 i. Noninsulin-dependent 2 2 2 2 2 1

 ii. Insulin-dependent§ 2 2 2 2 2 1

c. Nephropathy/retinopathy/
neuropathy§

3/4† 2 3 2 2 1

d. Other vascular disease or diabetes 
of >20 yrs’ duration§

3/4† 2 3 2 2 1

Thyroid disorders

a. Simple goiter 1 1 1 1 1 1

b. Hyperthyroid 1 1 1 1 1 1

c. Hypothyroid 1 1 1 1 1 1

Gastrointestinal Conditions

In#ammatory bowel disease (IBD)
(ulcerative colitis, Crohn disease)

2/3† 2 2 1 1 1

Gallbladder disease

a. Symptomatic

 i. Treated by cholecystectomy 2 2 2 2 2 1

 ii. Medically treated 3 2 2 2 2 1

 iii. Current 3 2 2 2 2 1

b. Asymptomatic 2 2 2 2 2 1

History of cholestasis

a. Pregnancy-related 2 1 1 1 1 1

b. Past COC-related 3 2 2 2 2 1

Viral hepatitis Initiation Continuation

a. Acute or 'are 3/4† 2 1 1 1 1 1

b. Carrier 1 1 1 1 1 1 1

c. Chronic 1 1 1 1 1 1 1

Cirrhosis

a. Mild (compensated) 1 1 1 1 1 1

b. Severe§ (decompensated) 4 3 3 3 3 1
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TABLE. (Continued) Summary of classi"cations for hormonal contraceptive methods and intrauterine devices*

Condition COC/P/R POP DMPA Implants LNG-IUD Cu-IUD

Liver tumors

a. Benign

 i. Focal nodular hyperplasia 2 2 2 2 2 1

 ii. Hepatocellular adenoma§ 4 3 3 3 3 1

b. Malignant§ (hepatoma) 4 3 3 3 3 1

Anemias

Thalassemia 1 1 1 1 1 2

Sickle cell disease§ 2 1 1 1 1 2

Iron-de"ciency anemia 1 1 1 1 1 2

Solid Organ Transplantation

Solid organ transplantation§ Initiation Continuation Initiation Continuation

a. Complicated: graft failure (acute or 
chronic), rejection, cardiac allograft 
vasculopathy

4 2 2 2 3 2 3 2

b. Uncomplicated 2† 2 2 2 2 2

Drug Interactions

Antiretroviral therapy (see appendix M) Initiation Continuation Initiation Continuation

a.  Nucleoside reverse transcriptase 
inhibitors (NRTIs)

1† 1 1 1 2/3† 2† 2/3† 2†

b.  Non-nucleoside reverse tran-
scriptase inhibitors (NNRTIs)

2† 2† 1 2† 2/3† 2† 2/3† 2†

c.  Ritonavir-boosted protease 
inhibitors

3† 3† 1 2† 2/3† 2† 2/3† 2†

Anticonvulsant therapy

a. Certain anticonvulsants (phe-
nytoin, carbamazepine, barbi-
turates, primidone, topiramate, 
oxcarbazepine)

3† 3† 1 2† 1 1

b. Lamotrigine 3† 1 1 1 1 1

Antimicrobial therapy

a.  Broad-spectrum antibiotics 1 1 1 1 1 1

b. Antifungals 1 1 1 1 1 1

c. Antiparasitics 1 1 1 1 1 1

d. Rifampicin or rifabutin therapy 3† 3† 1 2† 1 1

* Abbreviations: COC = combined oral contraceptive; P = combined hormonal contraceptive patch; R = combined hormonal vaginal ring; POP = progestin-only pill; DMPA = depot 
medroxyprogesterone acetate; IUD = intrauterine device; LNG-IUD = levonorgestrel-releasing IUD; Cu-IUD = copper IUD; BMI = body mass index; DVT = deep venous thrombo-
sis; PE = pulmonary embolism; hCG, = human chorionic gonadotropin; PID = pelvic in'ammatory disease; STI = sexually transmitted infection; HIV = human immunode$ciency 
virus; AIDS = acquired immunode$ciency syndrome; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside reverse transcriptase.

† Consult the appendix for this contraceptive method for a clari$cation to this classi$cation. 
§ Condition that exposes a woman to increased risk as a result of unintended pregnancy.

Reference
1.  e Criteria Committee of the New York Heart Association. Nomenclature 

and criteria for diagnosis of diseases of the heart and great vessels. 9th ed. 
Boston, MA: Little, Brown & Co.; 1994.
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Appendix M

 Summary of Evidence Regarding Potential Drug Interactions between 
Hormonal Contraception and Antiretroviral Therapies

Limited data from small, mostly unpublished studies sug-
gest that some antiretroviral (ARV) therapies might alter the 
pharmacokinetics of combined oral contraceptives (COCs). 
Few studies have measured clinical outcomes. However, con-
traceptive steroid levels in the blood decrease substantially with 
ritonavir-boosted protease inhibitors. Such decreases have the 
potential to compromise contraceptive effectiveness. Some of 
the interactions between contraceptives and ARVs also have 
led to increased ARV toxicity. For smaller effects that occur 
with non-nucleoside reverse transcriptase inhibitors, clinical 
significance is unknown, especially because studies have not 
examined steady-state levels of contraceptive hormones. No 
clinically significant interactions have been reported between 
contraceptive hormones and nucleoside reverse transcriptase 
inhibitors.

Tables 1 and 2 summarize the evidence available about drug 
interactions between ARV therapies and hormonal contra-
ceptives. For up-to-date, detailed information about human 
immunodeficiency virus (HIV) drug interactions, the following 
resources might be helpful: 

Guidelines for the Use of Antiretroviral Agents in HIV-
1-Infected Adults and Adolescents from the DHHS 
Panel on Antiretroviral Guidelines for Adults and 
Adolescents. Available at http://aidsinfo.nih.gov/content-
files/AdultandAdolescentGL.pdf. 
HIV Drug Interactions website, University of Liverpool, 
UK. Available at www.hiv-druginteractions.org.

TABLE 1. Drug interactions between COCs and ARV drugs*

ARV Contraceptive effects† ARV effects†

Nucleoside reverse transcriptase inhibitors (NRTIs)

Tenofovir disaproxil fumarate EE ↔, NGM ↔ (1) Tenofovir ↔ (1)

Zidovudine No data Zidovudine ↔ (2) 
No change in viral load or CD4+ (2)

Non-nucleoside reverse transcriptase inhibitors (NNRTIs)

Efavirenz EE ↑ (3), EE ↔ (4), NGM ↓ (4), LNG ↓ (4) 
Pregnancy rate 2.6/100 woman-years in 1 
study in which up to 80% used hormonal 
contraceptives (35% used COC) (5)

Efavirenz ↔ (3,4)

Etravirine EE ↔, NET ↔ (6) Etravirine ↑ (6)

Concurrent administration, generally safe and well tolerated 
(6)

Nevirapine EE ↔, NET ↔ (7) Nevirapine ↔ (7)

Protease inhibitors and ritonavir-boosted protease inhibitors

Atazanavir/ritonavir EE ↑, NET ↑ (8) No data

Darunavir/ritonavir EE ↓, NET ↔ (9) Darunavir ↔ (9)

Fos-amprenavir/ritonavir EE ↓ (10,11), NET ↓ (11) Amprenavir ↔, ritonavir ↑, Elevated liver transaminases (10)

Indinavir§ EE ↔, NET ↔ (12) No data

Lopinavir/ritonavir EE ↓, NET ↔ (13) No data

Nel$navir EE ↓, NET ↔ (14) No data

Saquinavir§ No data Saquinavir ↔ (15,16)

Tipranavir/ritonavir EE↓ (17) ↑ Skin and musculoskeletal adverse events; possible drug 
hypersensitivity reaction (17)

* Abbreviations: COC = combined oral contraceptive; ARV = antiretroviral; EE = ethinyl estradiol; NGM = norgestimate; NNRTI = non-nucleoside reverse 
transcriptase inhibitor; LNG = levonorgestrel; NET = norethindrone.

† ↔, no change or change ≤30%; ↑, increase >30%; ↓, decrease >30%.
§ Saquinavir and indinavir are commonly given boosted by ritonavir, but there are no data on contraceptive interactions with the boosted regimens.



Vol. 59 / RR-4 Recommendations and Reports 83

References
 1. Kearney BP, Isaacson E, Sayre J, Cheng AK. Tenofovir DF and oral 

contraceptives: lack of a pharmacokinetic drug interaction [Abstract 
A-1618]. In: Program and abstracts of the 43rd Interscience Conference on 
Antimicrobial Agents and Chemotherapy, Chicago, IL, September 14–17, 
2003. Washington, DC: American Society for Microbiology; 2003.

 2. Aweeka FT, Rosenkranz SL, Segal Y, et al.  e impact of sex and con-
traceptive therapy on the plasma and intracellular pharmacokinetics of 
zidovudine. AIDS 2006;20:1833–41.

 3. Joshi AS, Fiske WD, Benedek IH, et al. Lack of a pharmacokinetic 
interaction between efavirenz (DMP 266) and ethinyl estradiol in healthy 
female volunteers [Abstract 348]. 5th Conference on Retroviruses and 
Opportunistic Infections, Chicago, IL, February 1–5, 1998.

 4. Sevinsky H, Eley T, He B, et al. Effect of efavirenz on the pharacokinetics 
of ethinyl estradiol and norgestimate in healthy female subjects [Abstract 
A958]. In: Program and abstracts of the 48th Interscience Conference on 
Antimicrobial Agents and Chemotherapy, Washington, DC,  October 
25–28, 2008. Washington, DC: American Society for Microbiology; 
2008.

 5. Danel C, Moh R, Anzian A, et al. Tolerance and acceptability of an 
efavirenz-based regimen in 740 adults (predominantly women) in West 
Africa. J Acquir Immune Defic Syndr 2006;42:29–35.

 6. Scholler-Gyure M, Debroye C, Aharchi F, et al. No clinically relevant 
effect of TMC125 on the pharmacokinetics of oral contraceptives. 8th 
International Congress on Drug  erapy in HIV Infection, Glasgow, 
UK, November 12–16, 2006..

 7. Mildvan D, Yarrish R, Marshak A, et al. Pharmacokinetic interaction 
between nevirapine and ethinyl estradiol/norethindrone when admin-
istered concurrently to HIV-infected women. J Acquir Immune Defic 
Syndr 2002;29:471–7.

 8. Zhang J, Chung E, Eley T et al. Effect of atazanavir/ritonavir on the 
pharmacokinetics of ethinyl estradiol and 17-deactyl-norgestimate in 
healthy female subjects [Abstract A-1415]. In: Program and abstracts 
of the 47th Interscience Conference on Antimicrobial Agents and 
Chemotherapy, Chicago, IL, September 17–20, 2007. Washington, 
DC: American Society for Microbiology; 2009.

 9. Sekar V, Lefebvre E S-GSeal. Pharacokinetic interaction between 
nevirapine and ethinyl estradiol, norethindrone, and TMC114, a new 
protease inhibitor [Abstract A-368]. In: Program and abstracts of the 46th 
Interscience Conference on Antimicrobial Agents and Chemotherapy, 
San Francisco, CA, September 27–30, 2006. Washington, DC: American 
Society for Microbiology; 2009.

 10. Glaxo Smith Kline. Prescription medicines. Lexiva (fosamprenavir 
calcium). Glaxo Smith Kline 2009. Available from http://us.gsk.com/
products/assets/us_lexiva.pdf. Accessed March 15, 2010.

 11. Glaxo Smith Kline. Study APV10020. A phase I, open label, two period, 
single-sequence, drug-drug interaction study comparing steady-state 
plasma ethinyl estradiol and norethisterone pharmacokinetics following 
administration of brevinor for 21 days with and without fosamprenavir 
700 mg twice daily (BID) and ritonavir 100 mg (BID) for 21 days in 
healthy adult female subjects. Glaxo Smith Kline 2009. Available from 
http://www.gsk-clinicalstudyregister.com/files/pdf/23138.pdf. Accessed 
March 15, 2010.

 12. Merck & Company. Indinavir patient prescribing information. Merck 
& Company 2009. Available from http://www.merck.com/product/usa/
pi_circulars/c/crixivan/crixivan_pi.pdf. Accessed March 15, 2010.

 13. Abbott Laboratories. Lopinavir and ritonavir prescribing information, 
2009. Abbott Laboratories 2009. Available from http://www.rxabbott.
com/pdf/kaletratabpi.pdf. Accessed March 15, 2010.

 14. Agouron Pharmaceuticals. Viracept (Nelfinavir mesylate) prescribing 
information, 2008. Agouron Pharmaceuticals 2009. Available from 
http://us.gsk.com/products/assets/us_viracept.pdf. Accessed March 15, 
2010.

TABLE 2. Drug interactions between DMPA and ARV drugs*

ARV Contraceptive effects† ARV effects†

Nucleoside reverse transcriptase inhibitors (NRTIs)

Zidovudine No data Zidovudine ↔ (2) 
No change in viral load

Non-nucleoside reverse transcriptase inhibitors (NNRTIs)

Efavirenz MPA ↔ (18,19)  
No ovulations during 3 cycles(18,19) 
 
Pregnancy rate 2.6/100 woman-years in 1 study where 
up to 80% used hormonal contraceptives (65% used 
POIs) (5)

Efavirenz ↔ (18) 
No change in viral load or CD4+, no grade 3- or 4-related adverse 
events§ (20)

Nevirapine MPA ↔ (18) 
No ovulations during 3 cycles(18)

Nevirapine ↑ (18) 
No change in viral load or CD4+, no grade 3- or 4-related adverse 
events§ (20)

Protease inhibitors and ritonavir-boosted protease inhibitors 

Nel$navir MPA ↔ (18) Nel$navir ↔ (18) 
No change in viral load or CD4+, no grade 3- or 4-related adverse 
events§ (20)

* Abbreviations: DMPA = depot medroxyprogesterone acetate; ARV = antiretroviral; NRTI = nucleoside reverse transcriptase inhibitor; NNRTI = non-nucleoside 
reverse transcriptase; MPA = medroxyprogesterone acetate; POI = progestin-only injectables.

† ↔, no change or change ≤30%; ↑, increase > 30%.
§ The trial applied the standardized National Institutes of Health Division of AIDS Table for Grading Severity of Adult and Pediatric Adverse Events, 2004 

(http://rcc.tech-res.com/Document/safetyandpharmacovigilance/DAIDS_AE_GradingTable_Clari$cation_August2009_Final.pdf). Grade 3 events are clas-
si$ed as severe. Severe events are de$ned as symptoms that limit activity or might require some assistance; require medical intervention or therapy; and 
might require hospitalization. Grade 4 events are classi$ed as life threatening. Life-threatening events include symptoms that result in extreme limitation 
of activity and require substantial assistance; require substantial medical intervention and therapy; and probably require hospitalization or hospice.



84 MMWR June 18, 2010

 15. Mayer K, Poblete R, Hathaway B et al. Efficacy, effect of oral contra-
ceptives, and adherence in HIV infected women receiving Fortovase 
(Saquinavir) soft gel capsule (SQV-SGC; FTV) thrice (TID) and twice 
(BID) daily regimens. XIII International AIDS Conference, 2000, 
Durban, South Africa 2009.

 16. Frohlich M, Burhenne J, Martin-Facklam M, et al. Oral contraception 
does not alter single dose saquinavir pharmacokinetics in women. Br J 
Clin Pharmacol 2004;57:244–52.

 17. Food and Drug Administration. Highlights of prescribing information. Aptivus 
(Tipranavir) Capsules. USFDA 2009.  Available from http://www.accessdata.
fda.gov/drugsatfda_docs/label/2008/021814s005,022292lbl.pdf.

 18. Cohn SE, Park JG, Watts DH, et al. Depo-medroxyprogesterone in 
women on antiretroviral therapy: effective contraception and lack of clini-
cally significant interactions. Clin Pharmacol  er 2007;81:222–7.

 19. Nanda K, Amaral E, Hays M, et al. Pharmacokinetic interactions between 
depot medroxyprogesterone acetate and combination antiretroviral 
therapy. Fertil Steril 2008;90:965–71.

 20. Watts DH, Park JG, Cohn SE, et al. Safety and tolerability of depot 
medroxyprogesterone acetate among HIV-infected women on antiret-
roviral therapy: ACTG A5093. Contraception 2008;77:84–90.

Abbreviations and Acronyms
A  accept

AIDS  acquired immunodeficiency syndrome

ARV  antiretroviral

BMD  bone mineral density

BMI  body mass index

C  caution

CDC    Centers for Disease Control and Prevention

CHC  combined hormonal contraceptive

CI  coitus interruptus

COC   combined oral contraceptive

Cu-IUD copper intrauterine device

D  delayed

DMPA  depot medroxyprogesterone acetate

DVT  deep venous thrombosis

ECP  emergency contraceptive pills

EE  ethinyl estradiol

E-IUD  emergency intrauterine device

ETG  etonogestrel

FAB  fertility awareness–based methods

hCG  human chorionic gonadotropin

HDL  high-density lipoprotein

HIV  human immunodeficiency virus

HPV  human papillomavirus

IBD  inflammatory bowel disease

IUS  intrauterine system

IUD  intrauterine device

LNG  levonorgestrel

LNG-IUD levonorgestrel-releasing intrauterine device

MEC  Medical Eligibility Criteria

NET-EN norethisterone enantate

NGM  norgestimate

NNRTI  non-nucleoside reverse transcriptase  
    inhibitor

NRTI  nucleoside reverse transcriptase inhibitor

P  combined hormonal contraceptive patch

PE  pulmonary embolism

PID  pelvic inflammatory disease

POC  progestin-only contraceptive

POI  progestin-only injectable

POP  progestin-only pill

R  combined hormonal vaginal ring

SLE  systemic lupus erythematosus

STI  sexually transmitted infection

VTE  venous thromboembolism

WHO   World Health Organization



Vol. 59 / RR-4 Recommendations and Reports 85

U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Atlanta, GA, February 17–19, 2009
Chairpersons: Herbert B. Peterson, MD, University of North Carolina, Chapel Hill, North Carolina; Kathryn M. Curtis, PhD, Centers for Disease Control 
and Prevention, Atlanta, Georgia.

CDC Steering Committee: Kathryn M. Curtis, PhD (Chair), Denise Jamieson, MD, John Lehnherr, Polly Marchbanks, PhD, Centers for Disease Control 
and Prevention, Atlanta, Georgia.

Systematic Review Authors and Presenters: Sherry Farr, PhD, Suzanne Gaventa Folger, PhD, Melissa Paulen, MPH, Naomi Tepper, MD, Maura Whiteman, 
PhD, Lauren Zapata, PhD, Centers for Disease Control and Prevention, Atlanta, Georgia; Kelly Culwell, MD, Nathalie Kapp, MD, World Health Organization, 
Geneva, Switzerland; Catherine Cansino, MD, Johns Hopkins Bayview Medical Center, Baltimore, Maryland. 

Invited Participants: Abbey Berenson, MD, University of Texas Medical Branch, Nassau Bay, Texas; Paul Blumenthal, MD, Stanford University, Palo Alto, 
California (not able to attend); Willard Cates, Jr., MD, Family Health International, Research Triangle Park, North Carolina (not able to attend); Mitchell 
Creinin, MD, University of Pittsburgh, Pittsburgh, Pennsylvania; Vanessa Cullins, MD, Planned Parenthood Federation of America, New York, New 
York; Philip Darney, MD, University of California, San Francisco, California; Jennifer Dietrich, MD, Baylor College of Medicine, Houston, Texas; Linda 
Dominguez, Southwest Women’s Health, Albuquerque, New Mexico; Melissa Gilliam, MD,  e University of Chicago, Chicago, Illinois; Marji Gold, MD, 
Albert Einstein College of Medicine, Bronx, New York; Alisa Goldberg, MD, Brigham and Women’s Hospital and Planned Parenthood of Massachusetts, 
Boston, Massachusetts; David Grimes, MD, Family Health International, Research Triangle Park, North Carolina (not able to attend); Robert Hatcher, MD, 
Emory University, Atlanta, Georgia; Stephen Heartwell, DrPH, Susan  ompson Buffett Foundation, Omaha, Nebraska; Andrew Kaunitz, MD, University 
of Florida, Jacksonville, Florida; Uta Landy, PhD, University of California, San Francisco, California (not able to attend); Hal Lawrence, MD, American 
College of Obstetricians and Gynecologists, Washington, DC; Ruth Lawrence, MD, American Academy of Pediatrics and University of Rochester, Rochester, 
New York; Laura MacIsaac, MD, Albert Einstein School of Medicine, New York, New York; Trent MacKay, MD, National Institute of Child Health and 
Human Development, National Institutes of Health, Bethesda, MD (not able to attend); Daniel Mishell, Jr, MD, University of Southern California, Los 
Angeles, California; Mary Mitchell, American College of Obstetricians and Gynecologists, Washington, DC; Susan Moskosky, MS, US Department of 
Health and Human Services, Rockville, Maryland; Patricia Murphy, DrPH, University of Utah, Salt Lake City, Utah; Kavita Nanda, MD, Family Health 
International, Research Triangle Park, North Carolina; Jeffrey Peipert, MD, Washington University, St. Louis, Missouri; Michael Policar, MD, University 
of California, San Francisco, California; Robert Rebar, MD, American Society of Reproductive Medicine, Birmingham, Alabama; Pablo Rodriquez, MD, 
Providence, Rhode Island (not able to attend); John Santelli, MD, Columbia University, New York, New York (not able to attend); Sharon Schnare, MSN, 
University of Washington, Seattle, Washington; David Soper, MD, University of South Carolina, Charleston, South Carolina; Lisa Soule, MD, Food and Drug 
Administration, Silver Spring, Maryland; James Trussell, PhD, Princeton University, Princeton, New Jersey; Carolyn Westhoff, MD, Columbia University, 
New York, New York (not able to attend); Susan Wysocki, National Association of Nurse Practitioners in Women’s Health, Washington, DC; Mimi Zieman, 
MD, Emory University, Atlanta, Georgia.

Consultants: Wendy Book, MD, Emory University, Atlanta, Georgia; Shinya Ito, Hospital for Sick Children, Toronto, Canada; Beth Jonas, MD, University 
of North Carolina, Chapel Hill, North Carolina; Miriam Labbok, MD, University of North Carolina, Chapel Hill, North Carolina; Frederick Naftolin, 
MD, New York University, New York, New York; Lubna Pal, Yale University, New Haven, Connecticut; Robin Rutherford, MD, Emory University, Atlanta, 
Georgia; Roshan Shrestha, MD, Piedmont Hospital, Atlanta, Georgia; Kimberley Steele, MD, Johns Hopkins University, Baltimore, Maryland; Michael 
Streiff, MD, Johns Hopkins University, Baltimore, Maryland; Christine Wagner, PhD, University of Albany, Albany, New York; Joan Walker, MD, University 
of Oklahoma, Oklahoma City, Oklahoma.

CDC Attendees: Janet Collins, PhD, Susan Hillis, PhD, Dmitry Kissin MD, Sam Posner, PhD, Natalya Revzina, MD, Cheryl Robbins, PhD, Lee Warner, 
PhD.

 is work was conducted within the Women’s Health and Fertility Branch (Maurizio Macaluso, Branch Chief ), in the Division of Reproductive Health (John 
Lehnherr, Acting Director), National Center for Chronic Disease Prevention and Health Promotion (Ursula Bauer, Director). 



U.S. Government Printing Office: 2010-623-026/41253 Region IV ISSN: 1057-5987

 MMWR 

 e Morbidity and Mortality Weekly Report (MMWR) Series is prepared by the Centers for Disease Control and Prevention (CDC) and is available free of 
charge in electronic format. To receive an electronic copy each week, visit MMWR’s free subscription page at http://www.cdc.gov/mmwr/mmwrsubscribe.html. 
Paper copy subscriptions are available through the Superintendent of Documents, U.S. Government Printing Office, Washington, DC 20402; telephone 
202-512-1800.

Data presented by the Notifiable Disease Data Team and 122 Cities Mortality Data Team in the weekly MMWR are provisional, based on weekly reports to 
CDC by state health departments.  Address all inquiries about the MMWR Series, including material to be considered for publication, to Editor, MMWR 
Series, Mailstop E-90, CDC, 1600 Clifton Rd., N.E., Atlanta, GA 30333 or to mmwrq@cdc.gov. 

All material in the MMWR Series is in the public domain and may be used and reprinted without permission; citation as to source, however, is appreciated.

Use of trade names and commercial sources is for identification only and does not imply endorsement by the U.S. Department of Health and Human 
Services.

References to non-CDC sites on the Internet are provided as a service to MMWR readers and do not constitute or imply endorsement of these organizations 
or their programs by CDC or the U.S. Department of Health and Human Services. CDC is not responsible for the content of these sites. URL addresses 
listed in MMWR were current as of the date of publication.



Continuing Education Examination available at http://www.cdc.gov/mmwr/cme/conted.html. 

Recommendations and Reports / Vol. 62 / No. 5 June 21, 2013 

U.S. Selected Practice Recommendations for 
Contraceptive Use, 2013

Adapted from the World Health Organization Selected Practice 
Recommendations for Contraceptive Use, 2nd Edition

U.S. Department of Health and Human Services

Centers for Disease Control and Prevention

Morbidity and Mortality Weekly Report



Recommendations and Reports

CONTENTS (Continued)

Disclosure of Relationship

CDC, our planners, and our content experts wish to disclose 
they have no financial interests or other relationships with 
the manufacturers of commercial products, suppliers of com-
mercial services, or commercial supporters. Planners have 
reviewed content to ensure there is no bias. This document will 
not include any discussion of the unlabeled use of a product 
or a product under investigational use, with the exception 
that some of the recommendations in this document might 
be inconsistent with package labeling. CDC does not accept 
commercial support. 

Front cover photos, left to right: intrauterine device, oral contraceptive pills, diaphragm, syringe for injectable contraceptives, male condom, transdermal 
contraceptive patch, etonogestrel implant, vaginal ring.

The MMWR series of publications is published by the Office of Surveillance, Epidemiology, and Laboratory Services, Centers for Disease Control and Prevention (CDC), 
U.S. Department of Health and Human Services, Atlanta, GA 30333.

Suggested Citation: Centers for Disease Control and Prevention. [Title]. MMWR 2013;62(No. RR-#):[inclusive page numbers].

Centers for Disease Control and Prevention
Thomas R. Frieden, MD, MPH, Director

Harold W. Jaffe, MD, MA, Associate Director for Science
James W. Stephens, PhD, Director, Office of Science Quality

Denise M. Cardo, MD, Acting Deputy Director for Surveillance, Epidemiology, and Laboratory Services
Stephanie Zaza, MD, MPH, Director, Epidemiology and Analysis Program Office

MMWR Editorial and Production Staff
Ronald L. Moolenaar, MD, MPH, Editor, MMWR Series
Christine G. Casey, MD, Deputy Editor, MMWR Series

Teresa F. Rutledge, Managing Editor, MMWR Series
David C. Johnson, Lead Technical Writer-Editor

Catherine B. Lansdowne, MS, Project Editor

Martha F. Boyd, Lead Visual Information Specialist
Maureen A. Leahy, Julia C. Martinroe, 
Stephen R. Spriggs, Terraye M. Starr

Visual Information Specialists
Quang M. Doan, MBA, Phyllis H. King

Information Technology Specialists

MMWR Editorial Board
William L. Roper, MD, MPH, Chapel Hill, NC, Chairman

Matthew L. Boulton, MD, MPH, Ann Arbor, MI
Virginia A. Caine, MD, Indianapolis, IN
Barbara A. Ellis, PhD, MS, Atlanta, GA

Jonathan E. Fielding, MD, MPH, MBA, Los Angeles, CA
David W. Fleming, MD, Seattle, WA

William E. Halperin, MD, DrPH, MPH, Newark, NJ
King K. Holmes, MD, PhD, Seattle, WA

Timothy F. Jones, MD, Nashville, TN
Rima F. Khabbaz, MD, Atlanta, GA
Dennis G. Maki, MD, Madison, WI

Patricia Quinlisk, MD, MPH, Des Moines, IA
Patrick L. Remington, MD, MPH, Madison, WI

John V. Rullan, MD, MPH, San Juan, PR
William Schaffner, MD, Nashville, TN

CONTENTS

Introduction ............................................................................................................1

Methods ....................................................................................................................2

How To Use This Document ...............................................................................3

Summary of Changes from WHO SPR ............................................................4

Contraceptive Method Choice .........................................................................4

Maintaining Updated Guidance ......................................................................4

How To Be Reasonably Certain that a Woman Is Not Pregnant ............5

Intrauterine Contraception ................................................................................7

Implants ................................................................................................................. 14

Injectables ............................................................................................................. 17

Combined Hormonal Contraceptives ......................................................... 22

Progestin-Only Pills ............................................................................................ 29

Standard Days Method ..................................................................................... 33

Emergency Contraception .............................................................................. 34

Female Sterilization ........................................................................................... 35

Male Sterilization ................................................................................................ 36

When Women Can Stop Using Contraceptives ....................................... 37

Conclusion ............................................................................................................ 37

Acknowledgment ............................................................................................... 38

References ............................................................................................................. 38

Appendix A: Summary Chart of U.S. Medical Eligibility Criteria for 

Contraceptive Use, 2010 .................................................................................. 47

Appendix B: When To Start Using Specific Contraceptive  

Methods .............................................................................................................. 55

Appendix C: Examinations and Tests Needed Before Initiation of 

Contraceptive Methods ................................................................................. 56

Appendix D: Routine Follow-Up After Contraceptive Initiation ........ 57

Appendix E: Management of Women with Bleeding Irregularities 

While Using Contraception .......................................................................... 58

Appendix F: Management of the IUD when a Cu-IUD or an LNG-IUD 

User Is Found To Have Pelvic Inflammatory Disease ........................... 59



Recommendations and Reports

MMWR / June 21, 2013 / Vol. 62 / No. 5 1

U.S. Selected Practice Recommendations for Contraceptive Use, 2013

Adapted from the World Health Organization Selected Practice 
Recommendations for Contraceptive Use, 2nd Edition

Prepared by
Division of Reproductive Health, National Center for Chronic Disease Prevention and Health Promotion

Summary

The U. S. Selected Practice Recommendations for Contraceptive Use 2013 (U.S. SPR), comprises recommendations that 
address a select group of common, yet sometimes controversial or complex, issues regarding initiation and use of specific contraceptive 
methods. These recommendations are a companion document to the previously published CDC recommendations U.S. Medical 
Eligibility Criteria for Contraceptive Use, 2010 (U.S. MEC). U.S. MEC describes who can use various methods of contraception, 
whereas this report describes how contraceptive methods can be used. CDC based these U.S. SPR guidelines on the global family 
planning guidance provided by the World Health Organization (WHO). Although many of the recommendations are the same 
as those provided by WHO, they have been adapted to be more specific to U.S. practices or have been modified because of new 
evidence. In addition, four new topics are addressed, including the effectiveness of female sterilization, extended use of combined 
hormonal methods and bleeding problems, starting regular contraception after use of emergency contraception, and determining 
when contraception is no longer needed. The recommendations in this report are intended to serve as a source of clinical guidance 
for health-care providers; health-care providers should always consider the individual clinical circumstances of each person seeking 
family planning services. This report is not intended to be a substitute for professional medical advice for individual patients. 
Persons should seek advice from their health-care providers when considering family planning options.

Introduction
Unintended pregnancy rates remain high in the United 

States; approximately 50% of all pregnancies are unintended, 
with higher proportions among adolescent and young women, 
women who are racial/ethnic minorities, and women with lower 
levels of education and income (1). Unintended pregnancies 
increase the risk for poor maternal and infant outcomes (2) 
and in 2002, resulted in $5 billion in direct medical costs in the 
United States (3). Approximately half of unintended pregnancies 
are among women who were not using contraception at the 
time they became pregnant; the other half are among women 
who became pregnant despite reported use of contraception 
(4). Therefore, strategies to prevent unintended pregnancy 
include assisting women at risk for unintended pregnancy and 
their partners with choosing appropriate contraceptive methods 
and helping women use methods correctly and consistently 
to prevent pregnancy. In 2010, CDC first adapted global 
guidance from the World Health Organization (WHO) to 
help health-care providers counsel women, men, and couples 

about contraceptive method choice. The U.S. Medical Eligibility 
Criteria for Contraceptive Use, 2010 (U.S. MEC), focuses on who 
can safely use specific methods of contraception and provides 
recommendations for the safety of contraceptive methods for 
women with various medical conditions (e.g., hypertension and 
diabetes) and characteristics (e.g., age, parity, and smoking status) 
(Appendix A) (5). The recommendations in this new guide, U.S. 
Selected Practice Recommendations for Contraceptive Use, 2013 
(U.S. SPR), focuses on how contraceptive methods can be used 
and provides recommendations on optimal use of contraceptive 
methods for persons of all ages, including adolescents.

During the past 15 years, CDC has contributed to the 
development and updating of the WHO global family planning 
guidance. CDC has supported WHO by coordinating the 
identification, critical appraisal, and synthesis of the scientific 
evidence on which the WHO guidance is based. In 2002, 
WHO published the first edition of the Selected Practice 
Recommendations for Contraceptive Use (WHO SPR), which 
presented evidence-based global guidance on how to use 
contraceptive methods safely and effectively once they are 
deemed to be medically appropriate. Since then, WHO has 
regularly updated its guidance on the basis of new evidence, 
and the document is now in its second edition (6), with an 
additional update in 2008 (7). The WHO global guidance is 
not intended for use directly by health-care providers; rather, 
WHO intends for the guidance to be used by local or national 
policy makers, family planning program managers, and the 
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scientific community as a reference when they develop family 
planning guidance at the country or program level (6). For 
example, the United Kingdom adapted WHO SPR and in 
2002 published the U.K. Selected Practice Recommendations 
for Contraceptive Use for use by U.K. health-care providers (8).

CDC initiated a formal adaptation process to create U.S. 
SPR, using both the second edition of WHO SPR (6) and the 
2008 update (7) as the basis for the U.S. version. Although 
much of the guidance is the same as the WHO guidance, 
the recommendations are specific to U.S. family planning 
practice. In addition, guidance on contraceptive methods not 
available in the United States has been removed, and four 
new topics for guidance have been added (the effectiveness 
of female sterilization, extended use of combined hormonal 
methods and bleeding problems, starting regular contraception 
after use of emergency contraception, and determining when 
contraception is no longer needed). This document contains 
recommendations for health-care providers for the safe and 
effective use of contraceptive methods and addresses provision of 
contraceptive methods and management of side effects and other 
problems with contraceptive method use. Although the term 
woman is used throughout this report, these recommendations 
refer to all females of reproductive age, including adolescents. 
Adolescents are identified throughout this document as a special 
population that might benefit from more frequent follow-up. 
These recommendations are meant to serve as a source of 
clinical guidance for health-care providers; health-care providers 
should always consider the individual clinical circumstances 
of each person seeking family planning services. This report is 
not intended to be a substitute for professional medical advice 
for individual patients; persons should seek advice from their 
health-care providers when considering family planning options.

Methods
CDC initiated a process to adapt WHO SPR for the 

United States. This adaptation process included four steps: 
1) determining the scope of and process for the adaptation, 
including an October 2010 meeting in which individual 
feedback was solicited from a small group of partners and 
experts; 2) preparing the systematic reviews of the evidence 
during October 2010–September 2011 to be used for the 
adaptation, including peer review; 3) convening a larger 
meeting of experts in October 2011 to examine the evidence 
and receive input on the recommendations; and 4) finalizing 
recommendations by CDC.

During October 21–22, 2010, CDC convened a meeting of 10 
partners and U.S. family planning experts in Atlanta, Georgia, to 
discuss the scope of and process for a U.S. adaptation of WHO 

SPR. A list of participants is provided at the end of this report. 
CDC identified the specific WHO recommendations that might 
benefit from modification for the United States. Criteria used to 
modify the WHO recommendations included the availability of 
new scientific evidence or the context in which family planning 
services are provided in the United States. CDC also identified 
several WHO recommendations that needed additional specificity 
to be useful for U.S. health-care providers, as well as the need for 
additional recommendations not currently included in WHO 
SPR. In addition, the meeting members discussed removing 
recommendations that provide information about contraceptive 
methods that are not available in the United States.

Representatives from CDC and WHO conducted systematic 
reviews of the scientific evidence for each of the WHO 
recommendations being considered for adaptation and for each 
new topic being considered for addition to the guidance. The 
purpose of these systematic reviews was to identify evidence 
related to the common clinical challenges associated with the 
recommendations. When no direct evidence was available, 
indirect evidence and theoretical issues were considered. Standard 
guidelines were followed for reporting systematic reviews (9,10), 
and strength and quality of the evidence were graded using the 
system of the U.S. Preventive Services Task Force (11). Each 
complete systematic review was peer reviewed by two or three 
experts before its use in the adaptation process. Peer reviewers, 
who were identified from the list of persons scheduled to 
participate in the October 2011 meeting, were asked to comment 
on the search strategy, list of articles included in the reviews, and 
the summary of findings. The systematic reviews were finalized 
and provided to participants before the October 2011 meeting 
and were published in May 2013 (12–30).

During October 4–7, 2011, CDC convened a meeting in 
Atlanta, Georgia, of 36 experts who were invited to assist in 
guideline development and provide their perspective on the 
scientific evidence presented and the discussions on potential 
recommendations that followed. The group included obstetrician/
gynecologists, pediatricians, family physicians, nurse-midwives, 
nurse practitioners, epidemiologists, and others with research and 
clinical practice expertise in contraceptive safety, effectiveness, and 
management. All participants received all of the systematic reviews 
before the meeting. During the meeting, the evidence from the 
systematic review for each topic was presented, and participants 
discussed the evidence and the translation of the scientific evidence 
into recommendations that would meet the needs of U.S. health-
care providers. In particular, participants discussed whether and 
how the U.S. context might be different from the global context 
and whether these differences suggested any need for modifications 
to the global guidance. CDC gathered the input from the experts 
during the meeting and finalized the recommendations in this 
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report. The document was peer reviewed by meeting participants, 
who were asked to comment on specific issues that were raised 
during the meeting. Feedback also was received from an external 
review panel, composed of health-care providers who had not 
participated in the adaptation meetings. These providers were 
asked to provide comments on the accuracy, feasibility, and clarity 
of the recommendations, as well as to provide other comments. 
Areas of research that need additional investigation also were 
considered during the meeting (31).

How To Use This Document
The recommendations in this report are intended to 

help health-care providers address issues related to use of 
contraceptives, such as how to help a woman initiate use of a 
contraceptive method, which examinations and tests are needed 
before initiating use of a contraceptive method, what regular 
follow-up is needed, and how to address problems that often 
arise during use, including missed pills and side effects such as 
unscheduled bleeding. Each recommendation addresses what 
a woman or health-care provider can do in specific situations. 
For situations in which certain groups of women might be 
medically ineligible to follow the recommendations, comments 
and reference to U.S. MEC are provided (5). The full U.S. 
MEC recommendations and the evidence supporting those 
recommendations were published in 2010 (5).

The information in this document is organized by 
contraceptive method, and the methods generally are presented 
in order of effectiveness, from highest to lowest. However, the 
recommendations are not intended to provide guidance on 
every aspect of provision and management of contraceptive 
method use. Instead, they use the best available evidence 
to address specific issues regarding common, yet sometimes 
complex, clinical issues. Each contraceptive method section 
generally includes information about initiation of the method, 
regular follow-up, and management of problems with use (e.g., 
usage errors and side effects). Each section first provides the 
recommendation and then includes a comments and evidence 
section, which includes comments about the recommendations 
and a brief summary of the scientific evidence on which the 
recommendation is based.

Recommendations in this document are provided for 
permanent methods of contraception, such as vasectomy 
and female sterilization, as well as for reversible methods of 
contraception, including the copper-containing intrauterine 
device (Cu-IUD); levonorgestrel-releasing IUD (LNG-IUD); 
the etonogestrel implant; progestin-only injectables; progestin-
only pills (POPs); combined hormonal contraceptive methods 

that contain both estrogen and a progestin, including combined 
oral contraceptives (COCs), a transdermal contraceptive patch, 
and a vaginal contraceptive ring; and the standard days method 
(SDM). Recommendations also are provided for emergency 
use of the Cu-IUD and emergency contraceptive pills (ECPs).

For each contraceptive method, recommendations are provided 
on the timing for initiation of the method and indications for 
when and for how long additional contraception, or a back-up 
method, is needed. Many of these recommendations include 
guidance that a woman can start a contraceptive method at any 
time during her menstrual cycle if it is reasonably certain that 
the woman is not pregnant. Guidance for health-care providers 
on how to be reasonably certain that a woman is not pregnant 
is provided.

For each contraceptive method, recommendations include the 
examinations and tests needed before initiation of the method. 
These recommendations apply to persons who are presumed to 
be healthy. Those with known medical problems or other special 
conditions might need additional examinations or tests before 
being determined to be appropriate candidates for a particular 
method of contraception. U.S. MEC might be useful in such 
circumstances (5). Most women need no or very few examinations 
or tests before initiating a contraceptive method. The following 
classification system was developed by WHO and adopted by 
CDC to categorize the applicability of the various examinations 
or tests before initiation of contraceptive methods (6):

Class A:  These tests and examinations are essential and 
mandatory in all circumstances for safe and effective use of 
the contraceptive method.

Class B: These tests and examinations contribute substantially 
to safe and effective use, although implementation can be 
considered within the public health context, service context, or 
both. The risk for not performing an examination or test should 
be balanced against the benefits of making the contraceptive 
method available.

Class C: These tests and examinations do not contribute 
substantially to safe and effective use of the contraceptive method.

These classifications focus on the relation of the examinations 
or tests to safe initiation of a contraceptive method. They 
are not intended to address the appropriateness of these 
examinations or tests in other circumstances. For example, 
some of the examinations or tests that are not deemed necessary 
for safe and effective contraceptive use might be appropriate 
for good preventive health care or for diagnosing or assessing 
suspected medical conditions. Systematic reviews were 
conducted for several different types of examinations and tests 
to assess whether a screening test was associated with safe use 
of contraceptive methods. Because no single convention exists 
for screening panels for certain diseases, including diabetes, 
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lipid disorders, and liver diseases, the search strategies included 
broad terms for the tests and diseases of interest.

Summary charts and clinical algorithms that summarize 
the guidance for the various contraceptive methods have been 
developed for many of the recommendations, including when 
to start using specific contraceptive methods (Appendix B), 
examinations and tests needed before initiating the various 
contraceptive methods (Appendix C), routine follow-up after 
initiating contraception (Appendix D), management of bleeding 
irregularities (Appendix E), and management of IUDs when 
users are found to have pelvic inflammatory disease (PID) 
(Appendix F). These summaries might be helpful to health-care 
providers when managing family planning patients. Additional 
tools are available on the U.S. SPR website (http://www.cdc.
gov/reproductivehealth/UnintendedPregnancy/USSPR.htm).

Summary of Changes from WHO SPR
Much of the guidance in U.S. SPR is the same or very similar 

to the WHO SPR guidance. U.S. SPR includes new guidance 
on the use of the combined contraceptive patch and vaginal 
ring, as well as recommendations for four new topics:

using extended or continuous combined hormonal 
contraceptives (including pills, the patch, and the ring)

at risk for unintended pregnancy
Adaptations to the WHO SPR recommendations include 

1) changes to the length of the grace period for depot 
medroxyprogesterone acetate (DMPA) reinjection, 2) differences 
in some of the examinations and tests recommended before 
contraceptive method initiation, 3) differences in some of the 
recommendations for management of bleeding irregularities 
because of new data and drug availability in the United States, 
and 4) a modified missed pill algorithm to respond to concerns 
of the CDC expert group and other reviewers that simplified 
algorithms are preferable.

Contraceptive Method Choice
Many elements need to be considered individually by a 

woman, man, or couple when choosing the most appropriate 
contraceptive method. Some of these elements include 
safety, effectiveness, availability (including accessibility and 
affordability), and acceptability.

Contraceptive method effectiveness is critically important 
in minimizing the risk for unintended pregnancy, particularly 
among women for whom an unintended pregnancy would 
pose additional health risks. The effectiveness of contraceptive 
methods depends both on the inherent effectiveness of the 
method itself and on how consistently and correctly it is used 
(Table 1). Both consistent and correct use can vary greatly 
with characteristics such as age, income, desire to prevent 
or delay pregnancy, and culture. Methods that depend on 
consistent and correct use by clients have a wide range of 
effectiveness between typical and perfect users. IUDs and 
implants are considered long-acting, reversible contraception 
(LARC); these methods are highly effective because they do not 
depend on regular compliance from the user. LARC methods 
are appropriate for most women, including adolescents and 
nulliparous women. All women should be counseled about 
the full range and effectiveness of contraceptive options for 
which they are medically eligible so that they can identify the 
optimal method (Figure 1).

In choosing a method of contraception, the risk for human 
immunodeficiency virus (HIV) infection and other sexually 
transmitted diseases (STDs) also should be considered. 
Although hormonal contraceptives and IUDs are highly 
effective at preventing pregnancy, they do not protect against 
STDs and HIV. Consistent and correct use of the male latex 
condom reduces the risk for HIV infection and other STDs, 
including chlamydial infection, gonorrhea, and trichomoniasis 
(32). On the basis of a limited number of clinical studies, when 
a male condom cannot be used properly to prevent infection, 
a female condom should be considered (32). All patients, 
regardless of contraceptive choice, should be counseled about 
the use of condoms and the risk for STDs, including HIV 
infection (32). Additional information about prevention 
and treatment of STDs is available from the CDC Sexually 
Transmitted Diseases Treatment Guidelines (32).

Maintaining Updated Guidance
As with any evidence-based guidance document, a key 

challenge is keeping the recommendations up to date as new 
scientific evidence becomes available. Working with WHO, 
CDC uses the continuous identification of research evidence 
(CIRE) system to ensure that WHO and CDC guidance is 
based on the best available evidence and that a mechanism 
is in place to update guidance when new evidence becomes 
available (33). CDC will continue to work with WHO to 
identify and assess all new relevant evidence and determine 
whether changes in the recommendations are warranted. In 
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most cases, U.S. SPR will follow any updates in the WHO 
guidance, which typically occurs every 3–4 years (or sooner 
if warranted by new data). In addition, CDC will review any 
interim WHO updates for their application in the United 
States. CDC also will identify and assess any new literature 
for the recommendations that are not included in the WHO 
guidance and will completely review U.S. SPR every 3–4 
years. Updates to the guidance can be found on the U.S. 
SPR website (http://www.cdc.gov/reproductivehealth/
UnintendedPregnancy/USSPR.htm).

How To Be Reasonably Certain that a 
Woman Is Not Pregnant

In most cases, a detailed history provides the most accurate 
assessment of pregnancy risk in a woman who is about to start 
using a contraceptive method. Several criteria for assessing 
pregnancy risk are listed in the recommendation that follows. 
These criteria are highly accurate (i.e., a negative predictive 
value of 99%–100%) in ruling out pregnancy among women 
who are not pregnant (34–37). Therefore, CDC recommends 
that health-care providers use these criteria to assess pregnancy 

TABLE 1. Percentage of women experiencing an unintended pregnancy during the first year of typical use and the first year of perfect use of 
contraception and the percentage continuing use at the end of the first year — United States

Method

% of women experiencing an unintended pregnancy 
within the first year of use

% of women continuing use at 1 year§Typical use* Perfect use†

No method¶ 85 85 —

Spermicides** 28 18 42

Fertility awareness–based methods†† 24 — 47

Standard days method — 5 —

Two day method — 4 —

Ovulation method — 3 —

Symptothermal method — 0.4 —

Withdrawal 22 4 46

Sponge

Parous women 24 20 36

Nulliparous women 12 9 —

Condom§§

Female 21 5 41

Male 18 2 43

Diaphragm*** 12 6 57

Combined pill and progestin-only pill 9 0.3 67

Evra patch 9 0.3 67

NuvaRing 9 0.3 67

Depo-Provera 6 0.2 56

Intrauterine devices

Paragard (copper containing) 0.8 0.6 78

Mirena (levenorgestrel releasing) 0.2 0.2 80

Implanon 0.05 0.05 84

Female sterilization 0.5 0.5 100

Male sterilization 0.15 0.10 100

Lactational amenorrhea method††† — — —

Source: Adapted from Trussell J. Contraceptive failure in the United States. Contraception 2011;83:397–404. 
 * Among typical couples who initiate use of a method (not necessarily for the first time), the percentage who experience an accidental pregnancy during the first 

year if they do not stop use for any other reason. Estimates of the probability of pregnancy during the first year of typical use for spermicides and the diaphragm 
are taken from the 1995 National Survey of Family Growth (NSFG) corrected for underreporting of abortion; estimates for fertility awareness-based methods, 
withdrawal, the male condom, the pill and Depo-Provera are taken from the 1995 and 2002 NSFG corrected for underreporting of abortion. 

 † Among couples who initiate use of a method (not necessarily for the first time) and who use it perfectly (both consistently and correctly), the percentage who 
experience an accidental pregnancy during the first year if they do not stop use for any other reason. 

 § Among couples attempting to avoid pregnancy, the percentage who continues to use a method for 1 year.  
 ¶ The percentage becoming pregnant in the second and third columns are based on data from populations where contraception is not used and from women who 

cease using contraception to become pregnant. Among such populations, approximately 89% become pregnant within 1 year. This estimate was lowered slightly 
(to 85%) to represent the percentage who would become pregnant within 1 year among women not relying on reversible methods of contraception if they 
abandoned contraception altogether.

 ** Foams, creams, gels, vaginal suppositories, and vaginal film.
 †† The ovulation and two day methods are based on evaluation of cervical mucus. The standard days method avoids intercourse on cycle days 8–19. The symptothermal 

method is a double-check method based on evaluation of cervical mucus to determine the first fertile day and evaluation of cervical mucus and temperature to 
determine the last fertile day.

 §§ Without spermicides.
 *** With spermicidal cream or jelly.
 ††† This is a highly effective, temporary method of contraception. However, to maintain in effective protection against pregnancy, another method of contraception must 

be used as soon as menstruation resumes, the frequency of duration of breastfeeds is reduced, bottle feeds are introduced, or the baby reaches age 6 months.
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status in a woman who is about to start using contraceptives 
(Box 1). If a woman meets one of these criteria (and therefore 
the health-care provider can be reasonably certain that she is 
not pregnant), a urine pregnancy test might be considered 
in addition to these criteria (based on clinical judgment), 
bearing in mind the limitations of the accuracy of pregnancy 
testing. If a woman does not meet any of these criteria, then 
the health-care provider cannot be reasonably certain that she 
is not pregnant, even with a negative pregnancy test. Routine 
pregnancy testing for every woman is not necessary.

On the basis of clinical judgment, health-care providers 
might consider the addition of a urine pregnancy test; however, 
they should be aware of the limitations, including accuracy 

of the test relative to the time of last sexual intercourse, 
recent delivery, or spontaneous or induced abortion. Routine 
pregnancy testing for every woman is not necessary. If a woman 
has had recent (i.e., within the last 5 days) unprotected sexual 
intercourse, consider offering emergency contraception (either 
a Cu-IUD or ECPs), if pregnancy is not desired.

Comments and Evidence Summary. The criteria for 
determining whether a woman is pregnant depend on the 
assurance that she has not ovulated within a certain amount of 
time after her last menses, spontaneous or induced abortion, or 
delivery. Among menstruating women, the timing of ovulation 
can vary widely. During an average 28-day cycle, ovulation 
generally occurs during days 9–20 (38). In addition, the 

FIGURE 1.  Effectiveness of family planning methods

Sources: Adapted from World Health Organization (WHO) Department of Reproductive Health and Research, Johns Hopkins Bloomberg School of Public Health/
Center for Communication Programs (CCP). Knowledge for health project. Family planning: a global handbook for providers (2011 update). Baltimore, MD; Geneva, 
Switzerland: CCP and WHO; 2011; and Trussell J. Contraceptive failure in the United States. Contraception 2011;83:397–404.
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likelihood of ovulation is low from days 1–7 of the menstrual 
cycle (39). After a spontaneous or an induced abortion, 
ovulation can occur within 2–3 weeks and has been found 
to occur as early as 8–13 days after the end of the pregnancy. 
Therefore, the likelihood of ovulation is low ≤7 days after an 
abortion (40–42). A recent systematic review reported that the 
mean day of first ovulation among postpartum nonlactating 
women occurred 45–94 days after delivery (43). In one study, 
the earliest ovulation was reported at 25 days after delivery. 
Among women who are within 6 months postpartum, are fully 
or nearly fully breastfeeding, and are amenorrheic, the risk for 
pregnancy is <2% (44).

Although pregnancy tests often are performed before 
initiating contraception, the accuracy of qualitative urine 
pregnancy tests varies depending on the timing of the test 
relative to missed menses, recent sexual intercourse, or recent 
pregnancy. The sensitivity of a pregnancy test is defined as 
the concentration of human chorionic gonadotropin (hCG) 
at which 95% of tests are positive. Most qualitative pregnancy 
tests approved by the U.S. Food and Drug Administration 
(FDA) report a sensitivity of 20–25 mIU/mL in urine (45–48) 
However, pregnancy detection rates can vary widely because of 
differences in test sensitivity and the timing of testing relative 
to missed menses (47,49). Some studies have shown that an 
additional 11 days past the day of expected menses are needed 
to detect 100% of pregnancies using qualitative tests (46). In 
addition, pregnancy tests cannot detect a pregnancy resulting 
from recent sexual intercourse. Qualitative tests also might have 
positive results for several weeks after termination of pregnancy 

because hCG can be present for several weeks after delivery or 
abortion (spontaneous or induced) (50–52).

For contraceptive methods other than IUDs, the benefits 
of starting to use a contraceptive method likely exceed any 
risk, even in situations in which the health-care provider is 
uncertain whether the woman is pregnant. Therefore, the 
health-care provider can consider having patients start using 
contraceptive methods other than IUDs at any time, with 
a follow-up pregnancy test in 2–4 weeks. The risks of not 
starting to use contraception should be weighed against the 
risks of initiating contraception use in a woman who might 
be already pregnant. Most studies have shown no increased 
risk for adverse outcomes, including congenital anomalies 
or neonatal or infant death, among infants exposed in utero 
to COCs (53–55). Studies also have shown no increased risk 
for neonatal or infant death or developmental abnormalities 
among infants exposed in utero to DMPA (54,56,57).

In contrast, for women who want to begin using an IUD 
(Cu-IUD or LNG-IUD), in situations in which the health-
care provider is uncertain whether the woman is pregnant, the 
woman should be provided with another contraceptive method 
to use until the health-care provider is reasonably certain that 
she is not pregnant and can insert the IUD. Pregnancies among 
women with IUDs are at higher risk for complications such as 
spontaneous abortion, septic abortion, preterm delivery, and 
chorioamnionitis (58).

A systematic review identified four analyses of data 
from three diagnostic accuracy studies that evaluated the 
performance of the criteria listed above through use of a 
pregnancy checklist compared with a urine pregnancy test 
conducted concurrently (12). The performance of the checklist 
to diagnose or exclude pregnancy varied, with sensitivity 
of 55%–100% and specificity of 39%–89%. The negative 
predictive value was consistent across studies at 99%–100%; 
the pregnancy checklist correctly ruled out women who were 
not pregnant. One of the studies assessed the added usefulness 
of signs and symptoms of pregnancy and found that these 
criteria did not substantially improve the performance of the 
pregnancy checklist, although the number of women with signs 
and symptoms was small (34) (Level of evidence: Diagnostic 
accuracy studies, fair, direct).

Intrauterine Contraception
Three IUDs are available in the United States, the Cu-IUD 

and two LNG-IUDs (containing a total of either 13.5 mg 
or 52 mg levonorgestrel). Fewer than 1 woman out of 100 
becomes pregnant in the first year of using IUDs (with typical 
use) (59). IUDs are long acting, are reversible, and can be 

BOX 1. How To Be Reasonably Certain that a Woman Is Not Pregnant

A health-care provider can be reasonably certain that a 
woman is not pregnant if she has no symptoms or signs 
of pregnancy and meets any one of the following criteria:

is ≤7 days after the start of normal menses
has not had sexual intercourse since the start of last 
normal menses
has been correctly and consistently using a reliable 
method of contraception
is ≤7 days after spontaneous or induced abortion
is within 4 weeks postpartum 
is fully or nearly fully breastfeeding (exclusively 
breastfeeding or the vast majority [≥85%] of feeds are 
breastfeeds),* amenorrheic, and <6 months 
postpartum

* Source: Labbok M, Perez A, Valdez V, et al. The Lactational Amenorrhea 
Method (LAM): a postpartum introductory family planning method with 
policy and program implications. Adv Contracept 1994;10:93–109.
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used by women of all ages, including adolescents, and both by 
parous and nulliparous women. IUDs do not protect against 
STDs; consistent and correct use of male latex condoms reduces 
the risk for STDs, including HIV.

Initiation of Cu-IUDs

Timing

certain that the woman is not pregnant (Box 1).

act of unprotected sexual intercourse as an emergency 
contraceptive. If the day of ovulation can be estimated, the 
Cu-IUD also can be inserted >5 days after sexual intercourse 
as long as insertion does not occur >5 days after ovulation.

Need for Back-Up Contraception

Cu-IUD insertion.

Special Considerations

Amenorrhea (Not Postpartum)

Timing: The Cu-IUD can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 1).
Need for back-up contraception: No additional contraceptive 
protection is needed.

Postpartum (Including After Cesarean Section)

Timing: The Cu-IUD can be inserted at any time postpartum, 
including immediately postpartum (U.S. MEC 1 or 2) (Box 2), 

if it is reasonably certain that the woman is not pregnant 
(Box 1). The Cu-IUD should not be inserted in a woman with 
puerperal sepsis (U.S. MEC 4).
Need for back-up contraception: No additional 
contraceptive protection is needed.

Postabortion (Spontaneous or Induced)

Timing: The Cu-IUD can be inserted within the first 
7 days, including immediately postabortion (U.S. MEC 1 
for first trimester abortion and U.S. MEC 2 for second 
trimester abortion). The Cu-IUD should not be inserted 
immediately after septic abortion (U.S. MEC 4).
Need for back-up contraception: No additional 
contraceptive protection is needed.

Switching from Another Contraceptive Method

Timing: The Cu-IUD can be inserted immediately if it is 
reasonably certain that the woman is not pregnant (Box 1). 
Waiting for her next menstrual period is unnecessary.
Need for back-up contraception: No additional 
contraceptive protection is needed.

Comments and Evidence Summary. In situations in which 
the health-care provider is not reasonably certain that the 
woman is not pregnant, the woman should be provided with 
another contraceptive method to use until the health-care 
provider can be reasonably certain that she is not pregnant 
and can insert the Cu-IUD.

A systematic review identified eight studies that suggested that 
timing of Cu-IUD insertion in relation to the menstrual cycle in 
nonpostpartum women had little effect on long-term outcomes 
(rates of continuation, removal, expulsion, or pregnancy) or on 
short-term outcomes (pain at insertion, bleeding at insertion, or 
immediate expulsion) (13) (Level of evidence: II-2, fair, direct).

Initiation of LNG-IUDs

Timing of LNG-IUD Insertion

certain that the woman is not pregnant (Box 1).

Need for Back-Up Contraception

menstrual bleeding started, no additional contraceptive 
protection is needed.

started, the woman needs to abstain from sexual intercourse 
or use additional contraceptive protection for the next 7 days.

BOX 2. Categories of medical eligibility criteria for contraceptive use

U.S. MEC 1 = A condition for which there is no restriction 
for the use of the contraceptive method.

U.S. MEC 2 = A condition for which the advantages of 
using the method generally outweigh the theoretical or 
proven risks.

U.S. MEC 3 = A condition for which the theoretical or 
proven risks usually outweigh the advantages of using the 
method.

U.S. MEC 4 = A condition that represents an unacceptable 
health risk if the contraceptive method is used.

Abbreviations: U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive 
Use, 2010.
Source: CDC. U.S. medical eligibility criteria for contraceptive use. 
MMWR 2010;59(No. RR-4).
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Special Considerations

Amenorrhea (Not Postpartum)

Timing: The LNG-IUD can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Including After Cesarean Section)

 Timing: The LNG-IUD can be inserted at any time, 
including immediately postpartum (U.S. MEC 1 or 2) if 
it is reasonably certain that the woman is not pregnant 
(Box 1). The LNG-IUD should not be inserted in a 
woman with puerperal sepsis (U.S. MEC 4).
Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (60), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >7 days since menstrual bleeding 
began, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postabortion (Spontaneous or Induced)

Timing: The LNG-IUD can be inserted within the first 
7 days, including immediately postabortion (U.S. MEC 1 
for first-trimester abortion and U.S. MEC 2 for second-
trimester abortion). The LNG-IUD should not be inserted 
immediately after a septic abortion (U.S. MEC 4).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
IUD is placed at the time of a surgical abortion.

Switching from Another Contraceptive Method

Timing: The LNG-IUD can be inserted immediately if it 
is reasonably certain that the woman is not pregnant (Box 1). 
Waiting for her next menstrual period is unnecessary.
Need for back-up contraception: If it has been >7 days 
since menstrual bleeding began, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.
Switching from a Cu-IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 

theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A 
health-care provider can consider providing ECPs at the 
time of LNG-IUD insertion.

Comments and Evidence Summary. In situations in which 
the health-care provider is uncertain whether the woman might 
be pregnant, the woman should be provided with another 
contraceptive method to use until the health-care provider 
can be reasonably certain that she is not pregnant and can 
insert the LNG-IUD. If a woman needs to use additional 
contraceptive protection when switching to an LNG-IUD 
from another contraceptive method, consider continuing her 
previous method for 7 days after LNG-IUD insertion. No 
direct evidence was found regarding the effects of inserting 
LNG-IUDs on different days of the cycle on short- or long-
term outcomes (13).

Examinations and Tests Needed Before 
Initiation of a Cu-IUD or an LNG-IUD

Among healthy women, few examinations or tests are needed 
before initiation of an IUD (Table 2). Bimanual examination 
and cervical inspection are necessary before IUD insertion. A 
baseline weight and BMI measurement might be useful for 
monitoring IUD users over time. If a woman has not been 
screened for STDs according to STD screening guidelines, 
screening can be performed at the time of insertion.  Women 
with known medical problems or other special conditions 
might need additional examinations or tests before being 
determined to be appropriate candidates for a particular 
method of contraception. U.S. MEC might be useful in such 
circumstances (5).

Comments and Evidence Summary. Weight (BMI): 
Obese women can use IUDs (U.S. MEC 1) (5); therefore, 
screening for obesity is not necessary for the safe initiation 
of IUDs. However, measuring weight and calculating BMI 
(weight [kg] / height [m]2) at baseline might be helpful for 
monitoring any changes and counseling women who might 
be concerned about weight change perceived to be associated 
with their contraceptive method.

Bimanual examination and cervical inspection: Bimanual 
examination and cervical inspection are necessary before IUD 
insertion to assess uterine size and position and to detect any 
cervical or uterine abnormalities that might indicate infection 
or otherwise prevent IUD insertion (61,62).

STDs: Women should be routinely screened for chlamydial 
infection and gonorrhea according to national screening 
guidelines. The CDC Sexually Transmitted Diseases Treatment 
Guidelines provide information on screening eligibility, timing, 
and frequency of screening and on screening for persons 
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with risk factors (32). If STD screening guidelines have been 
followed, most women do not need additional STD screening 
at the time of IUD insertion. If a woman has not been screened 
according to guidelines, screening can be performed at the time 
of IUD insertion and insertion should not be delayed. Women 
with purulent cervicitis or current chlamydial infection or 
gonorrhea should not undergo IUD insertion (U.S. MEC 4). 
Women who have a very high individual likelihood of STD 
exposure (e.g., those with a currently infected partner) generally 
should not undergo IUD insertion (U.S. MEC 3) (5). For these 
women, IUD insertion should be delayed until appropriate 

testing and treatment occur.  A systematic review did not 
identify any evidence regarding women who were screened 
versus not screened for STDs before IUD insertion (14). 
Although women with STDs at the time of IUD insertion 
have a higher risk for PID, the overall rate of PID among all 
IUD users is low (63,64).

Hemoglobin: Women with iron-deficiency anemia can use 
the LNG-IUD (U.S. MEC 1) (5); therefore, screening for 
anemia is not necessary for safe initiation of the LNG-IUD. 
Women with iron-deficiency anemia generally can use the 
Cu-IUD (U.S. MEC 2). Measurement of hemoglobin before 
initiation of Cu-IUDs is not necessary because of the minimal 
change in hemoglobin among women with and without anemia 
using Cu-IUDs. A systematic review identified four studies that 
provided direct evidence for changes in hemoglobin among 
women with anemia who received Cu-IUDs (30). Evidence 
from one randomized trial (65) and one prospective cohort 
study (66) showed no significant changes in hemoglobin 
among Cu-IUD users with anemia, whereas two prospective 
cohort studies (67,68) showed a statistically significant decrease 
in hemoglobin levels during 12 months of follow-up; however, 
the magnitude of the decrease was small and most likely not 
clinically significant. The systematic review also identified 21 
studies that provided indirect evidence by examining changes 
in hemoglobin among healthy women receiving Cu-IUDs 
(69–89), which generally showed no clinically significant 
changes in hemoglobin levels with up to 5 years of follow-up 
(Level of evidence: I to II-2, fair, direct).

Liver enzymes: Women with liver disease can use the 
Cu-IUD (U.S. MEC 1) (5); therefore, screening for liver 
disease is not necessary for the safe initiation of the Cu-IUD. 
Although women with certain liver diseases generally should 
not use the LNG-IUD (U.S. MEC 3) (5), screening for liver 
disease before initiation of the LNG-IUD is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with liver enzyme tests 
before initiation of hormonal contraceptive use (14). The 
prevalence of liver disorders among women of reproductive 
age is low. In 2008, among adults aged 18–44 years, the 
percentage with liver disease (not further specified) was 1.0% 
(90). In 2009, the incidence of acute hepatitis A, B, or C 
among women was <1 per 100,000 population (91). During 
1998–2007, the incidence of liver carcinoma among women 
was approximately 3 per 100,000 population (92). Because 
estrogen and progestins are metabolized in the liver, the use 
of hormonal contraceptives among women with liver disease 

TABLE 2. Classification of examinations and tests needed before IUD 
insertion

Examination or test

Class*

Copper-
containing IUD

Levonorgestrel-
releasing IUD

Examinations

Blood pressure C C

Weight (BMI) (weight [kg]/
height [m]2)

—† —†

Clinical breast examination C C

Bimanual examination and 
cervical inspection

A A

Laboratory tests

Glucose C C

Lipids C C

Liver enzymes C C

Hemoglobin C C

Thrombogenic mutations C C

Cervical cytology 
(Papanicolaou smear)

C C

STD screening with 
laboratory tests

—§ —§

HIV screening with laboratory 
tests

C C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
IUD = intrauterine device; STD = sexually transmitted disease; U.S. MEC = U.S. 
Medical Eligibility Criteria for Contraceptive Use, 2010.
* Class A: essential and mandatory in all circumstances for safe and effective 

use of the contraceptive method. Class B: contributes substantially to safe 
and effective use, but implementation may be considered within the public 
health and/or service context; the risk of not performing an examination or 
test should be balanced against the benefits of making the contraceptive 
method available. Class C: does not contribute substantially to safe and 
effective use of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 2). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.

§ Most women do not require additional STD screening at the time of IUD 
insertion if they have already been screened according to CDC’s STD Treatment 
Guidelines (available at http://www.cdc.gov/std/treatment). If a woman has 
not been screened according to guidelines, screening can be performed at 
the time of IUD insertion, and insertion should not be delayed. Women with 
purulent cervicitis or current chlamydial infection or gonorrhea should not 
undergo IUD insertion (U.S. MEC 4). Women who have a very high individual 
likelihood of STD exposure (e.g., those with a currently infected partner) 
generally should not undergo IUD insertion (U.S. MEC 3). For these women, 
IUD insertion should be delayed until appropriate testing and treatment occur.
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might, theoretically, be a concern. The use of hormonal 
contraceptives, specifically COCs and POPs, does not affect 
disease progression or severity in women with hepatitis, 
cirrhosis, or benign focal nodular hyperplasia (93,94), although 
evidence is limited, and no evidence exists for the LNG-IUD. 

Clinical breast examination: Women with breast disease 
can use the Cu-IUD (U.S. MEC 1) (5); therefore, screening 
for breast disease is not necessary for the safe initiation of 
the Cu-IUD. Although women with current breast cancer 
should not use the LNG-IUD (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination 
before inserting an IUD is not necessary because of the low 
prevalence of breast cancer among women of reproductive 
age. A systematic review did not identify any evidence 
regarding outcomes among women who were screened versus 
not screened with a breast examination before initiation of 
hormonal contraceptives (15). The incidence of breast cancer 
among women of reproductive age in the United States is low. 
In 2009, the incidence of breast cancer among women aged 
20–49 years was approximately 72 per 100,000 women (95).

Cervical cytology: Although women with cervical cancer 
should not undergo IUD insertion (U.S. MEC 4) (5), 
screening asymptomatic women with cervical cytology before 
IUD insertion is not necessary because of the high rates of 
cervical screening, low incidence of cervical cancer in the 
United States, and high likelihood that a woman with cervical 
cancer already would have had the condition diagnosed. A 
systematic review did not identify any evidence regarding 
outcomes among women who were screened versus not 
screened with cervical cytology before initiation of IUDs (14). 
Cervical cancer is rare in the United States, with an incidence 
rate of 8.1 per 100,000 women per year during 2004–2008 
(95). The incidence and mortality rates from cervical cancer 
have declined dramatically in the United States, largely because 
of cervical cytology screening (96). Overall screening rates for 
cervical cancer in the United States are high; among women 
aged 22–30 years, approximately 87% reported having cervical 
cytology screening within the last 3 years (97).

HIV screening: Although women with acquired 
immunodeficiency syndrome (AIDS) who are not clinically 
well should generally not undergo IUD insertion (U.S. MEC 3) 
(5), HIV screening is not necessary before IUD insertion 
because of the high likelihood that a woman in the United 
States with such an advanced stage of disease already would 
have had the condition diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened for HIV infection 
before IUD insertion (14). Limited evidence suggests that 
IUDs are not associated with disease progression, increased 

infection, or other adverse health effects among women with 
HIV infection (98).

Other screening: Women with hypertension, diabetes, 
hyperlipidemia, or thrombogenic mutations can use 
(U.S. MEC 1) or generally can use (U.S. MEC 2) IUDs (5). 
Therefore, screening for these conditions is not necessary for 
the safe initiation of IUDs.

Provision of Prophylactic Antibiotics at the 
Time of IUD Insertion

for Cu-IUD or LNG-IUD insertion.
Comments and Evidence Summary. Theoretically, 

IUD insertion could induce bacterial spread and lead to 
complications such as PID or infective endocarditis. A 
metaanalysis was conducted of randomized controlled 
trials examining antibiotic prophylaxis versus placebo or 
no treatment for IUD insertion (99). Use of prophylaxis 
reduced the frequency of unscheduled return visits but did not 
significantly reduce the incidence of PID or premature IUD 
discontinuation. Although the risk for PID was higher within 
the first 20 days after insertion, the incidence of PID was low 
among all women who had IUDs inserted (63). In addition, 
the American Heart Association recommends that the use of 
prophylactic antibiotics solely to prevent infective endocarditis 
is not needed for genitourinary procedures (100). Studies have 
not demonstrated a conclusive link between genitourinary 
procedures and infective endocarditis or a preventive benefit 
of prophylactic antibiotics during such procedures (100).

Routine Follow-Up After IUD Insertion

These recommendations address when routine follow-up is 
needed for safe and effective continued use of contraception 
for healthy women. The recommendations refer to general 
situations and might vary for different users and different 
situations. Specific populations that might benefit from more 
frequent follow-up visits include adolescents, persons with 
certain medical conditions or characteristics, and persons with 
multiple medical conditions.

other problems, if she wants to change the method being used, 
and when it is time to remove or replace the contraceptive 
method. No routine follow-up visit is required.

users should do the following:
 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.
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 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
the IUD for safe and effective continued use on the 
basis of U.S. MEC (e.g., category 3 and 4 conditions 
and characteristics).

 – Consider performing an examination to check for the 
presence of the IUD strings.

 – Consider assessing weight changes and counseling women 
who are concerned about weight changes perceived to be 
associated with their contraceptive method. 

Comments and Evidence Summary. Evidence from a 
systematic review about the effect of a specific follow-up visit 
schedule on IUD continuation is very limited and of poor 
quality. The evidence did not suggest that greater frequency of 
visits or earlier timing of the first follow-up visit after insertion 
improves continuation of use (16) (Level of evidence: II-2, 
poor, direct). Evidence from four studies from a systematic 
review on the incidence of PID among IUD initiators, or 
IUD removal as a result of PID, suggested that the incidence 
of PID did not differ between women using Cu-IUDs and 
those using DMPA, COCs, or LNG-IUDs (17) (Level of 
evidence: I to II-2, good, indirect). Evidence on the timing of 
PID after IUD insertion is mixed. Although the rate of PID 
was generally low, the largest study suggested that the rate of 
PID was significantly higher in the first 20 days after insertion 
(63) (Level of evidence: I to II-3, good to poor, indirect).

Bleeding Irregularities with Cu-IUD Use

potential changes in bleeding patterns during Cu-IUD 
use. Unscheduled spotting or light bleeding, as well as 
heavy or prolonged bleeding, is common during the first 
3–6 months of Cu-IUD use,  is generally not harmful, 
and decreases with continued Cu-IUD use.

problem, such as Cu-IUD displacement, an STD, 
pregnancy, or new pathologic uterine conditions (e.g., 
polyps or fibroids), especially in women who have already 
been using the Cu-IUD for a few months or longer and 
who have developed a new onset of heavy or prolonged 
bleeding. If an underlying gynecological problem is found, 
treat the condition or refer for care.

the woman requests treatment, the following treatment 
option can be considered during days of bleeding:

 – Nonsteroidal antiinflammatory drugs (NSAIDs) for 
short-term treatment (5–7 days)

counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the Cu-IUD, information 
about common side effects such as unscheduled spotting or 
light bleeding or heavy or prolonged menstrual bleeding, 
especially during the first 3–6 months of use, should be 
discussed (70). These bleeding irregularities are generally 
not harmful. Enhanced counseling about expected bleeding 
patterns and reassurance that bleeding irregularities are 
generally not harmful has been shown to reduce method 
discontinuation in clinical trials with other contraceptives (i.e., 
DMPA) (101,102).

Evidence is limited on specific drugs, doses, and durations 
of use for effective treatments for bleeding irregularities with 
Cu-IUD use; therefore, although this document includes 
general recommendations for treatments to consider, evidence 
for specific regimens is lacking.

A systematic review identified 11 articles that examined 
various therapeutic treatments for heavy menstrual bleeding, 
prolonged menstrual bleeding, or both among women using 
Cu-IUDs (18). Nine studies examined the use of various oral 
NSAIDs for the treatment of heavy or prolonged menstrual 
bleeding among Cu-IUD users and compared them to either 
a placebo or a baseline cycle. Three of these trials examined 
the use of indomethacin (103–105), another three examined 
mefenamic acid (106–108), and another three examined 
flufenamic acid (103,104,109). Other NSAIDs used in the 
reported trials included alclofenac (103,104), suprofen (110), 
and diclofenac sodium (111). All but one NSAID study (107) 
demonstrated statistically significant or notable reductions in 
mean total menstrual blood loss with NSAID use. One study 
among 19 Cu-IUD users with heavy bleeding suggested that 
treatment with oral tranexamic acid can significantly reduce 
mean blood loss during treatment compared with placebo 
(111). Data regarding the overall safety of tranexamic acid 
are limited; an FDA warning states that tranexamic acid 
is contraindicated in women with active thromboembolic 
disease or with a history or intrinsic risk for thrombosis 
or thromboembolism (112,113). Treatment with aspirin 
demonstrated no statistically significant change in mean blood 
loss among women whose pretreatment menstrual blood loss 
was >80 mL or 60–80 mL; treatment resulted in a significant 
increase among women whose pretreatment menstrual 
blood loss was <60 mL (114). One study examined the use 
of a synthetic form of vasopressin, intranasal desmopressin 
(300 µg/day), for the first 5 days of menses for three treatment 
cycles and found a significant reduction in mean blood loss 
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compared with baseline (106) (Level of evidence: I to II-3, 
poor to fair, direct). Only one small study examined treatment 
of spotting with three separate NSAIDs and did not observe 
improvements in spotting in any of the groups (103) (Level 
of evidence: I, poor, direct).

Bleeding Irregularities (Including 
Amenorrhea) with LNG-IUD Use

potential changes in bleeding patterns during LNG-IUD 
use. Unscheduled spotting or light bleeding is expected 
during the first 3–6 months of LNG-IUD use, is generally 
not harmful, and decreases with continued LNG-IUD 
use. Over time, bleeding generally decreases with LNG-
IUD use, and many women experience only light 
menstrual bleeding or amenorrhea. Heavy or prolonged 
bleeding, either unscheduled or menstrual, is uncommon 
during LNG-IUD use.

Irregular Bleeding (Spotting, Light Bleeding, or 
Heavy or Prolonged Bleeding)

problem, such as LNG-IUD displacement, an STD, 
pregnancy, or new pathologic uterine conditions (e.g., 
polyps or fibroids). If an underlying gynecological problem 
is found, treat the condition or refer for care.

counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Amenorrhea

Provide reassurance.
 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

counsel her on alternative contraceptive methods, and 
offer another method if it is desired

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the LNG-IUD, information 
about common side effects such as unscheduled spotting 
or light bleeding, especially during the first 3–6 months of 
use, should be discussed. Approximately half of LNG-IUD 
users are likely to experience amenorrhea or oligomenorrhea 
by 2 years of use (115). These bleeding irregularities are 
generally not harmful. Enhanced counseling about expected 
bleeding patterns and reassurance that bleeding irregularities 

are generally not harmful has been shown to reduce method 
discontinuation in clinical trials with other hormonal 
contraceptives (i.e., DMPA) (101,102). No direct evidence 
was found regarding therapeutic treatments for bleeding 
irregularities during LNG-IUD use.

Management of the IUD when a Cu-IUD or 
an LNG-IUD User Is Found To Have PID

Sexually Transmitted 
Diseases Treatment Guidelines (32).

counseling about condom use.

woman needs ongoing contraception.

improvement occurs, continue antibiotics and consider 
removal of the IUD.

sometime after antibiotics have been started to avoid the potential 
risk for bacterial spread resulting from the removal procedure.

Counsel the woman on alternative contraceptive methods, 
and offer another method if it is desired.

provided (Appendix F).
Comments and Evidence Summary. Treatment outcomes 

do not generally differ between women with PID who retain 
the IUD and those who have the IUD removed; however, 
appropriate antibiotic treatment and close clinical follow-up 
are necessary.

A systematic review identified four studies that included 
women using copper or nonhormonal IUDs who developed 
PID and compared outcomes between women who had the 
IUD removed or did not (19). One randomized trial showed 
that women with IUDs removed had longer hospitalizations 
than those who did not, although no differences in PID 
recurrences or subsequent pregnancies were observed (116). 
Another randomized trial showed no differences in laboratory 
findings among women who removed the IUD compared 
with those who did not (117). One prospective cohort study 
showed no differences in clinical or laboratory findings during 
hospitalization; however, the IUD removal group had longer 
hospitalizations (118). One randomized trial showed that 
the rate of recovery for most clinical signs and symptoms 
was higher among women who had the IUD removed than 
among women who did not (119). No evidence was found 
regarding women using LNG-IUDs (Level of evidence: I to 
II-2, fair, direct).
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Management of the IUD when a Cu-IUD or 
an LNG-IUD User Is Found To Be Pregnant

spontaneous abortion (including septic abortion that 
might be life threatening) and of preterm delivery if the 
IUD is left in place. The removal of the IUD reduces these 
risks but might not decrease the risk to the baseline level 
of a pregnancy without an IUD.

 – If she does not want to continue the pregnancy, counsel 
her about options.

 – If she wants continue the pregnancy, advise her to seek 
care promptly if she has heavy bleeding, cramping, pain, 
abnormal vaginal discharge, or fever.

IUD Strings Are Visible or Can Be Retrieved Safely 
from the Cervical Canal

soon as possible.
 – If the IUD is to be removed, remove it by pulling on 
the strings gently.

 – Advise the woman that she should return promptly if 
she has heavy bleeding, cramping, pain, abnormal 
vaginal discharge, or fever.

promptly if she has heavy bleeding, cramping, pain, 
abnormal vaginal discharge, or fever.

IUD Strings Are Not Visible and Cannot Be  
Retrieved Safely

referring for ultrasound examination to determine the 
location of the IUD. If the IUD cannot be located, it might 
have been expelled or have perforated the uterine wall.

by ultrasound to be inside the uterus, advise the woman 
to seek care promptly if she has heavy bleeding, cramping, 
pain, abnormal vaginal discharge, or fever.

Comments and Evidence Summary. Removing the IUD 
improves the pregnancy outcome if the IUD strings are visible 
or the device can be retrieved safely from the cervical canal. 
Risks for spontaneous abortion, preterm delivery, and infection 
are substantial if the IUD is left in place.

Theoretically, the fetus might be affected by hormonal 
exposure from an LNG-IUD; however, whether this exposure 
increases the risk for fetal abnormalities is unknown.

A systematic review identified nine studies suggesting that 
women who did not remove their IUDs during pregnancy 
were at greater risk for adverse pregnancy outcomes (including 

spontaneous abortion, septic abortion, preterm delivery, and 
chorioamnionitis) compared with women who had their IUDs 
removed or who did not have an IUD (58). Cu-IUD removal 
decreased risks but not to the baseline risk for pregnancies 
without an IUD. One case series examined LNG-IUDs. 
When they were not removed, eight in 10 pregnancies ended 
in spontaneous abortions (Level of evidence: II-2, fair, direct).

Implants
The etonogestrel implant, a single rod with 68 mg of 

etonogestrel, is available in the United States. Fewer than 1 
woman out of 100 become pregnant in the first year of use of 
the etonogestrel implant with typical use (59). The implant is 
long acting, is reversible, and can be used by women of all ages, 
including adolescents. The implant does not protect against 
STDs; consistent and correct use of male latex condoms reduces 
the risk for STDs, including HIV.

Initiation of Implants

Timing

certain that the woman is not pregnant (Box 1).

Need for Back-Up Contraception

menstrual bleeding started, no additional contraceptive 
protection is needed.

started, the woman needs to abstain from sexual intercourse 
or use additional contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

Timing: The implant can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

Timing: The implant can be inserted at any time (U.S. 
MEC 2 if <1 month postpartum and U.S. MEC 1 if ≥1 
month postpartum) if it is reasonably certain that the 
woman is not pregnant (Box 1).
Need for back-up contraception: If the woman is <6 months 
postpartum, amenorrheic, and fully or nearly fully breastfeeding 
(exclusively breastfeeding or the vast majority [≥85%] of feeds 
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are breastfeeds) (60), no additional contraceptive protection is 
needed. Otherwise, a woman who is ≥21 days postpartum and 
has not experienced return of her menstrual cycle needs to 
abstain from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

Timing: The implant can be inserted at any time, including 
immediately postpartum (U.S. MEC 1) if it is reasonably 
certain that the woman is not pregnant (Box 1).
Need for back-up contraception: A woman who is 
≥21 days postpartum and has not experienced return of 
her menstrual cycle needs to abstain from sexual 
intercourse or use additional contraceptive protection for 
the next 7 days. If her menstrual cycles have returned and 
it has been >5 days since menstrual bleeding started, she 
needs to abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postabortion (Spontaneous or Induced)

Timing: The implant can be inserted within the first 7 days, 
including immediately after the abortion (U.S. MEC 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
implant is placed at the time of a surgical abortion.

Switching from Another Contraceptive Method

Timing: The implant can be inserted immediately if it is 
reasonably certain that the woman is not pregnant (Box 1). 
Waiting for her next menstrual period is unnecessary.
Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days after insertion.
Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle and 
it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health-
care provider may consider any of the following options:

 – Advise the woman to retain the IUD for at least 7 days 
after the implant is inserted and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – Advise the woman to use ECPs at the time of IUD removal.

Comments and Evidence Summary. In situations in which 
the health-care provider is uncertain whether the woman might 
be pregnant, the benefits of starting the implant likely exceed 
any risk; therefore, starting the implant should be considered 
at any time, with a follow-up pregnancy test in 2–4 weeks.

If a woman needs to use additional contraceptive protection 
when switching to an implant from another contraceptive 
method, consider continuing her previous method for 7 days 
after implant insertion. No direct evidence was found regarding 
the effects of starting the etonogestrel implant at different 
times of the cycle.

Examinations and Tests Needed Before 
Implant Insertion

Among healthy women, no examinations or tests are needed 
before initiation of an implant, although a baseline weight and 
BMI measurement might be useful for monitoring implant 
users over time (Table 3). Women with known medical 
problems or other special conditions might need additional 
examinations or tests before being determined to be appropriate 
candidates for a particular method of contraception. U.S. MEC 
might be useful in such circumstances (5).

TABLE 3. Classification of examinations and tests needed before 
implant insertion

Examination or test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg]/height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use, 2010.
* Class A: essential and mandatory in all circumstances for safe and effective 

use of the contraceptive method. Class B: contributes substantially to safe and 
effective use, but implementation may be considered within the public health 
and/or service context; the risk of not performing an examination or test should 
be balanced against the benefits of making the contraceptive method 
available. Class C: does not contribute substantially to safe and effective use 
of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for 
any methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 2). However, 
measuring weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about 
weight change perceived to be associated with their contraceptive method. 
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Comments and Evidence Summary. Weight (BMI): Obese 
women can use implants (U.S. MEC 1) (5); therefore, screening 
for obesity is not necessary for the safe initiation of implants. 
However, measuring weight and calculating BMI at baseline 
might be helpful for monitoring any changes and counseling 
women who might be concerned about weight change perceived 
to be associated with their contraceptive method.

Bimanual examination and cervical inspection: A pelvic 
examination is not necessary before initiation of implants 
because it would not facilitate detection of conditions for which 
implant use would be unsafe. Women with current breast cancer 
should not use implants (U.S. MEC 4); women with certain 
liver diseases generally should not use implants (U.S. MEC 3) 
(5). However, none of these conditions are likely to be detected 
by pelvic examination (120). A systematic review identified 
two case-control studies that compared delayed and immediate 
pelvic examination before initiation of hormonal contraceptives, 
specifically oral contraceptives or DMPA (15). No differences in 
risk factors for cervical neoplasia, incidence of STDs, incidence 
of abnormal Papanicolaou smears, or incidence of abnormal 
wet mounts were observed. No evidence was found regarding 
implants (Level of evidence: II-2 fair, direct).

Liver enzymes: Although women with certain liver diseases 
generally should not use implants (U.S. MEC 3) (5), screening 
for liver disease before initiation of implants is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with liver enzyme 
tests before initiation of hormonal contraceptives (14). The 
prevalence of liver disorders among women of reproductive 
age is low. In 2008, the percentage of adults aged 18–44 
years with liver disease (not further specified) was 1.0% 
(90). In 2009, the incidence of acute hepatitis A, B, or C 
among women was <1 per 100,000 population (91). During 
1998–2007, the incidence of liver carcinoma among women 
was approximately 3 per 100,000 population (92). Because 
estrogen and progestins are metabolized in the liver, the use 
of hormonal contraceptives among women with liver disease 
might, theoretically, be a concern. The use of hormonal 
contraceptives, specifically COCs and POPs, does not affect 
disease progression or severity in women with hepatitis, 
cirrhosis, or benign focal nodular hyperplasia (93,94), although 
evidence is limited and no evidence exists for implants.

Clinical breast examination: Although women with 
current breast cancer should not use implants (U.S. MEC 4) 
(5), screening asymptomatic women with a clinical breast 

examination before initiating an implant is not necessary 
because of the low prevalence of breast cancer among women 
of reproductive age (15–49 years). A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with a breast examination 
before initiation of hormonal contraceptives (15). The 
incidence of breast cancer among women of reproductive age 
in the United States is low. In 2009, the incidence of breast 
cancer among women aged 20–49 years was approximately 72 
per 100,000 women (95).

Other screening: Women with hypertension, diabetes, 
hyperlipidemia, anemia, thrombogenic mutations, cervical 
intraepithelial neoplasia, cervical cancer, STDs, or HIV infection 
can use (U.S. MEC 1) or generally can use (U.S. MEC 2) 
implants (5); therefore, screening for these conditions is not 
necessary for the safe initiation of implants.

Routine Follow-Up After Implant Insertion

These recommendations address when routine follow-up is 
needed for safe and effective continued use of contraception 
for healthy women. The recommendations refer to general 
situations and might vary for different users and different 
situations. Specific populations that might benefit from more 
frequent follow-up visits include adolescents, those with certain 
medical conditions or characteristics, and those with multiple 
medical conditions.

or other problems, if she wants to change the method being 
used, and when it is time to remove or replace the 
contraceptive method. No routine follow-up visit is required.

users should do the following:
 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
the implant for safe and effective continued use based 
on U.S. MEC (e.g., category 3 and 4 conditions and 
characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight changes perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. A systematic review 
did not identify any evidence regarding whether a routine 
follow-up visit after initiating an implant improves correct or 
continued use (16).
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Bleeding Irregularities (Including 
Amenorrhea) During Implant Use

potential changes in bleeding patterns during implant use. 
Unscheduled spotting or light bleeding is common with 
implant use, and some women experience amenorrhea. 
These bleeding changes are generally not harmful and 
might or might not decrease with continued implant use. 
Heavy or prolonged bleeding, unscheduled or menstrual, 
is uncommon during implant use.

Irregular Bleeding (Spotting, Light Bleeding, or 
Heavy or Prolonged Bleeding)

problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(e.g., polyps or fibroids). If an underlying gynecological 
problem is found, treat the condition or refer for care.

the woman wants treatment, the following treatment 
options during days of bleeding can be considered:

 – NSAIDS for short-term treatment (5–7 days)
 – Hormonal treatment (if medically eligible) with low-
dose COCs or estrogen for short-term treatment 
(10–20 days)

unacceptable, counsel her on alternative methods, and 
offer another method if it is desired.

Amenorrhea

Provide reassurance.
 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the implant, information 
about common side effects, such as unscheduled spotting or 
light bleeding and amenorrhea, especially during the first 
year of use should be discussed. A pooled analysis of data 
from 11 clinical trials indicate that a significant proportion of 
etonogestrel implant users had relatively little bleeding: 22% 
of women experienced amenorrhea and 34% experienced 
infrequent spotting, although 7% reported frequent bleeding 
and 18% reported prolonged bleeding (121). Unscheduled 
bleeding or amenorrhea is generally not harmful. Enhanced 

counseling about expected bleeding patterns and reassurance 
that bleeding irregularities are generally not harmful has been 
shown to reduce discontinuation in clinical trials with other 
hormonal contraceptives (i.e., DMPA) (101,102).

A systematic review and four newly published studies 
examined several medications for the treatment of bleeding 
irregularities with primarily LNG contraceptive implants 
(122–126). Two small studies found significant cessation of 
bleeding within 7 days of start of treatment among women 
taking oral celecoxib (200 mg) daily for 5 days or oral 
mefenamic acid (500 mg) 3 times daily for 5 days compared 
with placebo (124,125). Differences in bleeding cessation 
were not found among women with etonogestrel implants 
taking mifepristone but were found when women with the 
implants combined mifepristone with either ethinyl estradiol 
or doxycycline (126,127). Doxycycline alone or in combination 
with ethinyl estradiol did not improve bleeding cessation 
among etonogestrel implant users (126). Among LNG implant 
users, mifepristone reduced the number of bleeding or spotting 
days but only after 6 months of treatment (128). Evidence 
also suggests that estrogen (129–131), daily COCs (129), 
levonorgestrel pills (130), tamoxifen (132), or tranexamic 
acid (133) can reduce the number of bleeding or spotting 
days during treatment among levonorgestrel implant users. In 
one small study, vitamin E was found to significantly reduce 
the mean number of bleeding days after the first treatment 
cycle; however, another larger study reported no significant 
differences in length of bleeding and spotting episodes with 
vitamin E treatment (134,135). Use of aspirin did not result 
in a significant difference in median length of bleeding or 
bleeding and spotting episodes after treatment (134). One 
study among implant users reported a reduction in number of 
bleeding days after initiating ibuprofen; however, another trial 
did not demonstrate any significant differences in the number 
of spotting and bleeding episodes with ibuprofen compared 
with placebo (123,130).

Injectables
Progestin-only injectable contraceptives (DMPA, 150 mg 

intramuscularly or 104 mg subcutaneously) are available in 
the United States; the only difference between these two 
formulations is the route of administration. Approximately 6 
out of 100 women will become pregnant in the first year of use 
of DMPA with typical use (59). DMPA is reversible and can 
be used by women of all ages, including adolescents. DMPA 
does not protect against STDs; consistent and correct use of 
male latex condoms reduces the risk for STDs, including HIV.
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Initiation of Injectables

Timing

reasonably certain that the woman is not pregnant (Box 1).

Need for Back-Up Contraception

bleeding started, no additional contraceptive protection 
is needed.

the woman needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

Timing: The first DMPA injection can be given at any 
time if it is reasonably certain that the woman is not 
pregnant (Box 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

Timing: The first DMPA injection can be given at any 
time, including immediately postpartum (U.S. MEC 2 if 
<1 month postpartum and U.S. MEC 1 if ≥1 month 
postpartum) if it is reasonably certain that the woman is 
not pregnant (Box 1).
Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (60), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >7 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

Timing: The first DMPA injection can be given at any 
time, including immediately postpartum (U.S. MEC 1) 
if it is reasonably certain that the woman is not pregnant 
(Box 1).
Need for back-up contraception: A woman who is 
≥21 days postpartum and has not experienced return of 
her menstrual cycle needs to abstain from sexual 

intercourse or use additional contraceptive protection for 
the next 7 days. If her menstrual cycles have returned and 
it has been >7 days since menstrual bleeding started, she 
needs to abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postabortion (Spontaneous or Induced)

Timing: The first DMPA injection can be given within 
the first 7 days, including immediately postabortion 
(U.S. MEC 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
injection is given at the time of a surgical abortion.

Switching from Another Contraceptive Method

Timing: The first DMPA injection can be given 
immediately if it is reasonably certain that the woman is 
not pregnant (Box 1). Waiting for her next menstrual 
period is unnecessary.
Need for back-up contraception: If it has been >7 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.
Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle and 
it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health-
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 7 days 
after the injection and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – Advise the woman to use ECPs at the time of IUD removal.
Comments and Evidence Summary. In situations in which 

the health-care provider is uncertain whether the woman might 
be pregnant, the benefits of starting DMPA likely exceed 
any risk; therefore, starting DMPA should be considered at 
any time, with a follow-up pregnancy test in 2–4 weeks. If a 
woman needs to use additional contraceptive protection when 
switching to DMPA from another contraceptive method, 
consider continuing her previous method for 7 days after 
DMPA injection.

A systematic review identified eight articles examining 
DMPA initiation on different days of the menstrual cycle (20). 
Evidence from two studies with small samples indicated that 
DMPA injections given up to day 7 of the menstrual cycle 
inhibited ovulation; when DMPA was administered after 



Recommendations and Reports

MMWR / June 21, 2013 / Vol. 62 / No. 5 19

day 7, ovulation occurred in some women. Cervical mucus 
was of poor quality (i.e., not favorable for sperm penetration) 
in 90% of women within 24 hours of the injection (Level 
of evidence: II-2, fair) (136–138). Studies found that use of 
another contraceptive method until DMPA could be initiated 
(bridging option) did not help women initiate DMPA and was 
associated with more unintended pregnancies than immediate 
receipt of DMPA (139–143) (Level of evidence: I to II-3, fair 
to poor, indirect).

Examinations and Tests Needed Before 
Initiation of an Injectable

Among healthy women, no examinations or tests are needed 
before initiation of DMPA, although a baseline weight and 
BMI measurement might be useful for monitoring DMPA users 
over time (Table 4). Women with known medical problems or 
other special conditions might need additional examinations 
or tests before being determined to be appropriate candidates 
for a particular method of contraception. U.S. MEC might 
be useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): Obese 
women can use (U.S. MEC 1) or generally can use (U.S. MEC 2) 
DMPA (5); therefore, screening for obesity is not necessary for 

the safe initiation of DMPA. However, measuring weight and 
calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned 
about weight change perceived to be associated with their 
contraceptive method. (See guidance on follow-up for DMPA 
users for evidence on weight gain with DMPA use.)

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of DMPA 
because it does not facilitate detection of conditions for 
which DMPA would be unsafe. Although women with 
current breast cancer should not use DMPA (U.S. MEC 4), 
and women with severe hypertension, heart disease, vascular 
disease, migraine headaches with aura, or certain liver diseases 
generally should not use DMPA (U.S. MEC 3) (5), none of 
these conditions are likely to be detected by pelvic examination 
(120). A systematic review identified two case-control studies 
that compared delayed versus immediate pelvic examination 
before initiation of hormonal contraceptives, specifically oral 
contraceptives or DMPA (15). No differences in risk factors for 
cervical neoplasia, incidence of STDs, incidence of abnormal 
Papanicolaou smears, or incidence of abnormal wet mounts 
were observed (Level of evidence: II-2, fair, direct).

Blood pressure: Women with hypertension generally can 
use DMPA (U.S. MEC 2), with the exception of women with 
severe hypertension or vascular disease, who generally should 
not use DMPA (U.S. MEC 3) (5). Screening for hypertension 
before initiation of DMPA is not necessary because of the 
low prevalence of undiagnosed severe hypertension and the 
high likelihood that women with these conditions already 
would have had them diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with a blood pressure 
measurement before initiation of progestin-only contraceptives 
(21). The prevalence of undiagnosed hypertension among 
women of reproductive age is low. During 1999–2008 among 
women aged 20–44 years in the United States, the percentage 
with diagnosed hypertension was 7.8%, and the percentage 
with undiagnosed hypertension was 1.9% (144).

Glucose: Although women with complicated diabetes 
generally should not use DMPA (U.S. MEC 3) (5), screening 
for diabetes before initiation of DMPA is not necessary because 
of the low prevalence of undiagnosed diabetes and the high 
likelihood that women with complicated diabetes would 
already have had the condition diagnosed. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with glucose 
measurement before initiation of hormonal contraceptives 
(14). The prevalence of diabetes among women of reproductive 
age is low. During 1999–2008 among women aged 20–44 years 

TABLE 4. Classification of examinations and tests needed before 
DMPA initiation

Examination or test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg]/height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; DMPA = depot medroxyprogesterone 
acetate; HIV  =  human immunodeficiency virus; STD  =  sexually transmitted 
disease; U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive Use, 2010.
* Class A: essential and mandatory in all circumstances for safe and effective 

use of the contraceptive method. Class B: contributes substantially to safe and 
effective use, but implementation may be considered within the public health 
and/or service context; the risk of not performing an examination or test should 
be balanced against the benefits of making the contraceptive method 
available. Class C: does not contribute substantially to safe and effective use 
of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for 
any methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 2). However, 
measuring weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about 
weight change perceived to be associated with their contraceptive method. 
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in the United States, the percentage with diagnosed diabetes 
was 3% and the percentage with undiagnosed diabetes was 
0.5% (144). Although hormonal contraceptives can have some 
adverse effects on glucose metabolism in healthy and diabetic 
women, the overall clinical effect is minimal (145–151).

Liver enzymes: Although women with certain liver diseases 
generally should not use DMPA (U.S. MEC 3) (5), screening 
for liver disease before initiation of DMPA is not necessary 
because of the low prevalence of these conditions and the high 
likelihood that women with liver disease already would have 
had the condition diagnosed. A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with liver enzyme tests before 
initiation of hormonal contraceptives (14). The prevalence of 
liver disorders among women of reproductive age is low. In 2008 
among adults aged 18–44 years, the percentage with liver disease 
(not further specified) was 1.0% (90). In 2009, the incidence of 
acute hepatitis A, B, or C among women was <1 per 100,000 
population (91). During 1998–2007, the incidence of liver 
carcinoma among women was approximately 3 per 100,000 
population (92). Because estrogen and progestins are metabolized 
in the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use of 
hormonal contraceptives, specifically COCs and POPs, does not 
affect disease progression or severity in women with hepatitis, 
cirrhosis, or benign focal nodular hyperplasia (93,94), although 
evidence is limited and no evidence exists for DMPA.

Clinical breast examination: Although women with current 
breast cancer should not use DMPA (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination before 
initiating DMPA is not necessary because of the low prevalence 
of breast cancer among women of reproductive age. A systematic 
review did not identify any evidence regarding outcomes 
among women who were screened versus not screened with 
a clinical breast examination before initiation of hormonal 
contraceptives (15). The incidence of breast cancer among 
women of reproductive age in the United States is low. In 2009, 
the incidence of breast cancer among women aged 20–49 years 
was approximately 72 per 100,000 women (95).

Other screening: Women with hyperlipidemia, anemia, 
thrombogenic mutations, cervical intraepithelial neoplasia, 
cervical cancer, HIV infection, or other STDs can use 
(U.S. MEC 1) or generally can use (U.S. MEC 2) DMPA (5); 
therefore, screening for these conditions is not necessary for 
the safe initiation of DMPA.

Routine Follow-Up After Injectable 
Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
different situations. Specific populations that might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.

or other problems, if she wants to change the method 
being used, and when it is time for reinjection. No routine 
follow-up visit is required.

injectable users should do the following:
 – Assess the woman’s satisfaction with her contraceptive method 

and whether she has any concerns about method use.
 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
the injectable for safe and effective continued use based 
on U.S. MEC (e.g., category 3 and 4 conditions and 
characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight changes perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. Although no evidence 
exists regarding whether a routine follow-up visit after initiating 
DMPA improves correct or continued use, monitoring weight 
or BMI change over time is important for DMPA users.

A systematic review identified a limited body of evidence that 
examined whether weight gain in the few months after DMPA 
initiation predicted future weight gain (17). Two studies found 
significant differences in weight gain or BMI at follow-up 
periods ranging from 12 to 36 months between early weight 
gainers (i.e., those who gained >5% of their baseline body 
weight within 6 months after initiation) and those who were 
not early weight gainers (152,153). The differences between 
groups were more pronounced at 18, 24, and 36 months 
than at 12 months. One study found that most adolescent 
DMPA users who had gained >5% of their baseline weight by 
3 months gained even more weight by 12 months (154) (Level 
of evidence: II-2, fair, to II-3, fair, direct).

Timing of Repeat Injections

Reinjection Interval
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Special Considerations

Early Injection

Late Injection

late (15 weeks from the last injection) without requiring 
additional contraceptive protection.

for a repeat DMPA injection, she can have the injection if it is 
reasonably certain that she is not pregnant (Box 1). She needs to 
abstain from sexual intercourse or use additional contraceptive 
protection for the next 7 days. She might consider the use of 
emergency contraception if appropriate.

Comments and Evidence Summary. There are no time 
limits on early injections; injections can be given when 
necessary (e.g., when a woman cannot return at the routine 
interval). WHO has extended the time that a woman can 
have a late reinjection (i.e., grace period) for DMPA use from 
2 weeks to 4 weeks on the basis of data from one study showing 
low pregnancy rates through 4 weeks; however, the CDC 
expert group did not consider the data to be generalizable to 
the United States because a large proportion of women in the 
study were breastfeeding. Therefore, U.S. SPR recommends 
a grace period of 2 weeks.

A systematic review identified 12 studies evaluating time to 
pregnancy or ovulation after the last injection of DMPA (155). 
Although pregnancy rates were low during the 2-week interval 
following the reinjection date and for 4 weeks following the 
reinjection date, data were sparse and one study included a 
large proportion of breastfeeding women (156–158). Studies 
also indicated a wide variation in time to ovulation after the 
last DMPA injection, with the majority ranging from 15 to 
49 weeks from the last injection (159–167) (Level of evidence:  
II-2, fair, direct).

Bleeding Irregularities (Including 
Amenorrhea) During Injectable Use

potential changes in bleeding patterns during DMPA use. 
Amenorrhea and unscheduled spotting or light bleeding 
is common with DMPA use, and heavy or prolonged 
bleeding can occur with DMPA use. These bleeding 
irregularities are generally not harmful and might decrease 
with continued DMPA use.

Unscheduled Spotting or Light Bleeding

problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(e.g., polyps or fibroids). If an underlying gynecological 
problem is found, treat the condition or refer for care.

the woman wants treatment, the following treatment 
option during days of bleeding can be considered:

 – NSAIDs for short-term treatment (5–7 days)

woman finds it unacceptable, counsel her on alternative 
contraceptive methods, and offer another method if it is desired.

Heavy or Prolonged Bleeding

problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(such as fibroids or polyps). If an underlying gynecologic 
problem is identified, treat the condition or refer for care.

the woman wants treatment, the following treatment 
options during days of bleeding can be considered:

 – NSAIDS for short-term treatment (5–7 days)
 – Hormonal treatment (if medically eligible) with low-
dose COCs or estrogen for short-term treatment 
(10–20 days)

it unacceptable, counsel her on alternative contraceptive 
methods, and offer another method if it is desired.

Amenorrhea

Provide reassurance.
 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before initiation of DMPA, information 
about common side effects such as irregular bleeding should 
be discussed. Unscheduled bleeding or spotting is common 
with DMPA use (168). Additionally, amenorrhea is common 
after ≥1 years of continuous use (168,169). These bleeding 
irregularities are generally not harmful. Enhanced counseling 
among DMPA users detailing expected bleeding patterns and 
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reassurance that these irregularities generally are not harmful 
has been shown to reduce DMPA discontinuation in clinical 
trials (101,102).

A systematic review, as well as two additional studies, 
examined the treatment of bleeding irregularities during 
DMPA use (122,170,171). Two small studies found significant 
cessation of bleeding within 7 days of starting treatment 
among women taking valdecoxib for 5 days or mefenamic 
acid for 5 days compared with placebo (172,173). Treatment 
with ethinyl estradiol was found to stop bleeding better 
than placebo during the treatment period, although rates 
of discontinuation were high, and safety outcomes were not 
examined (174). In one small study among DMPA users who 
had been experiencing amenorrhea for 2 months, treatment 
with COCs was found to alleviate amenorrhea better than 
placebo (175). No studies examined the effects of aspirin on 
bleeding irregularities among DMPA users.

Combined Hormonal Contraceptives
Combined hormonal contraceptives contain both estrogen 

and a progestin and include 1) COCs (various formulations), 
2) a transdermal contraceptive patch (which releases 150 µg 
of norelgestromin and 20 µg ethinyl estradiol daily), and 
3) a vaginal contraceptive ring (which releases 120 µg 
etonogestrel and 15 µg ethinyl estradiol daily). Approximately 
9 out of 100 women become pregnant in the first year of use 
with combined hormonal contraceptives with typical use (59). 
These methods are reversible and can be used by women of all 
ages. Combined hormonal contraceptives are generally used for 
21–24 consecutive days, followed by 4–7 hormone-free days 
(either no use or placebo pills). These methods are sometimes 
used for an extended period with infrequent or no hormone-
free days. Combined hormonal contraceptives do not protect 
against STDs; consistent and correct use of male latex condoms 
reduces the risk for STDs, including HIV.

Initiation of Combined Hormonal 
Contraceptives

Timing

any time if it is reasonably certain that the woman is not 
pregnant (Box 1).

Need for Back-Up Contraception

the first 5 days since menstrual bleeding started, no 
additional contraceptive protection is needed.

since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

Timing: Combined hormonal contraceptives can be 
started at any time if it is reasonably certain that the 
woman is not pregnant (Box 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

Timing: Combined hormonal contraceptives can be started 
when the woman is medically eligible to use the method (176) 
and if it is reasonably certain that she is not pregnant. (Box 1).

 – Postpartum women who are breastfeeding should not use 
combined hormonal contraceptives during the first 
3 weeks after delivery (U.S. MEC 4) because of concerns 
about increased risk for venous thromboembolism and 
generally should not use combined hormonal contraceptives 
during the fourth week postpartum (U.S. MEC 3) because 
of concerns about potential effects on breastfeeding 
performance. Postpartum, breastfeeding women with 
other risk factors for venous thromboembolism generally 
should not use combined hormonal contraceptives 4–6 
weeks after delivery (U.S. MEC 3).

Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (60), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

Timing: Combined hormonal contraceptives can be started 
when the woman is medically eligible (176) and if it is 
reasonably certain that she is not pregnant (Box 1).

 – Postpartum women should not use combined hormonal 
contraceptives during the first 3 weeks after delivery 
(U.S. MEC 4) because of concerns about increased risk 
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for venous thromboembolism. Postpartum women with 
other risk factors for venous thromboembolism 
generally should not use combined hormonal 
contraceptives 3–6 weeks after delivery (U.S. MEC 3).

Need for back-up contraception: A woman who is ≥21 
days postpartum and whose menstrual cycles have not 
returned needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days. If 
her menstrual cycles have returned and it has been >5 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days.

Postabortion (Spontaneous or Induced)

Timing: Combined hormonal contraceptives can be started 
within the first 7 days after first or second trimester abortion, 
including immediately postabortion (U.S. MEC 1).
Need for back-up contraception: She needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days unless combined hormonal 
contraceptives are started at the time of a surgical abortion.

Switching from Another Contraceptive Method

Timing: Combined hormonal contraceptives can be 
started immediately if it is reasonably certain that the 
woman is not pregnant (Box 1). Waiting for her next 
menstrual period is unnecessary.
Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days.
Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle and 
it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health-
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 7 days 
after combined hormonal contraceptives are initiated 
and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – Advise the woman to use ECPs at the time of IUD removal.
Comments and Evidence Summary. In situations in which 

the health-care provider is uncertain whether the woman 
might be pregnant, the benefits of starting combined hormonal 
contraceptives likely exceed any risk; therefore, starting 
combined hormonal contraceptives should be considered at 
any time, with a follow-up pregnancy test in 2–4 weeks. If a 

woman needs to use additional contraceptive protection when 
switching to combined hormonal contraceptives from another 
contraceptive method, consider continuing her previous method 
for 7 days after starting combined hormonal contraceptives.

A systematic review of 18 studies examined the effects of 
starting combined hormonal contraceptives on different days 
of the menstrual cycle (22). Overall, the evidence suggested 
that pregnancy rates did not differ by the timing of combined 
hormonal contraceptive initiation (143,177–179) (Level of 
evidence: I to II-3, fair, indirect). The more follicular activity that 
occurred before starting COCs, the more likely ovulation was to 
occur; however, no ovulations occurred when COCs were started 
at a follicle diameter of 10 mm (mean cycle day 7.6) or when the 
ring was started at 13 mm (median cycle day 11) (180–189) (Level 
of evidence: I to II-3, fair, indirect). Bleeding patterns and other 
side effects did not vary with the timing of combined hormonal 
contraceptive initiation (177,178,190–194) (Level of evidence: 
I to II-2, good to poor, direct). Although continuation rates of 
combined hormonal contraceptives were initially improved by 
the “quick start” approach (i.e., starting on the day of the visit), 
the advantage disappeared over time (178,179,190–195) (Level 
of evidence: I to II-2, good to poor, direct).

Examinations and Tests Needed Before 
Initiation of Combined Hormonal 

Contraceptives

Among healthy women, few examinations or tests are 
needed before initiation of combined hormonal contraceptives 
(Table 5). Blood pressure should be measured before initiation 
of combined hormonal contraceptives. Baseline weight 
and BMI measurements might be useful for monitoring 
combined hormonal contraceptive users over time. Women 
with known medical problems or other special conditions 
might need additional examinations or tests before being 
determined to be appropriate candidates for a particular 
method of contraception. U.S. MEC might be useful in such 
circumstances (5).

Comments and Evidence Summary. Blood pressure: 
Women who have more severe hypertension (systolic pressure 
of ≥160 mm Hg or diastolic pressure of ≥100 mm Hg) 
or vascular disease should not use combined hormonal 
contraceptives (U.S. MEC 4), and women who have less 
severe hypertension (systolic pressure of 140–159 mm Hg or 
diastolic pressure of 90–99 mm Hg) or adequately controlled 
hypertension generally should not use combined hormonal 
contraceptives (U.S. MEC 3) (5). Therefore, blood pressure 
should be measured before initiating combined hormonal 
contraceptives. If access to health care is limited, blood pressure 
measurements may be obtained in nonclinical settings, such as 
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pharmacies or fire stations, and reported by the woman to her 
provider. Evidence suggests that cardiovascular outcomes are 
worse among women who did not have their blood pressure 
measured before initiating COCs.

A systematic review identified six articles from three studies 
that reported cardiovascular outcomes among women who had 
blood pressure measurements and women who did not have 
blood pressure measurements before initiating COCs (21). 
Three case-control studies showed that women who did not 
have blood pressure measurements before initiating COCs 
had a higher risk for acute myocardial infarction than women 
who did have blood pressure measurements (196–198). Two 
case-control studies showed that women who did not have 
blood pressure measurements before initiating COCs had 
a higher risk for ischemic stroke than women who did have 
blood pressure measurements (199,200). One case-control 
study showed no difference in the risk for hemorrhagic stroke 
among women who initiated COCs regardless of whether their 
blood pressure was measured (201). Studies that examined 
hormonal contraceptive methods other than COCs were not 
identified (Level of evidence: II-2, fair, direct).

Weight (BMI): Obese women generally can use combined 
hormonal contraceptives (U.S. MEC 2) (5); therefore, 
screening for obesity is not necessary for the safe initiation 
of combined hormonal contraceptives. However, measuring 
weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might 
be concerned about weight change perceived to be associated 
with their contraceptive method.

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of combined 
hormonal contraceptives because it does not facilitate detection 
of conditions for which hormonal contraceptives would be 
unsafe. Women with certain conditions such as current breast 
cancer, severe hypertension or vascular disease, heart disease, 
migraine headaches with aura, and certain liver diseases, as well 
as women aged ≥35 years who smoke ≥15 cigarettes per day, 
should not use (U.S. MEC 4) or generally should not use (U.S. 
MEC 3) combined hormonal contraceptives (5); however, none 
of these conditions are likely to be detected by pelvic examination 
(120). A systematic review identified two case-control studies 
that compared delayed and immediate pelvic examination 
before initiation of hormonal contraceptives, specifically oral 
contraceptives or DMPA (15). No differences in risk factors for 
cervical neoplasia, incidence of STDs, incidence of abnormal 
Papanicolaou smears, or incidence of abnormal wet mounts were 
found (Level of evidence: II-2 fair, direct).

Glucose: Although women with complicated diabetes 
should not use (U.S. MEC 4) or generally should not use 
(U.S. MEC 3) combined hormonal contraceptives, depending 
on the severity of the condition (5), screening for diabetes 
before initiation of hormonal contraceptives is not necessary 
because of the low prevalence of undiagnosed diabetes and the 
high likelihood that women with complicated diabetes already 
would have had the condition diagnosed. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with glucose 
measurement before initiation of hormonal contraceptives 
(14). The prevalence of diabetes among women of reproductive 
age is low. During 1999–2008 among women aged 20–44 years 
in the United States, the percentage with diagnosed diabetes 
was 3% and the percentage with undiagnosed diabetes was 
0.5% (144). Although hormonal contraceptives can have some 
adverse effects on glucose metabolism in healthy and diabetic 
women, the overall clinical effect is minimal (145–151).

Lipids: Although some women with hyperlipidemias 
generally should not use combined hormonal contraceptives 
(U.S. MEC 2/3, depending on the type and severity of the 
hyperlipidemia and presence of other cardiovascular risk 
factors) (5), screening for hyperlipidemia before initiation of 

TABLE 5. Classification of examinations and tests needed before 
combined hormonal contraceptive initiation

Examination or laboratory test Class*

Examination

Blood pressure A†

Weight (BMI) (weight [kg]/height [m]2) —§

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use, 2010.
* Class A: essential and mandatory in all circumstances for safe and effective 

use of the contraceptive method. Class B: contributes substantially to safe and 
effective use, but implementation may be considered within the public health 
and/or service context; the risk of not performing an examination or test should 
be balanced against the benefits of making the contraceptive method 
available. Class C: does not contribute substantially to safe and effective use 
of the contraceptive method.

† In cases in which access to health care might be limited, the blood pressure 
measurement can be obtained by the woman in a nonclinical setting (e.g., 
pharmacy or fire station) and self-reported to the provider.

§ Weight (BMI) measurement is not needed to determine medical eligibility for 
any methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 2). However, 
measuring weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about 
weight change perceived to be associated with their contraceptive method.
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hormonal contraceptives is not necessary because of the low 
prevalence of undiagnosed disease in women of reproductive 
age and the low likelihood of clinically significant changes 
with use of hormonal contraceptives. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with lipid 
measurement before initiation of hormonal contraceptives 
(14). The prevalence of hyperlipidemia among women of 
reproductive age is low. During 1999–2008 among women 
aged 20–44 years in the United States, approximately 10% 
had hypercholesterolemia, defined as total cholesterol 
≥ 240 mg/dL or currently taking lipid-lowering medications, 
and the prevalence of undiagnosed hypercholesterolemia was 
approximately 2% (144). Studies have shown mixed results 
about the effects of hormonal methods on lipid levels, and the 
clinical significance of these changes is unclear (202–204). In 
addition, women with abnormal lipid levels at baseline were 
not found to have increased risk for adverse changes to their 
lipid profile when using hormonal methods (202).

Liver enzymes: Although women with certain liver 
diseases should not use (U.S. MEC 4) or generally should 
not use (U.S. MEC 3) combined hormonal contraceptives 
(5), screening for liver disease before initiation of combined 
hormonal contraceptives is not necessary because of the low 
prevalence of these conditions and the high likelihood that 
women with liver disease already would have had the condition 
diagnosed. A systematic review did not identify any evidence 
regarding outcomes among women who were screened versus 
not screened with liver enzyme tests before initiation of 
hormonal contraceptives (14). The prevalence of liver disorders 
among women of reproductive age is low. In 2008 among 
adults aged 18–44 years, the percentage with liver disease (not 
further specified) was 1.0% (90). In 2009, the incidence of 
acute hepatitis A, B, or C among women was <1 per 100,000 
population (91). During 1998–2007, the incidence of liver 
carcinoma among women was approximately 3 per 100,000 
population (92). Because estrogen and progestins are 
metabolized in the liver, the use of hormonal contraceptives 
among women with liver disease might, theoretically, be a 
concern. The use of hormonal contraceptives, specifically 
COCs and POPs, does not affect disease progression or severity 
in women with hepatitis, cirrhosis, or benign focal nodular 
hyperplasia (93,94), although evidence is limited; no evidence 
exists for other types of combined hormonal contraceptives.

Thrombogenic mutations: Women with thrombogenic 
mutations should not use combined hormonal contraceptives 
(U.S. MEC 4) (5) because of the increased risk for venous 
thromboembolism (205). However, studies have shown 
that universal screening for thrombogenic mutations before 

initiating COCs is not cost-effective because of the rarity of 
the conditions and the high cost of screening (206–208).

Clinical breast examination: Although women with 
current breast cancer should not use combined hormonal 
contraceptives (U.S. MEC 4) (5), screening asymptomatic 
women with a clinical breast examination before initiating 
combined hormonal contraceptives is not necessary because 
of the low prevalence of breast cancer among women of 
reproductive age. A systematic review did not identify any 
evidence regarding outcomes among women who were 
screened versus not screened with a breast examination before 
initiation of hormonal contraceptives (15). The incidence of 
breast cancer among women of reproductive age in the United 
States is low. In 2009, the incidence of breast cancer among 
women aged 20–49 years was approximately 72 per 100,000 
women (95).

Other screening: Women with anemia, cervical intraepithelial 
neoplasia, cervical cancer, HIV infection, or other STDs can 
use (U.S. MEC 1) or generally can use (U.S. MEC 2) combined 
hormonal contraceptives (5); therefore, screening for these 
conditions is not necessary for the safe initiation of combined 
hormonal contraceptives.

Number of Pill Packs that Should Be 
Provided at Initial and Return Visits

1-year supply of COCs (e.g., 13 28-day pill packs), 
depending on the woman’s preferences and anticipated use.

amount and at the time she needs them.
Comments and Evidence Summary. The more pill packs 

given up to 13 cycles, the higher the continuation rates. 
Restricting the number of pill packs distributed or prescribed 
can result in unwanted discontinuation of the method and 
increased risk for pregnancy.

A systematic review of the evidence suggested that providing 
a greater number of pill packs was associated with increased 
continuation (23). Studies that compared provision of one 
versus 12 packs, one versus 12 or 13 packs, or three versus seven 
packs found increased continuation of pill use among women 
provided with more pill packs (209–211). However, one study 
found that there was no difference in continuation when patients 
were provided one and then three packs versus four packs all at 
once (212). In addition to continuation, a greater number of 
pills packs provided was associated with fewer pregnancy tests, 
fewer pregnancies, and lower cost per client. However, a greater 
number of pill packs (i.e., 13 packs versus three packs) also was 
associated with increased pill wastage in one study (210) (Level 
of evidence: I to II-2, fair, direct).
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Routine Follow-Up After Combined 
Hormonal Contraceptive Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
different situations. Specific populations that might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.

or other problems or if she wants to change the method 
being used. No routine follow-up visit is required.

hormonal contraceptive users should do the following:
 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
combined hormonal contraceptives for safe and 
effective continued use based on U.S. MEC (e.g., 
category 3 and 4 conditions and characteristics).

 – Assess blood pressure.
 – Consider assessing weight changes and counseling women 

who are concerned about weight changes perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. No evidence exists 
regarding whether a routine follow-up visit after initiating combined 
hormonal contraceptives improves correct or continued use. 
Monitoring blood pressure is important for combined hormonal 
contraceptive users. Health-care providers might consider 
recommending women obtain blood pressure measurements in 
nonclinical settings (e.g., pharmacy or fire station).

A systematic review identified five studies that examined the 
incidence of hypertension among women who began using 
a COC versus those who started a nonhormonal method 
of contraception or a placebo (17). Few women developed 
hypertension after initiating COCs, and studies examining 
increases in blood pressure after COC initiation found mixed 
results. No studies were identified that examined changes in 
blood pressure among patch or vaginal ring users (Level of 
evidence: I, fair, to II-2, fair, indirect).

Late or Missed Doses and Side Effects from 
Combined Hormonal Contraceptive Use

For the following recommendations, a dose is considered 
late when <24 hours have elapsed since the dose should have 

been taken. A dose is considered missed if ≥24 hours have 
elapsed since the dose should have been taken. For example, 
if a COC pill was supposed to have been taken on Monday at 
9:00 a.m. and is taken at 11:00 a.m., the pill is late; however, 
by Tuesday morning at 11:00 a.m., Monday’s 9:00 a.m. pill 
has been missed and Tuesday’s 9:00 a.m. pill is late. For COCs, 
the recommendations only apply to late or missed hormonally 
active pills and not to placebo pills. Recommendations are 
provided for late or missed pills (Figure 2), the patch (Figure 3), 
and the ring (Figure 4).

Comments and Evidence Summary. Inconsistent or 
incorrect use of combined hormonal contraceptives is a major 
cause of combined hormonal contraceptive failure. Extending 
the hormone-free interval is considered to be a particularly risky 
time to miss combined hormonal contraceptives. Seven days of 
continuous combined hormonal contraceptive use is deemed 
necessary to reliably prevent ovulation. The recommendations 
reflect a balance between simplicity and precision of science. 
Women who frequently miss COCs or experience other usage 
errors with combined hormonal patch or combined vaginal 
ring should consider an alternative contraceptive method 
that is less dependent on the user to be effective (e.g., IUD, 
implant, or injectable).

A systematic review identified 36 studies that examined 
measures of contraceptive effectiveness of combined hormonal 
contraceptives during cycles with extended hormone-free 
intervals, shortened hormone-free intervals, or deliberate 
nonadherence on days not adjacent to the hormone-free 
interval (24). Most of the studies examined COCs (188,213–
240), two examined the combined hormonal patch (234,241), 
and six examined the combined vaginal ring (185,242–246). 
No direct evidence on the effect of missed pills on the risk 
for pregnancy was found. Studies of women deliberately 
extending the hormone-free interval up to 14 days found 
wide variability in the amount of follicular development and 
occurrence of ovulation (216,219,221,222,224,225,227–230); 
in general, the risk for ovulation was low, and among women 
who did ovulate, cycles were usually abnormal. In studies of 
women who deliberately missed pills on various days during 
the cycle not adjacent to the hormone-free interval, ovulation 
occurred infrequently (214,220–222,230,231,233,234). 
Studies comparing 7-day hormone-free intervals with shorter 
hormone-free intervals found lower rates of pregnancy 
(213,217,226,232) and significantly greater suppression of 
ovulation (215,225,236–238,240) among women with shorter 
intervals in all but one study (235), which found no difference. 
Two studies that compared 30-µg ethinyl estradiol  pills with 
20-µg ethinyl estradiol  pills showed more follicular activity 
when 20-µg ethinyl estradiol  pills were missed (216,219). In 
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studies examining the combined vaginal ring, three studies 
found that nondeliberate extension of the hormone-free 
interval for 24 to <48 hours from the scheduled period 
did not increase the risk for pregnancy (242,243,245); one 
study found that ring insertion after a deliberately extended 
hormone-free interval that allowed a 13-mm follicle to develop 
interrupted ovarian function and further follicular growth 
(185); and one study found that inhibition of ovulation was 
maintained after deliberately forgetting to remove the ring 
for up to 2 weeks after normal ring use (246). In studies 
examining the combined hormonal patch, one study found 
that missing 1–3 consecutive days before patch replacement 
(either wearing one patch 3 days longer before replacement 
or going 3 days without a patch before replacing the next 
patch) on days not adjacent to the patch-free interval resulted 
in little follicular activity and low risk for ovulation (234), 
and one pharmacokinetic study found that serum levels of 

ethinyl estradiol and progestin norelgestromin remained within 
reference ranges after extending patch wear for 3 days (241). 
No studies were found on extending the patch-free interval. In 
studies that provide indirect evidence on the effects of missed 
combined hormonal contraception on surrogate measures of 
pregnancy, how differences in surrogate measures correspond 
to pregnancy risk is unclear (Level of evidence: I, good, indirect 
to II-3, poor, direct).

Vomiting or Severe Diarrhea While Using COCs

Certain steps should be taken by women who experience 
vomiting or severe diarrhea while using COCs (Figure 5).

Comments and Evidence Summary. Theoretically, the 
contraceptive effectiveness of COCs might be decreased because 
of vomiting or severe diarrhea. Because of the lack of evidence 
that addresses vomiting or severe diarrhea while using COCs, 
these recommendations are based on the recommendations 

FIGURE 2. Recommended actions after late or missed combined oral contraceptives

If one hormonal pill is late: 

(<24 hours since a pill 

should have been taken)

If one hormonal pill has been 

missed: (24 to <48 hours since a 

pill should have been taken)

If two or more consecutive hormonal 

pills have been missed: (≥48 hours since 

a pill should have been taken)

Take the late or missed pill as   

 soon as possible.

Continue taking the remaining  

 pills at the usual time (even if it  

 means taking two pills on the   

 same day).

No additional contraceptive   

 protection is needed.

Emergency contraception is not  

 usually needed but can be   

 considered if hormonal pills   

 were missed earlier in the cycle  

 or in the last week of the   

 previous cycle.

Take the most recent missed pill as  

 soon as possible. (Any other missed  

 pills should be discarded.)

Continue taking the remaining pills at  

 the usual time (even if it means taking  

 two pills on the same day).

Use back-up contraception (e.g.,  

 condoms) or avoid sexual intercourse  

 until hormonal pills have been taken  

 for 7 consecutive days.

If pills were missed in the last week of  

 hormonal pills (e.g., days 15–21 for  

 28-day pill packs):

 — Omit the hormone-free interval by  

   #nishing the hormonal pills in the  

   current pack and starting a new  

   pack the next day.

 — If unable to start a new pack  

   immediately, use back-up   

   contraception (e.g., condoms) or  

   avoid sexual intercourse until  

   hormonal pills from a new pack  

   have been taken for 7 consecutive  

   days.

 considered if hormonal pills were  

 missed during the #rst week and  

 unprotected sexual intercourse  

 occurred in the previous 5 days.

 be considered at other times as  

 appropriate.
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for missed COCs. No evidence was found on the effects of 
vomiting or diarrhea on measures of contraceptive effectiveness 
including pregnancy, follicular development, hormone levels, 
or cervical mucus quality.

Unscheduled Bleeding with Extended or 
Continuous Use of Combined  

Hormonal Contraceptives

provide counseling about potential changes in bleeding 
patterns during extended or continuous combined 
hormonal contraceptive use. (Extended contraceptive use 
is defined as a planned hormone-free interval after at least 
two contiguous cycles. Continuous contraceptive use is 
defined as uninterrupted use of hormonal contraception 
without a hormone-free interval [247].)

first 3–6 months of extended or continuous combined 
hormonal contraceptive use. It is generally not harmful 
and decreases with continued combined hormonal 
contraceptive use.

problem, such as inconsistent use, interactions with other 
medications, cigarette smoking, an STD, pregnancy, or 
new pathologic uterine conditions (e.g., polyps or 
fibroids). If an underlying gynecological problem is found, 
treat the condition or refer for care.

the woman wants treatment, the following treatment 
option can be considered:

 – Advise the woman to discontinue combined hormonal 
contraceptive use (i.e., a hormone-free interval) for 3–4 
consecutive days; a hormone-free interval is not 
recommended during the first 21 days of using the 
continuous or extended combined hormonal 
contraceptive method. A hormone-free interval also is 
not recommended more than once per month because 
contraceptive effectiveness might be reduced.

finds it unacceptable, counsel her on alternative contraceptive 
methods, and offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before initiating extended or continuous 

FIGURE 3. Recommended actions after delayed application or detachment with combined hormonal patch

Delayed application or detachment* for <48 

hours since a patch should have been applied 

or reattached

Delayed application or detachment* for ≥48 

hours since a patch should have been applied 

or reattached

 detachment occured <24 hours since the   

 needed but can be considered if delayed   

 application or detachment occurred earlier  

 or avoid sexual intercourse until a patch has  

 considered if the delayed application or   

 of patch use and unprotected sexual   

* If detachment takes place but the woman is unsure when the detachment occurred, consider the patch to have been detached for ≥48 hours since a patch should 
have been applied or reattached.
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combined hormonal contraceptives, information about 
common side effects such as unscheduled spotting or bleeding, 
especially during the first 3–6 months of use, should be 
discussed (248). These bleeding irregularities are generally 
not harmful and usually improve with persistent use of the 
hormonal method. To avoid unscheduled spotting or bleeding, 
counseling should emphasize the importance of correct use and 
timing; for users of contraceptive pills, emphasize consistent 
pill use. Enhanced counseling about expected bleeding patterns 
and reassurance that bleeding irregularities are generally not 
harmful has been shown to reduce method discontinuation in 
clinical trials with DMPA (101,102).

A systematic review identified three studies with small study 
populations that addressed treatments for unscheduled bleeding 
among women using extended or continuous combined 
hormonal contraceptives (25). In two separate randomized 
clinical trials in which women were taking either contraceptive 
pills or using the contraceptive ring continuously for 168 days, 
women assigned to a hormone-free interval of 3 or 4 days 
reported improved bleeding. Although they noted an initial 
increase in flow, this was followed by an abrupt decrease 7–8 
days later with eventual cessation of flow 11–12 days later. 

These findings were compared with women who continued to 
use their method without a hormone-free interval, in which a 
greater proportion reported either treatment failure or fewer 
days of amenorrhea (249,250). In another randomized trial of 
66 women with unscheduled bleeding among women using 84 
days of hormonally active contraceptive pills, oral doxycycline 
(100 mg twice daily) initiated the first day of bleeding and 
taken for 5 days did not result in any improvement in bleeding 
compared with placebo (251) (Level of evidence: I, fair, direct).

Progestin-Only Pills
POPs contain only a progestin and no estrogen and are 

available in the United States. Approximately 9 out of 100 
women become pregnant in the first year of use with POPs 
with typical use (59). POPs are reversible and can be used 
by women of all ages. POPs do not protect against STDs; 
consistent and correct use of male latex condoms reduces the 
risk for STDs, including HIV.

FIGURE 4. Recommended actions after delayed insertion or reinsertion with combined vaginal ring

Delayed insertion of a new ring or delayed 

reinsertion* of a current ring for  <48 hours 

since a ring should have been inserted

Delayed insertion of a new ring or delayed 

reinsertion* for ≥48 hours since a ring should 

have been inserted

 needed but can be considered if delayed   

 insertion or reinsertion occurred earlier in  

 or avoid sexual intercourse until a ring has  

 week of ring use: 

   #nishing the third week of ring use and  

   intercourse until a new ring has been   

 considered if the delayed insertion or   

 reinsertion occurred within the #rst week of  

* If removal takes place but the woman is unsure of how long the ring has been removed, consider the ring to have been removed for ≥48 hours since a ring should 
have been inserted or reinserted.
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Initiation of POPs

Timing

that the woman is not pregnant (Box 1).

Need for Back-Up Contraception

bleeding started, no additional contraceptive protection 
is needed.

the woman needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 2 days.

Special Considerations

Amenorrhea (Not Postpartum)

Timing: POPs can be started at any time if it is reasonably 
certain that the woman is not pregnant (Box 1).

Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days.

Postpartum (Breastfeeding)

Timing: POPs can be started at any time, including 
immediately postpartum (U.S. MEC 2 if <1 month postpartum 
and U.S. MEC 1 if ≥1 month postpartum) if it is reasonably 
certain that the woman is not pregnant (Box 1).
Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (60), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycles needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 2 days. If her menstrual cycles have 

FIGURE 5. Recommended steps after vomiting or diarrhea while using combined oral contraceptives

Vomiting or diarrhea (for any 

reason, for any duration) that 

occurs within 24 hours after 

taking a hormonal pill

Vomiting or diarrhea, for any 

reason, continuing for 24 to <48 

hours after taking any hormonal 

pill

Vomiting or diarrhea, for any reason, 

continuing for ≥48 hours after taking any 

hormonal pill

Taking another hormonal pill   

 (redose) is unnecessary.

Continue taking pills daily at the  

 usual time (if possible, despite   

 discomfort).

No additional contraceptive   

 protection is needed.

Emergency contraception is not  

 usually needed but can be   

 considered as appropriate.

Continue taking pills daily at the usual  

 time (if possible, despite discomfort).

Use back-up contraception (e.g.,  

 condoms) or avoid sexual intercourse  

 until hormonal pills have been taken  

 for 7 consecutive days after vomiting or  

 diarrhea has resolved.

If vomiting or diarrhea occurred in the  

 last week of hormonal pills (e.g., days  

 15–21 for 28-day pill packs):

 — Omit the hormone-free interval by  

   #nishing the hormonal pills in the  

   current pack and starting a new  

   pack the next day.

 — If unable to start a new pack  

   immediately, use back-up   

   contraception (e.g., condoms) or  

   avoid sexual intercourse until  

   hormonal pills from a new pack  

   have been taken for 7 consecutive  

   days.

 considered if vomiting or diarrhea  

 occurred within the #rst week of a new  

 pill pack and unprotected sexual   

 intercourse occurred in the previous 5  

 days.

 considered at other times as   

 appropriate.
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returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 2 days.

Postpartum (Not Breastfeeding)

Timing: POPs can be started at any time, including 
immediately postpartum (U.S. MEC 1), if it is reasonably 
certain that the woman is not pregnant (Box 1).
Need for back-up contraception: Women who are 
≥21 days postpartum and whose menstrual cycles have 
not returned need to abstain from sexual intercourse or 
use additional contraceptive protection for the next 2 days. 
If her menstrual cycles have returned and it has been >5 
days since menstrual bleeding started, she needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 2 days.

Postabortion (Spontaneous or Induced)

Timing: POPs can be started within the first 7 days, 
including immediately postabortion (U.S. MEC 1).
Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days unless POPs 
are started at the time of a surgical abortion.

Switching from Another Contraceptive Method

Timing: POPs can be started immediately if it is reasonably 
certain that the woman is not pregnant (Box 1). Waiting 
for her next menstrual period is unnecessary.
Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 2 days.
Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle and 
it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health-
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 2 days 
after POPs are initiated and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 2 days before removing 
the IUD and switching to the new method.

 – Advise the woman to use ECPs at the time of IUD removal.
Comments and Evidence Summary. In situations in which 

the health-care provider is uncertain whether the woman might 
be pregnant, the benefits of starting POPs likely exceed any 
risk; therefore, starting POPs should be considered at any time, 
with a follow-up pregnancy test in 2–4 weeks.

Unlike COCs, POPs inhibit ovulation in about half of cycles, 
although the rates vary widely by individual (252). Peak serum 
steroid levels are reached about 2 hours after administration, 
followed by rapid distribution and elimination, such that by 
24 hours after administration, serum steroid levels are near 
baseline (252). Therefore, taking POPs at approximately 
the same time each day is important. An estimated 48 
hours of POP use has been deemed necessary to achieve the 
contraceptive effects on cervical mucus (252). If a woman needs 
to use additional contraceptive protection when switching to 
POPs from another contraceptive method, consider continuing 
her previous method for 2 days after starting POPs. No direct 
evidence was found regarding the effects of starting POPs at 
different times of the cycle.

Examinations and Tests Needed Before 
Initiation of POPs

Among healthy women, no examinations or tests are needed 
before initiation of POPs, although a baseline weight and BMI 
measurement might be useful for monitoring POP users over 
time (Table 6). Women with known medical problems or 
other special conditions might need additional examinations 
or tests before being determined to be appropriate candidates 

TABLE 6. Classification of examinations and tests needed before POP 
initiation

Examination or laboratory test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg]/height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
POP = progestin-only pill; STD = sexually transmitted disease; U.S. MEC = U.S. 
Medical Eligibility Criteria for Contraceptive Use, 2010.
* Class A: essential and mandatory in all circumstances for safe and effective 

use of the contraceptive method. Class B: contributes substantially to safe and 
effective use, but implementation may be considered within the public health 
and/or service context; the risk of not performing an examination or test should 
be balanced against the benefits of making the contraceptive method 
available. Class C: does not contribute substantially to safe and effective use 
of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for 
any methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 2). However, 
measuring weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about 
weight change perceived to be associated with their contraceptive method. 
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for a particular method of contraception. U.S. MEC might 
be useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): Obese 
women can use POPs (U.S. MEC 1) (5); therefore, screening 
for obesity is not necessary for the safe initiation of POPs. 
However, measuring weight and calculating BMI at baseline 
might be helpful for monitoring any changes and counseling 
women who might be concerned about weight change 
perceived to be associated with their contraceptive method.

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of POPs because 
it does not facilitate detection of conditions for which POPs 
would be unsafe. Women with current breast cancer should 
not use POPs (U.S. MEC 4), and women with certain liver 
diseases generally should not use POPs (U.S. MEC 3) (5); 
however, neither of these conditions are likely to be detected 
by pelvic examination (120). A systematic review identified 
two case-control studies that compared delayed versus 
immediate pelvic examination before initiation of hormonal 
contraceptives, specifically oral contraceptives or DMPA (15). 
No differences in risk factors for cervical neoplasia, incidence 
of STDs, incidence of abnormal Papanicolaou smears, or 
incidence of abnormal wet mounts were observed (Level of 
evidence: II-2 fair, direct).

Liver enzymes: Although women with certain liver diseases 
generally should not use POPs (U.S. MEC 3) (5), screening 
for liver disease before initiation of POPs is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with liver enzyme 
tests before initiation of hormonal contraceptives (14). The 
prevalence of liver disorders among women of reproductive 
age is low. In 2008 among U.S. adults aged 18–44 years, 
the percentage with liver disease (not further specified) was 
1.0% (90). In 2009, the incidence of acute hepatitis A, B, 
or C among women was <1 per 100,000 population (91). 
During 1998–2007, the incidence of liver carcinoma among 
women was approximately 3 per 100,000 population (92). 
Because estrogen and progestins are metabolized in the liver, 
the use of hormonal contraceptives among women with liver 
disease might, theoretically, be a concern. The use of hormonal 
contraceptives, specifically COCs and POPs, does not affect 
disease progression or severity in women with hepatitis, 
cirrhosis, or benign focal nodular hyperplasia (93,94).

Clinical breast examination: Although women with current 
breast cancer should not use POPs (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination 

before initiating POPs is not necessary because of the low 
prevalence of breast cancer among women of reproductive age. 
A systematic review did not identify any evidence regarding 
outcomes among women who were screened versus not 
screened with a clinical breast examination before initiation of 
hormonal contraceptives (15). The incidence of breast cancer 
among women of reproductive age in the United States is low. 
In 2009, the incidence of breast cancer among women ages 
20–49 was approximately 72 per 100,000 women (95).

Other screening: Women with hypertension, diabetes, 
hyperlipidemia, anemia, thrombogenic mutations, cervical 
intraepithelial neoplasia, cervical cancer, STDs, or HIV 
infection can use (U.S. MEC 1) or generally can use (U.S. 
MEC 2) POPs  (5); therefore, screening for these conditions 
is not necessary for the safe initiation of POPs.

Number of Pill Packs that Should Be 
Provided at Initial and Return Visits

1-year supply of POPs (e.g., 13 28-day pill packs), 
depending on the woman’s preferences and anticipated use.

amount and at the time she needs them.
Comments and Evidence Summary. The more pill packs 

given up to 13 cycles, the higher the continuation rates. 
Restricting the number of pill packs distributed or prescribed 
can result in unwanted discontinuation of the method and 
increased risk for pregnancy.

A systematic review of the evidence suggested that providing 
a greater number of pill packs was associated with increased 
continuation (23). Studies that compared provision of one 
versus 12 packs, one versus 12 or 13 packs, or three versus 
seven packs found increased continuation of pill use among 
women provided with more pill packs (209–211). However, 
one study found that there was no difference in continuation 
when patients were provided one and then three packs versus 
four packs all at once (212). In addition to continuation, a 
greater number of pill packs provided was associated with fewer 
pregnancy tests, fewer pregnancies, and lower cost per client. 
However, a greater number of pill packs (13 packs versus three 
packs) also was associated with increased pill wastage in one 
study (210) (Level of evidence: I to II-2, fair, direct).

Routine Follow-Up After POP Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
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different situations. Specific populations that might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.

or other problems or if she wants to change the method 
being used. No routine follow-up visit is required.

users should do the following:
 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including medications, 
that would change the appropriateness of  POPs for safe 
and effective continued use based on U.S. MEC (e.g., 
category 3 and 4 conditions and characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight changes perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. No evidence was 
found regarding whether a routine follow-up visit after 
initiating POPs improves correct or continued use.

Missed POPs

For the following recommendations, a dose is considered 
missed if it has been >3 hours since it should have been taken.

each day, even if it means taking two pills on the same day.

intercourse until pills have been taken correctly, on time, 
for 2 consecutive days.

woman has had unprotected sexual intercourse.
Comments and Evidence Summary. Inconsistent or 

incorrect use of oral contraceptive pills is a major reason for oral 
contraceptive failure. Unlike COCs, POPs inhibit ovulation 
in about half of cycles, although this rate varies widely by 
individual (252). Peak serum steroid levels are reached about 
2 hours after administration, followed by rapid distribution 
and elimination, such that by 24 hours after administration, 
serum steroid levels are near baseline (252). Therefore, taking 
POPs at approximately the same time each day is important. 
An estimated 48 hours of POP use was deemed necessary to 
achieve the contraceptive effects on cervical mucus (252). 
Women who frequently miss POPs should consider an 
alternative  contraceptive method that is less dependent on 
the user to be effective  (e.g., IUD, implant, or injectable). 

No evidence was found regarding the effects of missed POPs 
available in the United States on measures of contraceptive 
effectiveness including pregnancy, follicular development, 
hormone levels, or cervical mucus quality.

Vomiting or Severe Diarrhea (for any 
Reason or Duration) that Occurs Within 

3 Hours After Taking a Pill

discomfort).

each day.

intercourse until 2 days after vomiting or diarrhea has resolved.

woman has had unprotected sexual intercourse.
Comments and Evidence Summary. Theoretically, the 

contraceptive effectiveness of POPs might be decreased because 
of vomiting or severe diarrhea.  Because of the lack of evidence 
to address this question, these recommendations are based on 
the recommendations for missed POPs. No evidence was found 
regarding the effects of vomiting or diarrhea on measures of 
contraceptive effectiveness, including pregnancy, follicular 
development, hormone levels, or cervical mucus quality.

Standard Days Method
SDM is a method based on fertility awareness; users must 

avoid unprotected sexual intercourse on days 8–19 of the 
menstrual cycle (253). Approximately 5 out of 100 women 
become pregnant in the first year of use with perfect (i.e., 
correct and consistent) use of SDM (253); effectiveness based 
on typical use is not available for this method but is expected 
to be lower than that for perfect use. SDM is reversible and can 
be used by women of all ages. SDM does not protect against 
STDs; consistent and correct use of male latex condoms reduces 
the risk for STDs, including HIV.

Use of SDM Among Women with Various 
Menstrual Cycle Durations

Menstrual Cycles of 26–32 Days

on days 8–19 if she wants one.

consider the use of emergency contraception if appropriate.
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Two or More Menstrual Cycles of <26 or >32 Days 
Within Any 1 Year of SDM Use

appropriate for her because of a higher risk for pregnancy. 
Help her consider another method.

Comments and Evidence Summary. The probability of 
pregnancy is increased when the menstrual cycle is outside the 
range of 26–32 days, even if unprotected sexual intercourse is 
avoided on days 8–19. A study of 7,600 menstrual cycles, including 
information on cycle length and signs of ovulation, concluded that 
the theoretical effectiveness of SDM is greatest for women with 
cycles of 26–32 days, that the method is still effective for women 
who occasionally have a cycle outside this range, and that it is 
less effective for women who consistently have cycles outside this 
range. Information from daily hormonal measurements shows 
that the timing of the 6-day fertile window varies greatly, even 
among women with regular cycles (39,254,255).

Emergency Contraception
Emergency contraception consists of methods that can be 

used by women after sexual intercourse to prevent pregnancy. 
Emergency contraception methods have varying ranges 
of effectiveness depending on the method and timing of 
administration. Four options are available in the United States: 
the Cu-IUD and three types of ECPs.

Types of Emergency Contraception

Intrauterine Device

ECPs

(1 dose of 0.75 mg of levonorgestrel followed by a second 
dose of 0.75 mg of levonorgestrel 12 hours later)

1 dose of 100 µg of ethinyl estradiol plus 0.50 mg of 
levonorgestrel followed by a second dose of 100 µg of ethinyl 
estradiol plus 0.50 mg of levonorgestrel 12 hours later)

Initiation of Emergency Contraception

Timing

Cu-IUD

unprotected sexual intercourse as an emergency contraceptive.

the Cu-IUD can be inserted beyond 5 days after sexual 
intercourse, as long as insertion does not occur >5 days 
after ovulation.

ECPs

unprotected sexual intercourse.
Comments and Evidence Summary. Cu-IUDs are highly 

effective as emergency contraception (256) and can be 
continued as regular contraception. UPA and levonorgestrel 
ECPs have similar effectiveness when taken within 3 days after 
unprotected sexual intercourse; however, UPA has been shown 
to be more effective than the levonorgestrel formulation 3–5 
days after unprotected sexual intercourse (257). The combined 
estrogen and progestin regimen is less effective than UPA 
or levonorgestrel and also is associated with more frequent 
occurrence of side effects (nausea and vomiting) (258). The 
levonorgestrel formulation might be less effective than UPA 
among obese women (257).

Two studies of UPA use found consistent decreases in 
pregnancy rates when administered within 120 hours of 
unprotected sexual intercourse (257,259). Five studies found 
that the levonorgestrel and combined regimens decreased risk 
for pregnancy through the fifth day after unprotected sexual 
intercourse; however, rates of pregnancy were slightly higher 
when ECPs were taken after 3 days (260–264). A meta-analysis 
of levonorgestrel ECPs found that pregnancy rates were low 
when administered within 4 days after unprotected sexual 
intercourse but increased at 4–5 days (265) (Level of evidence: 
I to II-2, good to poor, direct).

Advance Provision of ECPs

will be available when needed and can be taken as soon as 
possible after unprotected sexual intercourse.

Comments and Evidence Summary. A systematic review 
identified 17 studies that reported on safety or effectiveness of 
advance ECPs in adult or adolescent women (26). Any use of 
ECPs was two to seven times greater among women who received 
an advance supply of ECPs. However, a summary estimate 
(relative risk = 0.97; 95% confidence interval = 0.77–1.22) of 
five randomized controlled trials did not indicate a significant 
reduction in unintended pregnancies at 12 months with 
advance provision of ECPs. In the majority of studies among 
adults or adolescents, patterns of regular contraceptive use, 
pregnancy rates, and incidence of STDs did not vary between 
those who received advance ECPs and those who did not. 
Although available evidence supports the safety of advance 
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provision of ECPs, effectiveness of advance provision of ECPs 
in reducing pregnancy rates at the population level has not been 
demonstrated (Level of evidence: I to II-3, good to poor, direct).

Initiation of Regular Contraception 
After ECPs

UPA

immediately after the use of UPA.

use barrier contraception for 14 days or until her next 
menses, whichever comes first.

have a withdrawal bleed within 3 weeks.

Levonorgestrel and Combined Estrogen and 
Progestin ECPs

immediately after the use of levonorgestrel or combined 
estrogen and progestin ECPs.

use barrier contraception for 7 days.

have a withdrawal bleed within 3 weeks.
Comments and Evidence Summary. Data on when a 

woman can start regular contraception after ECPs are limited 
to expert opinion and product labeling (27). Theoretically, 
the effectiveness of systemic hormonal contraception might 
be decreased when administered concurrently or in close 
succession because of the antiprogestin properties of UPA 
(266,267); these theoretical concerns do not exist for combined 
estrogen and progestin or levonorgestrel formulations of 
ECPs. The resumption or initiation of regular hormonal 
contraception after ECP use involves consideration of the 
risk for pregnancy if ECPs fail and the risks for unintended 
pregnancy if contraception initiation is delayed until the 
subsequent menstrual cycle. If a woman is planning to initiate 
contraception after the next menstrual period after ECP 
use, the cycle in which ECPs are used might be shortened, 
prolonged, or involve unscheduled bleeding.

Prevention and Management of Nausea 
and Vomiting with ECP Use

Nausea and Vomiting

vomiting than combined estrogen and progestin ECPs.

recommended. Pretreatment with antiemetics may be 
considered depending on availability and clinical judgment.

Vomiting Within 3 Hours of Taking ECPs

Use of an antiemetic should be considered.
Comments and Evidence Summary. Many women do 

not experience nausea or vomiting when taking ECPs, and 
predicting which women will experience nausea or vomiting 
is difficult. Although routine use of antiemetics before taking 
ECPs is not recommended, antiemetics are effective in some 
women and can be offered when appropriate. Health-care 
providers who are deciding whether to offer antiemetics to 
women taking ECPs should consider the following: 1) women 
taking combined estrogen and progestin ECPs are more 
likely to experience nausea and vomiting than those who 
take levonorgestrel or UPA ECPs; 2) evidence indicates that 
antiemetics reduce the occurrence of nausea and vomiting in 
women taking combined estrogen and progestin ECPs; and 
3) women who take antiemetics might experience other side 
effects from the antiemetics.

A systematic review examined incidence of nausea and 
vomiting with different ECP regimens and effectiveness of 
antinausea drugs in reducing nausea and vomiting with ECP 
use (28). The levonorgestrel regimen was associated with 
significantly less nausea than a nonstandard dose of UPA 
(50 mg) and the standard combined estrogen and progestin 
regimen (268–270). Use of the split-dose levonorgestrel 
showed no differences in nausea and vomiting compared 
with the single-dose levonorgestrel (260,261,263,271) (Level 
of evidence: I, good-fair, indirect). Two trials of antinausea 
drugs, meclizine and metoclopramide, taken before combined 
estrogen and progestin ECPs, reduced the severity of nausea 
(272,273). Significantly less vomiting occurred with meclizine 
but not metoclopramide (Level of evidence: I, good-fair, 
direct). No direct evidence was found regarding the effects of 
vomiting after taking ECPs.

Female Sterilization 
Laparoscopic, abdominal, and hysteroscopic methods of 

female sterilization are available in the United States, and 
some of these procedures can be performed in an outpatient 
procedure or office setting. Fewer than 1 out of 100 women 
become pregnant in the first year after female sterilization 
(59). Because these methods are intended to be irreversible, 
all women should be appropriately counseled about the 
permanency of sterilization and the availability of highly 
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effective, long-acting, reversible methods of contraception. 
Female sterilization does not protect against STDs; consistent 
and correct use of male latex condoms reduces the risk for 
STDs, including HIV.

When Hysteroscopic Sterilization Is 
Reliable for Contraception

contraception, a hysterosalpingogram (HSG) must be 
performed 3 months after the sterilization procedure to 
confirm bilateral tubal occlusion. 

from sexual intercourse or use additional contraceptive 
protection until she has confirmed bilateral tubal occlusion.

When Laparoscopic and Abdominal 
Approches Are Reliable for Contraception

immediately after laparoscopic and abdominal approaches. 
No additional contraceptive protection is needed.

Comments and Evidence Summary. HSG confirmation 
is necessary to confirm bilateral tubal occlusion after 
hysteroscopic sterilization. The inserts for the hysteroscopic 
sterilization system available in the United States are placed 
bilaterally into the fallopian tubes and require 3 months 
for adequate fibrosis and scarring leading to bilateral tubal 
occlusion. After hysteroscopic sterilization, advise the woman 
to correctly and consistently use an effective method of 
contraception while awaiting confirmation. If compliance 
with another method might be a problem, a woman and her 
health-care provider may consider DMPA injection at the time 
of sterilization to ensure adequate contraception for 3 months. 
Unlike laparoscopic and abdominal sterilizations, pregnancy 
risk beyond 7 years of follow-up has not been studied among 
women who received  hysteroscopic sterilization.

Pregnancy risk with at least 10 years of follow-up has 
been studied among women who received laparoscopic and 
abdominal sterilizations (274,275). Although these methods 
are highly effective, pregnancies can occur many years after 
the procedure, and the risk for pregnancy is higher among 
younger women (274,276).

A systematic review was conducted to identify studies that 
reported whether pregnancies occurred after hysteroscopic 
sterilization (29). Twenty-four studies were identified that 
reported whether pregnancies occurred after hysteroscopic 
sterilization and found that very few pregnancies occurred 
among women with confirmed bilateral tubal occlusion; 
however, few studies include long-term follow-up, and 

none with follow-up for >7 years. Among women who had 
successful bilateral placement, most pregnancies that occurred 
after hysteroscopic sterilization were in women who did 
not have confirmed bilateral tubal occlusion at 3 months, 
either because of lack of follow up or misinterpretation of 
HSG results (277–279). Some pregnancies occurred within 
3 months of placement, including among women who were 
already pregnant at the time of the procedure, women who 
did not use alternative contraception, or women who had 
failures of alternative contraception (277,278,280–283). 
Although these studies generally demonstrated high rates of 
bilateral placement, some pregnancies occurred as a result 
of lack of bilateral placement identified on later imaging 
(277,278,280,281,283,284). Most pregnancies occurred after 
deviations from FDA directions, which include placement in 
the early follicular phase of the menstrual cycle, imaging at 
3 months to document proper placement, and use of effective 
alternative contraception until documented occlusion (Level 
of evidence: II-3, fair, direct).

Male Sterilization 
Male sterilization, or vasectomy, is one of the few 

contraceptive methods available to men and can be performed 
in an outpatient procedure or office setting. Fewer than 1 
woman out of 100 becomes pregnant in the first year after 
her male partner undergoes sterilization (59). Because male 
sterilization is intended to be irreversible, all men should be 
appropriately counseled about the permanency of sterilization 
and the availability of highly effective, long-acting, reversible 
methods of contraception for women. Male sterilization does 
not protect against STDs; consistent and correct use of male 
latex condoms reduces the risk for STDs, including HIV.

When Vasectomy Is Reliable for 
Contraception

a vasectomy to ensure the procedure was successful.

contraceptive protection or abstain from sexual intercourse 
until he has confirmation of vasectomy success by 
postvasectomy semen analysis.

Other Postprocedure Recommendations

1 week after the vasectomy to allow for healing of surgical 
sites and, after certain methods of vasectomy, occlusion 
of the vas.
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Comments and Evidence Summary. The Vasectomy 
Guideline Panel of the American Urological Association 
performed a systematic review of key issues concerning the 
practice of vasectomy (285). All English-language publications 
on vasectomy published during 1949–2011 were reviewed. For 
more information, see the American Urological Association 
Vasectomy Guidelines (available at http://www.auanet.org/
education/vasectomy.cfm).

Motile sperm disappear within a few weeks after vasectomy 
(286–289). The time to azoospermia varies widely in different 
studies; however, by 12 weeks after the vasectomy, 80% of men 
have azoospermia, and almost all others have rare nonmotile 
sperm (defined as ≤100,000 nonmotile sperm per milliliter) 
(285). The number of ejaculations after vasectomy is not a 
reliable indicator of when azoospermia or rare nonmotile sperm 
will be achieved (285). Once azoospermia or rare nonmotile 
sperm has been achieved, patients can rely on the vasectomy for 
contraception, although not with 100% certainty. The risk for 
pregnancy after a man has achieved postvasectomy azoospermia 
is approximately one in 2,000 (290–294).

A median of 78% (range 33%–100%) of men return for 
a single postvasectomy semen analysis (285). In the largest 
cohorts that appear typical of North American vasectomy 
practice, approximately two thirds of men (55%–71%) return 
for at least one postvasectomy semen analysis (291,295–299). 
Assigning men an appointment after their vasectomy might 
improve compliance with follow-up (300).

When Women Can Stop Using 
Contraceptives

>44 years if the woman wants to avoid pregnancy.
Comments and Evidence Summary. The age at which 

a woman is no longer at risk for pregnancy is not known. 
Although uncommon, spontaneous pregnancies occur 
among women aged >44 years. Both the American College 
of Obstetricians and Gynecologists and the North American 
Menopause Society recommend that women continue 
contraceptive use until menopause or age 50–55 years 
(301,302). The median age of menopause is approximately 51 
years in North America (301) but can vary from ages 40 to 60 
years (303). The median age of definitive loss of natural fertility 
is 41 years but can range up to age 51 years (304,305). No 
reliable laboratory tests are available to confirm definitive loss 
of fertility in a woman. The assessment of follicle-stimulating 
hormone levels to determine when a woman is no longer fertile 
might not be accurate (301).

Health-care providers should consider the risks for becoming 
pregnant in a woman of advanced reproductive age, as well as any 
risks of continuing contraception until menopause. Pregnancies 
among women of advanced reproductive age are at higher 
risk for maternal complications, such as hemorrhage, venous 
thromboembolism, and death, and fetal complications, such 
as spontaneous abortion, stillbirth, and congenital anomalies 
(306–308). Risks associated with continuing contraception, 
in particular risks for acute cardiovascular events (venous 
thromboembolism, myocardial infarction, or stroke) or breast 
cancer, also are important to consider. U.S. MEC states that 
on the basis of age alone, women aged >45 years can use POPs, 
implants, the LNG-IUD, or the Cu-IUD (U.S. MEC 1) (5). 
Women aged >45 years generally can use combined hormonal 
contraceptives and DMPA (U.S. MEC 2) (5). However, women 
in this age group might have chronic conditions or other risk 
factors that might render use of hormonal contraceptive methods 
unsafe; U.S. MEC might be helpful in guiding the safe use of 
contraceptives in these women.

The incidence of venous thromboembolism was higher 
among oral contraceptive users aged ≥45 years compared with 
younger oral contraceptive users in two studies (309–311); 
however, an interaction between hormonal contraception 
and increased age compared with baseline risk was not 
demonstrated (309,310) or was not examined (311). The 
relative risk for myocardial infarction was higher among all 
oral contraceptive users than in nonusers, although a trend of 
increased relative risk with increasing age was not demonstrated 
(312,313). No studies were found regarding the risk for stroke 
in COC users aged ≥45 years (Level of evidence: II-2, good 
to poor, direct).

A pooled analysis by the Collaborative Group on Hormonal 
Factors and Breast Cancer in 1996 (314) found small increased 
relative risks for breast cancer among women aged ≥45 years 
whose last use of combined hormonal contraceptives was <5 
years previously and for those whose last use was 5–9 years 
previously. Seven more recent studies suggested small but 
nonsignificant increased relative risks for breast carcinoma 
in situ or breast cancer among women who had used oral 
contraceptives or DMPA when they were aged ≥40 years 
compared with those who had never used either method 
(315–321) (Level of evidence: II-2, fair, direct).

Conclusion
Women, men, and couples have increasing numbers of safe 

and effective choices for contraceptive methods, including LARC 
methods such as IUDs and implants, to reduce the risk for 
unintended pregnancy. However, with these expanded options 
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comes the need for evidence-based guidance to help health-care 
providers offer quality family planning care to their patients, 
including choosing the most appropriate contraceptive method 
for individual circumstances and using that method correctly, 
consistently, and continuously to maximize effectiveness. 
Removing unnecessary barriers can help patients access and 
successfully use contraceptive methods. Several medical barriers 
to initiating and continuing contraceptive methods might exist, 
such as unnecessary screening examinations and tests before 
starting the method (e.g., a pelvic examination before initiation 
of COCs), inability to receive the contraceptive on the same 
day as the visit (e.g., waiting for test results that might not be 
needed or waiting until the woman’s next menstrual period to 
start use), and difficulty obtaining continued contraceptive 
supplies (e.g., restrictions on number of pill packs dispensed 
at one time). Removing unnecessary steps, such as providing 
prophylactic antibiotics at the time of IUD insertion or requiring 
unnecessary follow-up procedures, also can help patients access 
and successfully use contraception.

Most women can start most contraceptive methods at 
any time, and few examinations or tests, if any, are needed 
before starting a contraceptive method. Routine follow-up 
for most women includes assessment of her satisfaction with 
the contraceptive method, concerns about method use, and 
changes in health status or medications that could affect 
medical eligibility for continued use of the method. Because 
changes in bleeding patterns are one of the major reasons 
for discontinuation of contraception, recommendations are 
provided for the management of bleeding irregularities with 
various contraceptive methods. In addition, because women 
and health-care providers can be confused about the procedures 
for missed pills and dosing errors with the contraceptive patch 
and ring, the instructions are streamlined for easier use. ECPs 
and emergency use of the Cu-IUD are important options for 
women, and recommendations on using these methods, as 
well as starting regular contraception after use of emergency 
contraception, are provided. Male and female sterilization are 
highly effective methods of contraception for men, women, and 
couples who have completed childbearing; for men undergoing 
vasectomy and women undergoing a hysteroscopic sterilization 
procedure, additional contraceptive protection is needed until 
the success of the procedure can be confirmed.

CDC is committed to working with partners at the federal, 
national, and local levels to disseminate, implement, and 
evaluate the recommendations in U.S. SPR so that the 
information reaches health-care providers. Strategies for 
dissemination and implementation include collaborating 
with other federal agencies and professional and service 
organizations to widely distribute the recommendations 
through presentations, electronic distribution, newsletters, and 

other publications; development of provider tools and job aids 
to assist providers in implementing the new recommendations; 
and training activities for students, as well as for continuing 
education. CDC will conduct a survey of family planning 
health-care providers before and after release of this report 
to assess attitudes and practices related to contraceptive 
use. Results from this survey will assist CDC in evaluating 
the impact of these recommendations on the provision 
of contraceptives in the United States. Finally, CDC will 
continually monitor new scientific evidence and will update 
these recommendations as warranted by new evidence. Updates 
to the recommendations, as well as provider tools and other 
resources, are available on the CDC U.S. SPR website (http://
www.cdc.gov/reproductivehealth/UnintendedPregnancy/
USSPR.htm).
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Appendix A

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Updated June 2012.  This summary sheet only contains 
a subset of the recommendations from the US MEC.  
For complete guidance, see: http://www.cdc.gov/
reproductivehealth/unintendedpregnancy/USMEC.htm.

Most contraceptive methods do not protect against sexually 
transmitted infections (STIs).  Consistent and correct use of 
the male latex condom reduces the risk of STIs and HIV.

Key:
1. No restriction (method can be used)
2. Advantages generally outweigh theoretical or proven 

risks
3. Theoretical or proven risks usually outweigh the 

advantages
4. Unacceptable health risk (method not to be used)

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Age Menarche to 

<40=1

Menarche to 

<18=1

Menarche to 

<18=2

Menarche to 

<18=1

Menarche to 

<20=2

Menarche to 

<20=2

>40=2 18-45=1 18-45=1 18-45=1 >20=1 >20=1

>45=1 >45=2 >45=1

Anatomic  

abnormalities 

a) Distorted uterine 
cavity

4 4

b) Other 
abnormalities

2 2

Anemias a) ^alassemia 1 1 1 1 1 2

b) Sickle cell disease† 2 1 1 1 1 2

c) Iron-de{ciency 
anemia

1 1 1 1 1 2

Benign ovarian tumors (including cysts) 1 1 1 1 1 1

Breast disease a) Undiagnosed mass 2* 2* 2* 2* 2 1

b) Benign breast 
disease

1 1 1 1 1 1

c) Family history of 
cancer

1 1 1 1 1 1

d) Breast cancer†

     i) current 4 4 4 4 4 1

ii) past and no 
evidence of 
current disease for 
5 years

3 3 3 3 3 1

Breastfeeding  

(see also Postpartum)

a) < 1 month 
postpartum

3* 2* 2* 2*

b) 1 month or more 
postpartum

2* 1* 1* 1*

Cervical cancer Awaiting treatment 2 1 2 2 4 2 4 2

Cervical ectropion 1 1 1 1 1 1

Cervical  

intraepithelial  

neoplasia 

2 1 2 2 2 1

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Cirrhosis a) Mild 
(compensated)

1 1 1 1 1 1

b) Severe† 
(decompensated)

4 3 3 3 3 1

DVT/PE a) History of 
DVT/PE, not 
on anticoagulant 
therapy

i) higher risk for 
recurrent DVT/PE 

4 2 2 2 2 1

ii) lower risk for 
recurrent DVT/PE 

3 2 2 2 2 1

b) Acute DVT/PE 4 2 2 2 2 2

c) DVT/PE and 
established on 
anticoagulant 
therapy for at least 3 
months

i) higher risk for 
recurrent DVT/PE 

4* 2 2 2 2 2

ii) lower risk for 
recurrent DVT/PE 

3* 2 2 2 2 2

d) Family history 
({rst-degree relatives)

2 1 1 1 1 1

e) Major surgery

(i) with prolonged 
immobilization

4 2 2 2 2 1

(ii) without 
prolonged 
immobilization

2 1 1 1 1 1

f ) Minor 
surgery without 
immobilization

1 1 1 1 1 1

Depressive disorders 1* 1* 1* 1* 1* 1*

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Diabetes mellitus a) History of 
gestational diabetes 
mellitus only

1 1 1 1 1 1

b) Non-vascular 
disease

(i) non-insulin 
dependent

2 2 2 2 2 1

(ii) insulin 
dependent†

2 2 2 2 2 1

c) Nephropathy/ 
retinopathy/ 
neuropathy†

3/4* 2 3 2 2 1

d) Other vascular 
disease or diabetes of 
>20 years’ duration†

3/4* 2 3 2 2 1

Endometrial cancer† 1 1 1 1 4 2 4 2

Endometrial  

hyperplasia

1 1 1 1 1 1

Endometriosis 1 1 1 1 1 2

Epilepsy† (see also Drug 
Interactions)

1* 1* 1* 1* 1 1

Gallbladder disease a) Symptomatic

(i) treated by      
cholecystectomy

2 2 2 2 2 1

     (ii) medically 
treated

3 2 2 2 2 1

(iii) current 3 2 2 2 2 1

b) Asymptomatic 2 2 2 2 2 1

Gestational  

trophoblastic disease

a) Decreasing or 
undetectable ß-hCG 
levels

1 1 1 1 3 3

b) Persistently 
elevated ß-hCG 
levels or malignant 
disease†

1 1 1 1 4 4

Headaches a) Non-migrainous 1* 2* 1* 1* 1* 1* 1* 1* 1* 1* 1*

b) Migraine

i) without aura, 
age <35

2* 3* 1* 2* 2* 2* 2* 2* 2* 2* 1*

ii) without aura, 
age >35

3* 4* 1* 2* 2* 2* 2* 2* 2* 2* 1*

iii) with aura, any 
age

4* 4* 2* 3* 2* 3* 2* 3* 2* 3* 1*

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

History of bariatric surgery† a) Restrictive 
procedures

1 1 1 1 1 1

b) Malabsorptive 
procedures

COCs: 3 3 1 1 1 1

P/R: 1

History of cholestasis a) Pregnancy-related 2 1 1 1 1 1

b) Past COC-related 3 2 2 2 2 1

History of high blood pressure  

during pregnancy 

2 1 1 1 1 1

History of pelvic surgery 1 1 1 1 1 1

HIV High risk 1 1 1* 1 2 2 2 2

HIV infected 
(see also Drug 
Interactions)†

1* 1* 1* 1* 2 2 2 2

AIDS (see also Drug 
Interactions) †

1* 1* 1* 1* 3 2* 3 2*

Clinically well on 
therapy

If on treatment, see Drug Interactions 2 2 2 2

Hyperlipidemias 2/3* 2* 2* 2* 2* 1*

Hypertension a) Adequately 
controlled 
hypertension

3* 1* 2* 1* 1 1

b) Elevated blood 
pressure levels 
(properly taken 
measurements)

(i) systolic 140-
159 or diastolic 
90-99

3 1 2 1 1 1

(ii) systolic ≥160 
or diastolic ≥100†

4 2 3 2 2 1

c) Vascular disease 4 2 3 2 2 1

In|ammatory bowel disease (Ulcerative colitis, 
Crohn’s disease)

2/3* 2 2 1 1 1

Ischemic heart  

disease†

Current and  
history of

4 2 3 3 2 3 2 3 1

Liver tumors a) Benign

i) Focal nodular 
hyperplasia

2 2 2 2 2 1

ii) Hepatocellular 
adenoma†

4 3 3 3 3 1

b) Malignant† 4 3 3 3 3 1

Malaria 1 1 1 1 1 1

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Multiple risk factors for arterial 

cardiovascular disease

(such as older age, 
smoking, diabetes 
and hypertension)

3/4* 2* 3* 2* 2 1

Obesity a) >30 kg/m2 BMI 2 1 1 1 1 1

b) Menarche to 
<18 years and 
>30 kg/m2  BMI

2 1 2 1 1 1

Ovarian cancer† 1 1 1 1 1 1

Parity a) Nulliparous 1 1 1 1 2 2

b) Parous 1 1 1 1 1 1

Past ectopic  

pregnancy

1 2 1 1 1 1

Pelvic in|ammatory disease a) Past, (assuming no 
current risk factors 
of STIs)

(i) with 
subsequent 
pregnancy

1 1 1 1 1 1 1 1

(ii) without 
subsequent 
pregnancy

1 1 1 1 2 2 2 2

b) Current 1 1 1 1 4 2* 4 2*

Peripartum cardiomyopathy† a) Normal or mildly 
impaired cardiac 
function

(i) <6 months 4 1 1 1 2 2

(ii) >6 months 3 1 1 1 2 2

b) Moderately or 
severely impaired 
cardiac function

4 2 2 2 2 2

Postabortion a) First trimester 1* 1* 1* 1* 1* 1*

b) Second trimester 1* 1* 1* 1* 2 2

c) Immediately post-
septic abortion

1* 1* 1* 1* 4 4

Postpartum  

(see also Breastfeeding)

a)  <21 days 4 1 1 1

b)  21 days to 
42 days 

(i) with other risk 
factors for VTE 3* 1 1 1

(ii) without other 
risk factors for 
VTE

2 1 1 1

c)  >42 days 1 1 1 1

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Postpartum (in breastfeeding 

or non-breastfeeding women, 

including post-cesarean 

section)

a) <10 minutes after 
delivery of the 
placenta

2 1

b) 10 minutes after 
delivery of the 
placenta to 
< 4 weeks

2 2

c) >4 weeks 1 1

d) Puerperal sepsis 4 4

Pregnancy NA* NA* NA* NA* 4* 4*

Rheumatoid  

arthritis

a) On 
immunosuppressive 
therapy

2 1 2/3* 1 2 1 2 1

b) Not on 
immunosuppressive 
therapy

2 1 2 1 1 1

Schistosomiasis a) Uncomplicated 1 1 1 1 1 1

b) Fibrosis of the 
liver†

1 1 1 1 1 1

Severe dysmenorrhea 1 1 1 1 1 2

STIs a) Current purulent 
cervicitis or 
chlamydial infection 
or gonorrhea

1 1 1 1 4 2* 4 2*

b) Other STIs 
(excluding HIV and 
hepatitis)

1 1 1 1 2 2 2 2

c) Vaginitis 
(including 
trichomonas 
vaginalis and 
bacterial vaginosis)

1 1 1 1 2 2 2 2

d) Increased risk of 
STIs

1 1 1 1 2/3* 2 2/3* 2

Smoking a) Age <35 2 1 1 1 1 1

b) Age >35, <15 
cigarettes/day

3 1 1 1 1 1

c) Age >35, >15 
cigarettes/day

4 1 1 1 1 1

Solid organ  

transplantation†

a) Complicated 4 2 2 2 3 2 3 2

b) Uncomplicated 2* 2 2 2 2 2

Stroke† History of 
cerebrovascular 
accident

4 2 3 3 2 3 2 1

See table footnotes on page 54.
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Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Super{cial venous thrombosis a) Varicose veins 1 1 1 1 1 1

b) Super{cial 
thrombophlebitis

2 1 1 1 1 1

Systemic lupus  

erythematosus†

a) Positive (or 
unknown) 
antiphospholipid 
antibodies

4 3 3 3 3 3 1 1

b) Severe 
thrombocytopenia

2 2 3 2 2 2* 3* 2*

c) 
Immunosuppressive 
treatment

2 2 2 2 2 2 2 1

d) None of the above 2 2 2 2 2 2 1 1

^rombogenic  

mutations†

4* 2* 2* 2* 2* 1*

^yroid disorders Simple goiter/ 
hyperthyroid/
hypothyroid

1 1 1 1 1 1

Tuberculosis†  

(see also Drug  

Interactions)

a) Non-pelvic 1* 1* 1* 1* 1 1

b) Pelvic 1* 1* 1* 1* 4 3 4 3

Unexplained vaginal bleeding (suspicious for 
serious condition) 
before evaluation

2* 2* 3* 3* 4* 2* 4* 2*

Uterine {broids 1 1 1 1 2 2

Valvular heart  

disease

a) Uncomplicated 2 1 1 1 1 1

b) Complicated† 4 1 1 1 1 1

Vaginal bleeding  

patterns

a) Irregular pattern 
without heavy 
bleeding

1 2 2 2 1 1 1

b) Heavy or 
prolonged bleeding

1* 2* 2* 2* 1* 2* 2*

Viral hepatitis a) Acute or |are 3/4* 2 1 1 1 1 1

b) Carrier/Chronic 1 1 1 1 1 1 1

See table footnotes on page 54.
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Condition Sub-condition 

Combined 
pill, patch, 

ring
Progestin-
only pill Injection Implant LNG-IUD Copper-IUD

I C I C I C I C I C I C

Drug Interactions

Antiretroviral therapy a) Nucleoside 
reverse transcriptase 
inhibitors

1* 1 1 1 2/3* 2* 2/3* 2*

b) Non-nucleoside 
reverse transcriptase 
inhibitors

2* 2* 1 2* 2/3* 2* 2/3* 2*

c) Ritonavir-boosted 
protease inhibitors 

3* 3* 1 2* 2/3* 2* 2/3* 2*

Anticonvulsant therapy a) Certain 
anticonvulsants 
(phenytoin, 
carbamazepine, 
barbiturates, 
primidone, 
topiramate, 
oxcarbazepine)

3* 3* 1 2* 1 1

b) Lamotrigine 3* 1 1 1 1 1

Antimicrobial therapy a)  Broad spectrum 
antibiotics

1 1 1 1 1 1

b) Antifungals 1 1 1 1 1 1

c) Antiparasitics 1 1 1 1 1 1

d) Rifampicin or 
rifabutin therapy

3* 3* 1 2* 1 1

Abbreviations: AIDS = acquired immunodeficiency syndrome; BMI = body mass index; C = continuation of contraceptive method; COC = combined oral 
contraceptive; Cu-IUD = copper-containing intrauterine device; DVT = deep venous thrombosis; hCG = human chorionic gonadotropin; HIV = human 
immunodeficiency virus; I = initiation of contraceptive method; LNG-IUD = levonorgestrel-releasing intrauterine device; NA = not applicable; 
PE = pulmonary embolism; STI = sexually transmitted infection; VTE = venous thromboembolism.

Source: Modified from CDC. Summary chart of U.S. medical eligibility criteria for contraceptive use. Atlanta, GA: CDC; 2012. (Available at http://www.
cdc.gov/reproductivehealth/UnintendedPregnancy/USMEC.htm.)

* Please see the complete guidance for a clarification to this classification: www.cdc.gov/reproductivehealth/unintendedpregnancy/USMEC.htm.
† Condition that exposes a woman to increased risk as a result of unintended pregnancy.

Appendix A (Continued)

Summary Chart of U.S. Medical Eligibility Criteria for Contraceptive Use, 2010
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Contraceptive method

When to start (if the provider is 
reasonably certain that the woman is 

not pregnant)
Additional contraception  

(i.e., back-up) needed
Examinations or tests needed 

before initiation*

Copper-containing IUD Anytime Not needed Bimanual examination and cervical 
inspection†

Levonorgestrel-releasing IUD Anytime If >7 days after menses started, use 
back-up method or abstain for 7 days.

Bimanual examination and cervical 
inspection†

Implant Anytime If >5 days after menses started, use 
back-up method or abstain for 7 days.

None

Injectable Anytime If >7 days after menses started, use 
back-up method or abstain for 7 days.

None

Combined hormonal contraceptive Anytime If >5 days after menses started, use 
back-up method or abstain for 7 days.

Blood pressure measurement

Progestin-only pill Anytime If >5 days after menses started, use 
back-up method or abstain for 2 days.

None

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; IUD = intrauterine device; STD = sexually transmitted disease; U.S. MEC = U.S. Medical 
Eligibility Criteria for Contraceptive Use, 2010.
* Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. MEC 1) or generally 

can be used (U.S. MEC 2) among obese women (Box 2). However, measuring weight and calculating BMI (weight [kg]/height [m]2) at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about weight change perceived to be associated with their contraceptive method.

† Most women do not require additional STD screening at the time of IUD insertion if they have already been screened according to CDC’s STD Treatment Guidelines 
(available at http://www.cdc.gov/std/treatment). If a woman has not been screened according to guidelines, screening can be performed at the time of IUD insertion, 
and insertion should not be delayed. Women with purulent cervicitis or current chlamydial infection or gonorrhea should not undergo IUD insertion (U.S. MEC 4). 
Women who have a very high individual likelihood of STD exposure (e.g., those with a currently infected partner) generally should not undergo IUD insertion 
(U.S. MEC 3) (Box 2). For these women, IUD insertion should be delayed until appropriate testing and treatment occurs.

Appendix B

When To Start Using Specific Contraceptive Methods
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TABLE. Examinations and tests needed before initiation of contraceptive methods

Examination or test

Contraceptive method and class

Cu-IUD and 
LNG-IUD Implant Injectable CHC POP Condom

Diaphragm or  
cervical cap Spermicide

Examination

Blood pressure C C C A* C C C C

Weight (BMI) (weight [kg]/
height [m]2)

—† —† —† —† —† C C C

Clinical breast examination C C C C C C C C

Bimanual examination and 
cervical inspection 

A C C C C C A§ C

Laboratory test

Glucose C C C C C C C C

Lipids C C C C C C C C

Liver enzymes C C C C C C C C

Hemoglobin C C C C C C C C

Thrombogenic mutations C C C C C C C C

Cervical cytology 
(Papanicolaou smear)

C C C C C C C C

STD screening with laboratory 
tests

—¶ C C C C C C C

HIV screening with laboratory 
tests

C C C C C C C C

Abbreviations: BMI = body mass index; CHC = combined hormonal contraceptive; Cu-IUD = copper-containing intrauterine device; DMPA = depot medroxyprogesterone 
acetate; HIV = human immunodeficiency virus; LNG-IUD = levonorgestrel-releasing intrauterine device; POP = progestin-only pill; STD = sexually transmitted disease; 
U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive Use, 2010.
* In cases in which access to health care might be limited, the blood pressure measurement can be obtained by the woman in a nonclinical setting (e.g., pharmacy 

or fire station) and self-reported to the provider.
† Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. MEC 1) or generally 

can be used (U.S. MEC 2) among obese women (Box 2). However, measuring weight and calculating BMI at baseline might be helpful for monitoring any changes 
and counseling women who might be concerned about weight change perceived to be associated with their contraceptive method.

§ A bimanual examination (not cervical inspection) is needed for diaphragm fitting.
¶ Most women do not require additional STD screening at the time of IUD insertion if they have already been screened according to CDC’s STD Treatment Guidelines 

(available at http://www.cdc.gov/std/treatment). If a woman has not been screened according to guidelines, screening can be performed at the time of IUD insertion 
and insertion should not be delayed. Women with purulent cervicitis or current chlamydial infection or gonorrhea should not undergo IUD insertion (U.S. MEC 4). 
Women who have a very high individual likelihood of STD exposure (e.g., those with a currently infected partner) generally should not undergo IUD insertion 
(U.S. MEC 3). For these women, IUD insertion should be delayed until appropriate testing and treatment occurs.  

The examinations or tests noted apply to women who are 
presumed to be healthy. Those with known medical problems 
or other special conditions might need additional examinations 
or tests before being determined to be appropriate candidates 
for a particular method of contraception. The U.S. Medical 
Eligibility Criteria for Contraceptive Use, 2010 (U.S. MEC), 
might be useful in such circumstances (5). The following 
classification was considered useful in differentiating the 
applicability of the various examinations or tests:

Class A: essential and mandatory in all circumstances for 
safe and effective use of the contraceptive method. 
Class B: contributes substantially to safe and effective use, 
but implementation may be considered within the public 
health and/or service context; risk of not performing an 
examination or test should be balanced against the benefits 
of making the contraceptive method available.

Appendix C

Examinations and Tests Needed Before Initiation of Contraceptive Methods

Class C: does not contribute substantially to safe and 
effective use of the contraceptive method.
These classifications focus on the relationship of the 

examinations or tests to safe initiation of a contraceptive 
method. They are not intended to address the appropriateness 
of these examinations or tests in other circumstances. For 
example, some of the examinations or tests that are not deemed 
necessary for safe and effective contraceptive use might be 
appropriate for good preventive health care or for diagnosing 
or assessing suspected medical conditions.  

No examinations or tests are needed before initiating 
condoms or spermicides. A bimanual examination is necessary 
for diaphragm fitting. A bimanual examination and cervical  
inspection are needed for cervical cap fitting.
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TABLE. Routine follow-up after contraceptive initiation

Action

Contraceptive method

Cu-IUD or LNG-IUD Implant Injectable CHC POP

General follow-up

Advise women to return at any time to discuss side effects or other 
problems or if they want to change the method. Advise women 
using IUDs, implants, or injectables when the IUD or implant 
needs to be removed or when a reinjection is needed.  No routine 
follow-up visit is required.

X X X X X

Other routine visits

Assess the woman’s satisfaction with her current method and 
whether she has any concerns about method use.

X X X X X

Assess any changes in health status, including medications, that 
would change the method’s appropriateness for safe and 
effective continued use based on U.S. MEC (i.e., category 3 and 4 
conditions and characteristics) (Box 2).

X X X X X

Consider performing an examination to check for the presence of 
IUD strings.

X — — — —

Consider assessing weight changes and counseling women who 
are concerned about weight change perceived to be associated 
with their contraceptive method.

X X X X X

Measure blood pressure. — — — X —

Abbreviations: CHC = combined hormonal contraceptive; Cu-IUD = copper-containing intrauterine device; HIV = human immunodeficiency virus; IUD = intrauterine 
device; LNG-IUD = levonorgestrel-releasing intrauterine device; POP = progestin-only pill; U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive Use, 2010.

Appendix D

Routine Follow-Up After Contraceptive Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 

different situations. Specific populations that might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.
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Appendix E

Management of Women with Bleeding Irregularities While Using Contraception

If bleeding persists, or if the woman requests it, medical treatment can be considered.*

Cu-IUD 

users

For unscheduled 

spotting or light 

bleeding or for heavy 

or prolonged bleeding: 

NSAIDs  (5–7 days 

of treatment)   

LNG-IUD 

users†

Implant 

users†

For unscheduled 

spotting or light 

bleeding or heavy/

prolonged bleeding: 

NSAIDs (5–7 days  

of treatment) 

Hormonal treatment 

(if medically eligible) 

with COCs or 

estrogen (10–20 days

 of treatment) 

Injectable 

(DMPA) users 

For unscheduled

 spotting or light 

bleeding: 

NSAIDs (5–7 days 

of treatment) 

For heavy or 

prolonged bleeding: 

NSAIDs (5–7 days of 

treatment) 

Hormonal treatment 

(if medically eligible) 

with COCs or estrogen

(10–20 days of 

treatment) 

CHC users (extended or 

continuous regimen)

Hormone-free interval

 for 3–4 consecutive days

Not recommended during 

the "rst 21 days of  

extended or continuous 

CHC use

Not recommended more 

than once per month 

because contraceptive 

e#ectiveness might be 

reduced  

If bleeding disorder persists or woman "nds it unacceptable

Counsel on alternative methods and o#er another method, if desired.

Abbreviations: CHC = combined hormonal contraceptive; COC = combined oral contraceptive; Cu-IUD = copper-containing intrauterine device; DMPA = depot 
medroxyprogesterone acetate; LNG-IUD = levonorgestrel-releasing intrauterine device; NSAIDs = nonsteroidal antiinflammatory drugs.
* If clinically warranted, evaluate for underlying condition. Treat the condition or refer for care.
† Heavy or prolonged bleeding, either unscheduled or menstrual, is uncommon.
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Appendix F

Management of the IUD when a Cu-IUD or an LNG-IUD User Is Found To Have  
Pelvic Inflammatory Disease

Abbreviations: Cu-IUD = copper-containing IUD; IUD = intrauterine device; LNG-IUD = levonorgestrel-releasing IUD; PID = pelvic inflammatory disease.
* Treat according to CDC’s STD Treatment Guidelines (available at http://www.cdc.gov/std/treatment).
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Summary

The 2016 U.S. Selected Practice Recommendations for Contraceptive Use (U.S. SPR) addresses a select group of common, yet 
sometimes controversial or complex, issues regarding initiation and use of specific contraceptive methods. These recommendations for health care 
providers were updated by CDC after review of the scientific evidence and consultation with national experts who met in Atlanta, Georgia, 
during August 26–28, 2015. The information in this report updates the 2013 U.S. SPR (CDC. U.S. selected practice recommendations 
for contraceptive use, 2013. MMWR 2013;62[No. RR-5]). Major updates include 1) revised recommendations for starting regular 
contraception after the use of emergency contraceptive pills and 2) new recommendations for the use of medications to ease insertion of 
intrauterine devices. The recommendations in this report are intended to serve as a source of clinical guidance for health care providers and 
provide evidence-based guidance to reduce medical barriers to contraception access and use. Health care providers should always consider the 
individual clinical circumstances of each person seeking family planning services. This report is not intended to be a substitute for professional 
medical advice for individual patients. Persons should seek advice from their health care providers when considering family planning options.

Introduction
Unintended pregnancy rates remain high in the United 

States; approximately 45% of all pregnancies are unintended, 
with higher proportions among adolescent and young 
women, women who are racial/ethnic minorities, and women 
with lower levels of education and income (1). Unintended 
pregnancies increase the risk for poor maternal and infant 
outcomes (2) and in 2010, resulted in U.S. government health 
care expenditures of $21 billion (3). Approximately half of 
unintended pregnancies are among women who were not using 
contraception at the time they became pregnant; the other 
half are among women who became pregnant despite reported 
use of contraception (4). Strategies to prevent unintended 
pregnancy include assisting women at risk for unintended 
pregnancy and their partners with choosing appropriate 
contraceptive methods and helping them use methods correctly 
and consistently to prevent pregnancy.

In 2013, CDC published the first U.S. Selected Practice 
Recommendations for Contraceptive Use (U.S. SPR), adapted 
from global guidance developed by the World Health 
Organization (WHO SPR), which provided evidence-based 
guidance on how to use contraceptive methods safely and 
effectively once they are deemed to be medically appropriate. 

U.S. SPR is a companion document to U.S. Medical Eligibility 
Criteria for Contraceptive Use (U.S. MEC) (http://www.cdc.
gov/reproductivehealth/unintendedpregnancy/usmec.htm), 
which provides recommendations on safe use of contraceptive 
methods for women with various medical conditions and 
other characteristics (5). WHO intended for the global 
guidance to be used by local or national policy makers, family 
planning program managers, and the scientific community as 
a reference when they develop family planning guidance at 
the country or program level. During 2012–2013, CDC went 
through a formal process to adapt the global guidance for best 
implementation in the United States, which included rigorous 
identification and critical appraisal of the scientific evidence 
through systematic reviews, and input from national experts 
on how to translate that evidence into recommendations for 
U.S. health care providers (6). At that time, CDC committed 
to keeping this guidance up to date and based on the best 
available evidence, with full review every few years (6).

This document updates the 2013 U.S. SPR (6) with new 
evidence and input from experts. Major updates include 
1) revised recommendations for starting regular contraception 
after the use of emergency contraceptive pills and 2) new 
recommendations for the use of medications to ease insertion 
of intrauterine devices (IUDs). Recommendations are provided 
for health care providers on the safe and effective use of 
contraceptive methods and address provision of contraceptive 
methods and management of side effects and other problems 
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with contraceptive method use, within the framework of 
removing unnecessary medical barriers to accessing and using 
contraception. These recommendations are meant to serve as 
a source of clinical guidance for health care providers; health 
care providers should always consider the individual clinical 
circumstances of each person seeking family planning services. 
This report is not intended to be a substitute for professional 
medical advice for individual patients, who should seek advice 
from their health care providers when considering family 
planning options.

Summary of Changes from the  
2013 U.S. SPR

Updated Recommendations

Recommendations have been updated regarding when 
to start regular contraception after ulipristal acetate (UPA) 
emergency contraceptive pills:

• Advise the woman to start or resume hormonal 
contraception no sooner than 5 days after use of UPA, 
and provide or prescribe the regular contraceptive method 
as needed. For methods requiring a visit to a health care 
provider, such as depo-medroxyprogesterone acetate 
(DMPA), implants, and IUDs, starting the method at the 
time of UPA use may be considered; the risk that the 
regular contraceptive method might decrease the 
effectiveness of UPA must be weighed against the risk of 
not starting a regular hormonal contraceptive method.

• The woman needs to abstain from sexual intercourse or 
use barrier contraception for the next 7 days after starting 
or resuming regular contraception or until her next 
menses, whichever comes first.

• Any nonhormonal contraceptive method can be started 
immediately after the use of UPA.

• Advise the woman to have a pregnancy test if she does not 
have a withdrawal bleed within 3 weeks.

New Recommendations

New recommendations have been made for medications to 
ease IUD insertion:

• Misoprostol is not recommended for routine use before 
IUD insertion. Misoprostol might be helpful in select 
circumstances (e.g., in women with a recent failed insertion).

• Paracervical block with lidocaine might reduce patient 
pain during IUD insertion.

Methods
Since publication of the 2013 U.S. SPR, CDC has 

monitored the literature for new evidence relevant to the 
recommendations through the WHO/CDC continuous 
identification of research evidence (CIRE) system (7). This 
system identifies new evidence as it is published and allows 
WHO and CDC to update systematic reviews and facilitate 
updates to recommendations as new evidence warrants. 
Automated searches are run in PubMed weekly, and the results 
are reviewed. Abstracts that meet specific criteria are added to 
the web-based CIRE system, which facilitates coordination and 
peer review of systematic reviews for both WHO and CDC. 
In 2014, CDC reviewed all of the existing recommendations 
in the 2013 U.S. SPR for new evidence identified by CIRE 
that had the potential to lead to a changed recommendation. 
During August 27–28, 2014, CDC held a meeting in Atlanta, 
Georgia, of 11 family planning experts and representatives from 
partner organizations to solicit their input on the scope of and 
process for updating both the 2010 U.S. MEC and the 2013 
U.S. SPR. The participants were experts in family planning 
and represented different provider types and organizations that 
represent health care providers. A list of participants is provided 
at the end of this report. The meeting related to topics to be 
addressed in the update of U.S. SPR based on new scientific 
evidence published since 2013 (identified though the CIRE 
system), topics addressed at a 2014 WHO meeting to update 
global guidance, and suggestions CDC received from providers 
for the addition of recommendations not included in the 
2013 U.S. SPR (e.g., from provider feedback through e-mail, 
public inquiry, and questions received at conferences). CDC 
identified one topic to consider adding to the guidance: the 
use of medications to ease IUD insertion (evidence question: 
“Among women of reproductive age, does use of medications 
before IUD insertion improve the safety or effectiveness 
of the procedure [ease of insertion, need for adjunctive 
insertion measures, or insertion success] or affect patient 
outcomes [pain or side effects] compared with nonuse of 
these medications?”). CDC also identified one topic for 
which new evidence warranted a review of an existing 
recommendation: initiation of regular contraception after 
emergency contraceptive pills (evidence question: “Does 
ulipristal acetate for emergency contraception interact with 
regular use of hormonal contraception leading to decreased 
effectiveness of either contraceptive method?”). CDC 
determined that all other recommendations in the 2013 
U.S. SPR were up to date and consistent with the current 
body of evidence for that recommendation.

In preparation for a subsequent expert meeting 
August 26–28, 2015, to review the scientific evidence 
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for potential recommendations, CDC staff conducted 
independent systematic reviews for each of the topics 
being considered. The purpose of these systematic reviews 
was to identify direct evidence related to the common 
clinical challenges associated with the recommendations. 
Preferred Reporting Items for Systematic Reviews and 
Meta-Analyses (PRISMA) guidelines were followed for 
reporting systematic reviews (8,9), and strength and 
quality of the evidence were assigned using the system of 
the U.S. Preventive Services Task Force (10). When direct 
evidence was limited or not available, indirect evidence 
(e.g., evidence on surrogate outcomes) and theoretical issues 
were considered and either added to direct evidence within 
a systematic review or separately compiled for presentation 
to the meeting participants. Completed systematic reviews 
were peer reviewed by two or three experts and then 
provided to participants before the expert meeting. Reviews 
are referenced throughout this document; the full reviews 
have been published and contain the details of each review, 
including systematic review question, literature search 
protocol, inclusion and exclusion criteria, evidence tables, 
and quality assessment.  CDC staff continued to monitor 
new evidence identified through the CIRE system during 
the preparation for the August 2015 meeting. 

During August 26–28, 2015, CDC held a meeting in 
Atlanta, Georgia, of 29 participants who were invited to 
provide their individual perspectives on the scientific evidence 
presented and to discuss potential recommendations that 
followed. Participants represented a wide range of expertise 
in family planning provision and research and included 
obstetrician/gynecologists, pediatricians, family physicians, 
nurse practitioners, epidemiologists, and others with research 
and clinical practice expertise in contraceptive safety, 
effectiveness, and management. Lists of participants and any 
potential conflicts of interest are provided at the end of this 
report. During the meeting, the evidence from the systematic 
review for each topic was presented, including direct evidence 
and any indirect evidence or theoretical concerns. Participants 
provided their perspectives on using the evidence to develop 
the recommendations that would meet the needs of U.S. 
health care providers. After the meeting, CDC determined the 
recommendations in this report, taking into consideration the 
perspectives provided by the meeting participants. Feedback 
also was received from four external reviewers, composed of 
health care providers and researchers who had not participated 
in the update meetings. These providers were asked to provide 
comments on the accuracy, feasibility, and clarity of the 
recommendations. Areas of research that need additional 
investigation also were considered during the meeting (11).

Maintaining Updated Guidance
As with any evidence-based guidance document, a key 

challenge is keeping the recommendations up to date as new 
scientific evidence becomes available. Working with WHO, 
CDC uses the CIRE system to ensure that WHO and 
CDC guidance is based on the best available evidence and 
that a mechanism is in place to update guidance when new 
evidence becomes available (7). CDC will continue to work 
with WHO to identify and assess all new relevant evidence 
and determine whether changes in the recommendations are 
warranted. In most cases, U.S. SPR will follow any updates 
in the WHO guidance, which typically occurs every 5 years 
(or sooner if warranted by new data). In addition, CDC will 
review any interim WHO updates for their application in 
the United States. CDC also will identify and assess any new 
literature for the recommendations that are not included in 
the WHO guidance and will completely review U.S. SPR 
every 5 years. Updates to the guidance can be found on the 
U.S. SPR website (http://www.cdc.gov/reproductivehealth/
UnintendedPregnancy/USSPR.htm).

How To Use This Document
The recommendations in this report are intended to 

help health care providers address issues related to use of 
contraceptives, such as how to help a woman initiate use of a 
contraceptive method, which examinations and tests are needed 
before initiating use of a contraceptive method, what regular 
follow-up is needed, and how to address problems that often 
arise during use, including missed pills and side effects such as 
unscheduled bleeding. Each recommendation addresses what 
a woman or health care provider can do in specific situations. 
For situations in which certain groups of women might be 
medically ineligible to follow the recommendations, comments 
and reference to U.S. MEC are provided (5). The full U.S. 
MEC recommendations and the evidence supporting those 
recommendations have been updated in 2016 (5) and are 
summarized (Appendix A).

The information in this document is organized by 
contraceptive method, and the methods generally are presented 
in order of effectiveness, from highest to lowest. However, the 
recommendations are not intended to provide guidance on 
every aspect of provision and management of contraceptive 
method use. Instead, they incorporate the best available 
evidence to address specific issues regarding common, yet 
sometimes complex, clinical issues. Each contraceptive method 
section generally includes information about initiation of the 
method, regular follow-up, and management of problems 
with use (e.g., usage errors and side effects). Each section first 
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provides the recommendation and then includes comments 
and a brief summary of the scientific evidence on which the 
recommendation is based. The level of evidence from the 
systematic reviews for each evidence summary are provided 
based on the U.S. Preventive Services Task Force system, which 
includes ratings for study design (I: randomized controlled trials; 
II-1: controlled trials without randomization; II-2: observational 
studies; and II-3: multiple time series or descriptive studies), ratings 
for internal validity (good, fair, or poor), and categorization of the 
evidence as direct or indirect for the specific review question (10).

Recommendations in this document are provided for 
permanent methods of contraception, such as vasectomy 
and female sterilization, as well as for reversible methods of 
contraception, including the copper-containing intrauterine 
device (Cu-IUD); levonorgestrel-releasing IUDs (LNG-IUDs); 
the etonogestrel implant; progestin-only injectables; progestin-
only pills (POPs); combined hormonal contraceptive methods 
that contain both estrogen and a progestin, including combined 
oral contraceptives (COCs), a transdermal contraceptive patch, 
and a vaginal contraceptive ring; and the standard days method 
(SDM). Recommendations also are provided for emergency use 
of the Cu-IUD and emergency contraceptive pills (ECPs).

For each contraceptive method, recommendations are provided 
on the timing for initiation of the method and indications for 
when and for how long additional contraception, or a back-up 
method, is needed. Many of these recommendations include 
guidance that a woman can start a contraceptive method at any 
time during her menstrual cycle if it is reasonably certain that she 
is not pregnant. Guidance for health care providers on how to be 
reasonably certain that a woman is not pregnant also is provided.

For each contraceptive method, recommendations include the 
examinations and tests needed before initiation of the method. 
These recommendations apply to persons who are presumed to 
be healthy. Those with known medical problems or other special 
conditions might need additional examinations or tests before 
being determined to be appropriate candidates for a particular 
method of contraception. U.S. MEC might be useful in such 
circumstances (5). Most women need no or very few examinations 
or tests before initiating a contraceptive method although they 
might be needed to address other noncontraceptive health needs 
(12). Any additional screening needed for preventive health care 
can be performed at the time of contraception initiation, and 
initiation should not be delayed for test results. The following 
classification system was developed by WHO and adopted by 
CDC to categorize the applicability of the various examinations 
or tests before initiation of contraceptive methods (13):
Class A: These tests and examinations are essential and 
mandatory in all circumstances for safe and effective use of 
the contraceptive method.

Class B: These tests and examinations contribute substantially 
to safe and effective use, although implementation can be 
considered within the public health context, service context, or 
both. The risk for not performing an examination or test should 
be balanced against the benefits of making the contraceptive 
method available.
Class C: These tests and examinations do not contribute 
substantially to safe and effective use of the contraceptive method.

These classifications focus on the relation of the examinations 
or tests to safe initiation of a contraceptive method. They 
are not intended to address the appropriateness of these 
examinations or tests in other circumstances. For example, 
some of the examinations or tests that are not deemed necessary 
for safe and effective contraceptive use might be appropriate 
for good preventive health care or for diagnosing or assessing 
suspected medical conditions. Systematic reviews were 
conducted for several different types of examinations and tests 
to assess whether a screening test was associated with safe use 
of contraceptive methods. Because no single convention exists 
for screening panels for certain diseases, including diabetes, 
lipid disorders, and liver diseases, the search strategies included 
broad terms for the tests and diseases of interest.

Summary charts and clinical algorithms that summarize 
the guidance for the various contraceptive methods have been 
developed for many of the recommendations, including when 
to start using specific contraceptive methods (Appendix B), 
examinations and tests needed before initiating the various 
contraceptive methods (Appendix C), routine follow-up 
after initiating contraception (Appendix D), management of 
bleeding irregularities (Appendix E), and management of IUDs 
when users are found to have pelvic inflammatory disease (PID) 
(Appendix F). These summaries might be helpful to health care 
providers when managing family planning patients. Additional 
tools are available on the U.S. SPR website (http://www.cdc.
gov/reproductivehealth/UnintendedPregnancy/USSPR.htm).

Contraceptive Method Choice
Many elements need to be considered individually by a 

woman, man, or couple when choosing the most appropriate 
contraceptive method. Some of these elements include 
safety, effectiveness, availability (including accessibility 
and affordability), and acceptability. Although most 
contraceptive methods are safe for use by most women, 
U.S. MEC provides recommendations on the safety of 
specific contraceptive methods for women with certain 
characteristics and medical conditions (5); a U.S. MEC 
summary (Appendix A) and the categories of medical 
eligibility criteria for contraceptive use (Box 1) are provided. 
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Voluntary informed choice of contraceptive methods is an 
essential guiding principle, and contraceptive counseling, 
where applicable, might be an important contributor to the 
successful use of contraceptive methods.

Contraceptive method effectiveness is critically important 
in minimizing the risk for unintended pregnancy, particularly 

among women for whom an unintended pregnancy would 
pose additional health risks. The effectiveness of contraceptive 
methods depends both on the inherent effectiveness of the 
method itself and on how consistently and correctly it is used 
(Figure 1). Both consistent and correct use can vary greatly with 
characteristics such as age, income, desire to prevent or delay 
pregnancy, and culture. Methods that depend on consistent and 
correct use by clients have a wide range of effectiveness between 
typical use (actual use, including incorrect or inconsistent 
use) and perfect use (correct and consistent use according 
to directions) (14). IUDs and implants are considered long-
acting, reversible contraception (LARC); these methods 
are highly effective because they do not depend on regular 
compliance from the user. LARC methods are appropriate 
for most women, including adolescents and nulliparous 
women. All women should be counseled about the full range 
and effectiveness of contraceptive options for which they are 
medically eligible so that they can identify the optimal method.

In choosing a method of contraception, dual protection 
from the simultaneous risk for human immunodeficiency 
virus (HIV) and other sexually transmitted diseases (STDs) 
also should be considered. Although hormonal contraceptives 
and IUDs are highly effective at preventing pregnancy, they 
do not protect against STDs, including HIV. Consistent and 
correct use of the male latex condom reduces the risk for HIV 

infection and other STDs, including chlamydial infection, 
gonococcal infection, and trichomoniasis (15). Although 
evidence is limited, use of female condoms can provide 
protection from acquisition and transmission of STDs (15). 
All patients, regardless of contraceptive choice, should be 
counseled about the use of condoms and the risk for STDs, 
including HIV infection (15). Additional information about 
prevention and treatment of STDs is available from the CDC 
Sexually Transmitted Diseases Treatment Guidelines (http://www.
cdc.gov/std/treatment) (15).

Women, men, and couples have increasing numbers of safe 
and effective choices for contraceptive methods, including 
LARC methods such as IUDs and implants, to reduce the 
risk for unintended pregnancy. However, with these expanded 
options comes the need for evidence-based guidance to help 
health care providers offer quality family planning care to their 
patients, including assistance in choosing the most appropriate 
contraceptive method for individual circumstances and 
using that method correctly, consistently, and continuously 
to maximize effectiveness. Removing unnecessary barriers 
can help patients access and successfully use contraceptive 
methods. Several medical barriers to initiating and continuing 
contraceptive methods might exist, such as unnecessary screening 
examinations and tests before starting the method (e.g., a pelvic 
examination before initiation of COCs), inability to receive the 
contraceptive on the same day as the visit (e.g., waiting for test 
results that might not be needed or waiting until the woman’s 
next menstrual cycle to start use), and difficulty obtaining 
continued contraceptive supplies (e.g., restrictions on number 
of pill packs dispensed at one time). Removing unnecessary 
steps, such as providing prophylactic antibiotics at the time of 
IUD insertion or requiring unnecessary follow-up procedures, 
also can help patients access and successfully use contraception.

How To Be Reasonably Certain that a 
Woman Is Not Pregnant

In most cases, a detailed history provides the most accurate 
assessment of pregnancy risk in a woman who is about 
to start using a contraceptive method. Several criteria for 
assessing pregnancy risk are listed in the recommendation 
that follows. These criteria are highly accurate (i.e., a negative 
predictive value of 99%–100%) in ruling out pregnancy 
among women who are not pregnant (16–19). Therefore, 
CDC recommends that health care providers use these 
criteria to assess pregnancy status in a woman who is about 
to start using contraceptives (Box 2). If a woman meets one 
of these criteria (and therefore the health care provider can be 
reasonably certain that she is not pregnant), a urine pregnancy 

BOX 1. Categories of medical eligibility criteria for contraceptive use

• U.S. MEC 1 = A condition for which there is no 
restriction for the use of the contraceptive method.

• U.S. MEC 2 = A condition for which the advantages 
of using the method generally outweigh the 
theoretical or proven risks.

• U.S. MEC 3 = A condition for which the theoretical 
or proven risks usually outweigh the advantages of 
using the method.

• U.S. MEC 4 = A condition that represents an 
unacceptable health risk if the contraceptive method 
is used.

Source: Curtis KM, Jatlaoui TC, Tepper NK, et al. U.S. medical eligibility 
criteria for contraceptive use. MMWR 2016;65(No. RR-3).
Abbreviation: U.S. MEC  =  U.S. Medical Eligibility Criteria for 
Contraceptive Use.
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test might be considered in addition to these criteria (based 
on clinical judgment), bearing in mind the limitations of the 
accuracy of pregnancy testing. If a woman does not meet 
any of these criteria, then the health care provider cannot be 
reasonably certain that she is not pregnant, even with a negative 
pregnancy test. Routine pregnancy testing for every woman 
is not necessary.

On the basis of clinical judgment, health care providers 
might consider the addition of a urine pregnancy test; however, 
they should be aware of the limitations, including accuracy 
of the test relative to the time of last sexual intercourse, 
recent delivery, or spontaneous or induced abortion. Routine 
pregnancy testing for every woman is not necessary. If a woman 
has had recent (i.e., within the last 5 days) unprotected sexual 

intercourse, consider offering emergency contraception (either 
a Cu-IUD or ECPs) if pregnancy is not desired.

Comments and Evidence Summary. The criteria for 
determining whether a woman is pregnant depend on the 
assurance that she has not ovulated within a certain amount of 
time after her last menses, spontaneous or induced abortion, or 
delivery. Among menstruating women, the timing of ovulation 
can vary widely. During an average 28-day cycle, ovulation 
generally occurs during days 9–20 (20). In addition, the 
likelihood of ovulation is low from days 1–7 of the menstrual 
cycle (21). After a spontaneous or an induced abortion, 
ovulation can occur within 2–3 weeks and has been found 
to occur as early as 8–13 days after the end of the pregnancy. 
Therefore, the likelihood of ovulation is low ≤7 days after 
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Lactational Amenorrhea Method: LAM is a highly e#ective, temporary method of contraception.

Emergency Contraception: Emergency contraceptive pills or a copper IUD after unprotected intercourse substantially reduces risk  of pregnancy.

[

[

]

FIGURE 1. Effectiveness of family planning methods*

Sources: Adapted from World Health Organization (WHO) Department of Reproductive Health and Research, Johns Hopkins Bloomberg School of Public Health/
Center for Communication Programs (CCP). Knowledge for health project. Family planning: a global handbook for providers (2011 update). Baltimore, MD; Geneva, 
Switzerland: CCP and WHO; 2011; and Trussell J. Contraceptive failure in the United States. Contraception 2011;83:397–404.
* The percentages indicate the number out of every 100 women who experienced an unintended pregnancy within the first year of typical use of each contraceptive method.
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an abortion (22–24). A systematic review reported that the 
mean day of first ovulation among postpartum nonlactating 
women occurred 45–94 days after delivery (25). In one study, 
the earliest ovulation was reported at 25 days after delivery. 
Among women who are within 6 months postpartum, are 
fully or nearly fully breastfeeding (exclusively breastfeeding 
or the vast majority [≥85%] of feeds are breastfeeds), and are 
amenorrheic, the risk for pregnancy is <2% (26,27).

Although pregnancy tests often are performed before 
initiating contraception, the accuracy of qualitative urine 
pregnancy tests varies depending on the timing of the test 
relative to missed menses, recent sexual intercourse, or recent 
pregnancy. The sensitivity of a pregnancy test is defined as 
the concentration of human chorionic gonadotropin (hCG) 
at which 95% of tests are positive. Most qualitative pregnancy 
tests approved by the U.S. Food and Drug Administration 
(FDA) report a sensitivity of 20–25 mIU/mL in urine (28–31). 
However, pregnancy detection rates can vary widely because of 
differences in test sensitivity and the timing of testing relative 
to missed menses (30,32). Some studies have shown that an 
additional 11 days past the day of expected menses are needed 
to detect 100% of pregnancies using qualitative tests (29). In 
addition, pregnancy tests cannot detect a pregnancy resulting 
from recent sexual intercourse. Qualitative tests also might have 
positive results for several weeks after termination of pregnancy 
because hCG can be present for several weeks after delivery or 
abortion (spontaneous or induced) (33–35).

For contraceptive methods other than IUDs, the benefits 
of starting to use a contraceptive method likely exceed any 
risk, even in situations in which the health care provider is 
uncertain whether the woman is pregnant. Therefore, the 
health care provider can consider having patients start using 

contraceptive methods other than IUDs at any time, with 
a follow-up pregnancy test in 2–4 weeks. The risks of not 
starting to use contraception should be weighed against the 
risks of initiating contraception use in a woman who might 
be already pregnant. Most studies have shown no increased 
risk for adverse outcomes, including congenital anomalies 
or neonatal or infant death, among infants exposed in utero 
to COCs (36–38). Studies also have shown no increased risk 
for neonatal or infant death or developmental abnormalities 
among infants exposed in utero to DMPA (37,39,40).

In contrast, for women who want to begin using an IUD 
(Cu-IUD or LNG-IUD), in situations in which the health 
care provider is uncertain whether the woman is pregnant, the 
woman should be provided with another contraceptive method 
to use until the health care provider is reasonably certain that 
she is not pregnant and can insert the IUD. Pregnancies among 
women with IUDs are at higher risk for complications such as 
spontaneous abortion, septic abortion, preterm delivery, and 
chorioamnionitis (41).

A systematic review identified four analyses of data 
from three diagnostic accuracy studies that evaluated the 
performance of the listed criteria (Box 2) through use of a 
pregnancy checklist compared with a urine pregnancy test 
conducted concurrently (42). The performance of the checklist 
to diagnose or exclude pregnancy varied, with sensitivity 
of 55%–100% and specificity of 39%–89%. The negative 
predictive value was consistent across studies at 99%–100%; 
the pregnancy checklist correctly ruled out women who were 
not pregnant. One of the studies assessed the added usefulness 
of signs and symptoms of pregnancy and found that these 
criteria did not substantially improve the performance of the 
pregnancy checklist, although the number of women with signs 
and symptoms was small (16) (Level of evidence: Diagnostic 
accuracy studies, fair, direct).

Intrauterine Contraception
Four IUDs are available in the United States, the copper-

containing IUD and three levonorgestrel-releasing IUDs 
(containing a total of either 13.5 mg or 52 mg levonorgestrel). 
Fewer than 1 woman out of 100 becomes pregnant in the 
first year of using IUDs (with typical use) (14). IUDs are 
long-acting, are reversible, and can be used by women of all 
ages, including adolescents, and by parous and nulliparous 
women. IUDs do not protect against STDs; consistent and 
correct use of male latex condoms reduces the risk for STDs, 
including HIV.

BOX 2. How to be reasonably certain that a woman is not pregnant

A health care provider can be reasonably certain that a 
woman is not pregnant if she has no symptoms or signs 
of pregnancy and meets any one of the following criteria:
• is ≤7 days after the start of normal menses
• has not had sexual intercourse since the start of last 

normal menses.
• has been correctly and consistently using a reliable 

method of contraception
• is ≤7 days after spontaneous or induced abortion
• is within 4 weeks postpartum
• is fully or nearly fully breastfeeding (exclusively 

breastfeeding or the vast majority [≥85%] of feeds are 
breastfeeds), amenorrheic, and <6 months postpartum
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Initiation of Cu-IUDs

Timing

• The Cu-IUD can be inserted at any time if it is reasonably 
certain that the woman is not pregnant (Box 2).

• The Cu-IUD also can be inserted within 5 days of the first 
act of unprotected sexual intercourse as an emergency 
contraceptive. If the day of ovulation can be estimated, 
the Cu-IUD also can be inserted >5 days after sexual 
intercourse as long as insertion does not occur >5 days 
after ovulation.

Need for Back-Up Contraception

• No additional contraceptive protection is needed after 
Cu-IUD insertion.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: The Cu-IUD can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: No additional 
contraceptive protection is needed.

Postpartum (Including After Cesarean Delivery)

• Timing: The Cu-IUD can be inserted at any time 
postpartum, including immediately postpartum (U.S. 
MEC 1 or 2) (Box 1), if it is reasonably certain that the 
woman is not pregnant (Box 2). The Cu-IUD should not 
be inserted in a woman with postpartum sepsis (e.g., 
chorioamnionitis or endometritis) (U.S. MEC 4).

• Need for back-up contraception: No additional 
contraceptive protection is needed.

Postabortion (Spontaneous or Induced)

• Timing: The Cu-IUD can be inserted within the first 
7 days, including immediately postabortion (U.S. MEC 
1 for first-trimester abortion and U.S. MEC 2 for second-
trimester abortion). The Cu-IUD should not be inserted 
immediately after a septic abortion (U.S. MEC 4).

• Need for back-up contraception: No additional 
contraceptive protection is needed.

Switching from Another Contraceptive Method

• Timing: The Cu-IUD can be inserted immediately if it is 
reasonably certain that the woman is not pregnant (Box 2). 
Waiting for her next menstrual cycle is unnecessary.

• Need for back-up contraception: No additional 
contraceptive protection is needed.

Comments and Evidence Summary. In situations in which 
the health care provider is not reasonably certain that the 
woman is not pregnant, the woman should be provided with 
another contraceptive method to use until the health care 
provider can be reasonably certain that she is not pregnant 
and can insert the Cu-IUD.

A systematic review identified eight studies that suggested 
that timing of Cu-IUD insertion in relation to the menstrual 
cycle in non-postpartum women had little effect on long-
term outcomes (rates of continuation, removal, expulsion, 
or pregnancy) or on short-term outcomes (pain at insertion, 
bleeding at insertion, or immediate expulsion) (43) (Level of 
evidence: II-2, fair, direct).

Initiation of LNG-IUDs

Timing of LNG-IUD Insertion

• The LNG-IUD can be inserted at any time if it is reasonably 
certain that the woman is not pregnant (Box 2).

Need for Back-Up Contraception

• If the LNG-IUD is inserted within the first 7 days since 
menstrual bleeding started, no additional contraceptive 
protection is needed.

• If the LNG-IUD is inserted >7 days since menstrual 
bleeding started, the woman needs to abstain from sexual 
intercourse or use additional contraceptive protection for 
the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: The LNG-IUD can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Including After Cesarean Delivery)

• Timing: The LNG-IUD can be inserted at any time, 
including immediately postpartum (U.S. MEC 1 or 2) if 
it is reasonably certain that the woman is not pregnant 
(Box 2). The LNG-IUD should not be inserted in a 
woman with postpartum sepsis (e.g., chorioamnionitis or 
endometritis) (U.S. MEC 4).

• Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (27), no 
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additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >7 days since menstrual bleeding 
began, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postabortion (Spontaneous or Induced)

• Timing: The LNG-IUD can be inserted within the first 
7 days, including immediately postabortion (U.S. MEC 
1 for first-trimester abortion and U.S. MEC 2 for second-
trimester abortion). The LNG-IUD should not be inserted 
immediately after a septic abortion (U.S. MEC 4).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
IUD is placed at the time of a surgical abortion.

Switching from Another Contraceptive Method

• Timing: The LNG-IUD can be inserted immediately if 
it is reasonably certain that the woman is not pregnant 
(Box 2). Waiting for her next menstrual cycle is 
unnecessary.

• Need for back-up contraception: If it has been >7 days 
since menstrual bleeding began, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

• Switching from a Cu-IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A 
health care provider may consider providing any type of 
ECPs at the time of LNG-IUD insertion.

Comments and Evidence Summary. In situations in which 
the health care provider is uncertain whether the woman might 
be pregnant, the woman should be provided with another 
contraceptive method to use until the health care provider 
can be reasonably certain that she is not pregnant and can 
insert the LNG-IUD. If a woman needs to use additional 
contraceptive protection when switching to an LNG-IUD 
from another contraceptive method, consider continuing her 
previous method for 7 days after LNG-IUD insertion. No 
direct evidence was found regarding the effects of inserting 
LNG-IUDs on different days of the cycle on short- or long-
term outcomes (43).

Examinations and Tests Needed Before 
Initiation of a Cu-IUD or an LNG-IUD

Among healthy women, few examinations or tests are 
needed before initiation of an IUD (Table 1). Bimanual 
examination and cervical inspection are necessary before 
IUD insertion. A baseline weight and BMI measurement 
might be useful for monitoring IUD users over time. If a 
woman has not been screened for STDs according to STD 
screening guidelines, screening can be performed at the time 
of insertion. Women with known medical problems or other 
special conditions might need additional examinations or 
tests before being determined to be appropriate candidates 
for a particular method of contraception. U.S. MEC might 
be useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): 
Obese women can use IUDs (U.S. MEC 1) (5); therefore, 
screening for obesity is not necessary for the safe initiation 
of IUDs. However, measuring weight and calculating 

TABLE 1. Classification of examinations and tests needed before 
IUD insertion

Examination or test

Class*

Copper-
containing IUD

Levonorgestrel-
releasing IUD

Examination

Blood pressure C C

Weight (BMI) (weight [kg] / height [m]2) —† —†

Clinical breast examination C C

Bimanual examination and cervical inspection A A

Laboratory test

Glucose C C

Lipids C C

Liver enzymes C C

Hemoglobin C C

Thrombogenic mutations C C

Cervical cytology (Papanicolaou smear) C C

STD screening with laboratory tests —§ —§

HIV screening with laboratory tests C C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
IUD = intrauterine device; STD = sexually transmitted disease; U.S. MEC = U.S. 
Medical Eligibility Criteria for Contraceptive Use.
* Class A: essential and mandatory in all circumstances for safe and effective use of 

the contraceptive method. Class B: contributes substantially to safe and effective 
use, but implementation may be considered within the public health and/or service 
context; the risk of not performing an examination or test should be balanced against 
the benefits of making the contraceptive method available. Class C: does not 
contribute substantially to safe and effective use of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 1). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.

§ Most women do not require additional STD screening at the time of IUD insertion. 
If a woman with risk factors for STDs has not been screened for gonorrhea and 
chlamydia according to CDC’s STD Treatment Guidelines (http://www.cdc.gov/std/
treatment), screening can be performed at the time of IUD insertion, and insertion 
should not be delayed. Women with current purulent cervicitis or chlamydial 
infection or gonococcal infection should not undergo IUD insertion (U.S. MEC 4).
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BMI (weight [kg] / height [m2]) at baseline might be helpful 
for monitoring any changes and counseling women who 
might be concerned about weight change perceived to be 
associated with their contraceptive method.

Bimanual examination and cervical inspection: Bimanual 
examination and cervical inspection are necessary before IUD 
insertion to assess uterine size and position and to detect any 
cervical or uterine abnormalities that might indicate infection 
or otherwise prevent IUD insertion (44,45).

STDs: Women should be routinely screened for chlamydial 
infection and gonorrhea according to national screening 
guidelines. The CDC Sexually Transmitted Diseases Treatment 
Guidelines provide information on screening eligibility, timing, 
and frequency of screening and on screening for persons with 
risk factors (15) (http://www.cdc.gov/std/treatment). If STD 
screening guidelines have been followed, most women do not 
need additional STD screening at the time of IUD insertion, 
and insertion should not be delayed. If a woman with risk 
factors for STDs has not been screened for gonorrhea and 
chlamydia according to CDC STD treatment guidelines, 
screening can be performed at the time of IUD insertion, 
and insertion should not be delayed. Women with current 
purulent cervicitis or chlamydial infection or gonococcal 
infection should not undergo IUD insertion (U.S. MEC 4). A 
systematic review identified two studies that demonstrated no 
differences in PID rates among women who screened positive 
for gonorrhea or chlamydia and underwent concurrent IUD 
insertion compared with women who screened positive and 
initiated other contraceptive methods (46). Indirect evidence 
demonstrates women who undergo same-day STD screening 
and IUD insertion have similar PID rates compared with 
women who have delayed IUD insertion. Women who 
undergo same-day STD screening and IUD insertion have low 
incidence rates of PID. Algorithms for predicting PID among 
women with risk factors for STDs have poor predictive value. 
Risk for PID among women with risk factors for STDs is low 
(15,47–57). Although women with STDs at the time of IUD 
insertion have a higher risk for PID, the overall rate of PID 
among all IUD users is low (51,54).

Hemoglobin: Women with iron-deficiency anemia can 
use the LNG-IUD (U.S. MEC 1) (5); therefore, screening 
for anemia is not necessary for safe initiation of the LNG-
IUD. Women with iron-deficiency anemia generally can use 
Cu-IUDs (U.S. MEC 2) (5). Measurement of hemoglobin 
before initiation of Cu-IUDs is not necessary because of 
the minimal change in hemoglobin among women with 
and without anemia using Cu-IUDs. A systematic review 
identified four studies that provided direct evidence for changes 
in hemoglobin among women with anemia who received 
Cu-IUDs (58). Evidence from one randomized trial (59) 

and one prospective cohort study (60) showed no significant 
changes in hemoglobin among Cu-IUD users with anemia, 
whereas two prospective cohort studies (61,62) showed a 
statistically significant decrease in hemoglobin levels during 
12 months of follow-up; however, the magnitude of the 
decrease was small and most likely not clinically significant. 
The systematic review also identified 21 studies that provided 
indirect evidence by examining changes in hemoglobin among 
healthy women receiving Cu-IUDs (63–83), which generally 
showed no clinically significant changes in hemoglobin levels 
with up to 5 years of follow up (Level of evidence: I to II-2, 
fair, direct).

Lipids: Screening for dyslipidemias is not necessary for the 
safe initiation of Cu-IUD or LNG-IUD because of the low 
prevalence of undiagnosed disease in women of reproductive 
age and the low likelihood of clinically significant changes 
with use of hormonal contraceptives. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with lipid 
measurement before initiation of hormonal contraceptives 
(57). During 2009–2012 among women aged 20–44 years in 
the United States, 7.6% had high cholesterol, defined as total 
serum cholesterol ≥240 mg/dL (84). During 1999–2008, 
the prevalence of undiagnosed hypercholesterolemia among 
women aged 20–44 years was approximately 2% (85). Studies 
have shown mixed results about the effects of hormonal 
methods on lipid levels among both healthy women and 
women with baseline lipid abnormalities, and the clinical 
significance of these changes is unclear (86–89).

Liver enzymes: Women with liver disease can use the 
Cu-IUD (U.S. MEC 1) (5); therefore, screening for liver 
disease is not necessary for the safe initiation of the Cu-IUD. 
Although women with certain liver diseases generally should 
not use the LNG-IUD (U.S. MEC 3) (5), screening for liver 
disease before initiation of the LNG-IUD is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with liver enzyme tests before 
initiation of hormonal contraceptive use (57). In 2012, among 
U.S. women, the percentage with liver disease (not further 
specified) was 1.3% (90). In 2013, the incidence of acute 
hepatitis A, B, or C was ≤1 per 100,000 U.S. population (91). 
During 2002–2011, the incidence of liver carcinoma among 
U.S. women was approximately 3.7 per 100,000 population 
(92). Because estrogen and progestins are metabolized in 
the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use 
of hormonal contraceptives, specifically COCs and POPs, 
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does not affect disease progression or severity in women with 
hepatitis, cirrhosis, or benign focal nodular hyperplasia (93,94), 
although evidence is limited, and no evidence exists for the 
LNG-IUD.

Clinical breast examination: Women with breast disease 
can use the Cu-IUD (U.S. MEC 1) (5); therefore, screening 
for breast disease is not necessary for the safe initiation of 
the Cu-IUD. Although women with current breast cancer 
should not use the LNG-IUD (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination 
before inserting an IUD is not necessary because of the low 
prevalence of breast cancer among women of reproductive 
age. A systematic review did not identify any evidence 
regarding outcomes among women who were screened versus 
not screened with a breast examination before initiation of 
hormonal contraceptives (95). The incidence of breast cancer 
among women of reproductive age in the United States is low. 
In 2012, the incidence of breast cancer among women aged 
20–49 years was approximately 70.7 per 100,000 women (96).

Cervical cytology: Although women with cervical 
cancer should not undergo IUD insertion (U.S. MEC 4) 
(5), screening asymptomatic women with cervical cytology 
before IUD insertion is not necessary because of the high 
rates of cervical screening, low incidence of cervical cancer 
in the United States, and high likelihood that a woman 
with cervical cancer already would have had the condition 
diagnosed. A systematic review did not identify any evidence 
regarding outcomes among women who were screened versus 
not screened with cervical cytology before initiation of IUDs 
(57). Cervical cancer is rare in the United States, with an 
incidence rate of 9.8 per 100,000 women during 2012 (96). 
The incidence and mortality rates from cervical cancer have 
declined dramatically in the United States, largely because of 
cervical cytology screening (97). Overall screening rates for 
cervical cancer in the United States are high; in 2013 among 
women aged 18–44 years, approximately 77% reported having 
cervical cytology screening within the last 3 years (98).

HIV screening: Women with HIV infection can use 
(U.S. MEC 1) or generally can use (U.S. MEC 2) IUDs 
(5). Therefore, HIV screening is not necessary before IUD 
insertion. A systematic review did not identify any evidence 
regarding outcomes among women who were screened versus 
not screened for HIV infection before IUD insertion (57). 
Limited evidence suggests that IUDs are not associated with 
disease progression, increased infection, or other adverse health 
effects among women with HIV infection (99–114).

Other screening: Women with hypertension, diabetes, or 
thrombogenic mutations can use (U.S. MEC 1) or generally 
can use (U.S. MEC 2) IUDs (5). Therefore, screening for these 
conditions is not necessary for the safe initiation of IUDs.

Provision of Medications to Ease  
IUD Insertion

• Misoprostol is not recommended for routine use before 
IUD insertion. Misoprostol might be helpful in select 
circumstances (e.g., in women with a recent failed insertion).

• Paracervical block with lidocaine might reduce patient 
pain during IUD insertion.

Comments and Evidence Summary. Potential barriers 
to IUD use include anticipated pain with insertion and 
provider concerns about difficult insertion. Identifying 
effective approaches to ease IUD insertion might increase 
IUD initiation.

Evidence for misoprostol from two systematic reviews, 
including a total of 10 randomized controlled trials, suggests 
that misoprostol does not improve provider ease of insertion, 
reduce the need for adjunctive insertion measures, or improve 
insertion success (Level of evidence: I, good to fair, direct) and 
might increase patient pain and side effects (Level of evidence: 
I, high quality) (115,116). However, one randomized controlled 
trial examined women with a recent failed IUD insertion and 
found significantly higher insertion success with second insertion 
attempt among women pretreated with misoprostol versus 
placebo (Level of evidence: I, good, direct) (117).

Limited evidence for paracervical block with lidocaine from 
one systematic review suggests that it might reduce patient pain 
(115). In this review, two randomized controlled trials found 
significantly reduced pain at either tenaculum placement or 
IUD insertion among women receiving paracervical block with 
1% lidocaine 3–5 minutes before IUD insertion (118,119). 
Neither trial found differences in side effects among women 
receiving paracervical block compared with controls (Level of 
evidence: I, moderate to low quality) (118,119).

Limited evidence on nonsteroidal antiinflammatory drugs 
(NSAIDs) and nitric oxide donors generally suggested no 
positive effect; evidence on lidocaine with administration other 
than paracervical block was limited and inconclusive (Level of 
evidence for provider ease of insertion: I, good to poor, direct; 
Level of evidence for need for adjunctive insertion measures: 
I, fair, direct; Level of evidence for patient pain: I, high to 
low quality; Level of evidence for side effects: I, high to low 
quality) (115,116).

Provision of Prophylactic Antibiotics at the 
Time of IUD Insertion

• Prophylactic antibiotics are generally not recommended 
for Cu-IUD or LNG-IUD insertion.

Comments and Evidence Summary. Theoretically, 
IUD insertion could induce bacterial spread and lead to 
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complications such as PID or infective endocarditis. A 
metaanalysis was conducted of randomized controlled 
trials examining antibiotic prophylaxis versus placebo or 
no treatment for IUD insertion (120). Use of prophylaxis 
reduced the frequency of unscheduled return visits but did not 
significantly reduce the incidence of PID or premature IUD 
discontinuation. Although the risk for PID was higher within 
the first 20 days after insertion, the incidence of PID was low 
among all women who had IUDs inserted (51). In addition, 
the American Heart Association recommends that the use of 
prophylactic antibiotics solely to prevent infective endocarditis 
is not needed for genitourinary procedures (121). Studies have 
not demonstrated a conclusive link between genitourinary 
procedures and infective endocarditis or a preventive benefit 
of prophylactic antibiotics during such procedures (121).

Routine Follow-Up After IUD Insertion

These recommendations address when routine follow-up is 
needed for safe and effective continued use of contraception 
for healthy women. The recommendations refer to general 
situations and might vary for different users and different 
situations. Specific populations who might benefit from more 
frequent follow-up visits include adolescents, persons with 
certain medical conditions or characteristics, and persons with 
multiple medical conditions.

• Advise the woman to return at any time to discuss side 
effects or other problems, if she wants to change the 
method being used, and when it is time to remove or 
replace the contraceptive method. No routine follow-up 
visit is required.

• At other routine visits, health care providers who see IUD 
users should do the following:

 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
the IUD for safe and effective continued use on the 
basis of U.S. MEC (e.g., category 3 and 4 conditions 
and characteristics).

 – Consider performing an examination to check for the 
presence of the IUD strings.

 – Consider assessing weight changes and counseling women 
who are concerned about weight changes perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. Evidence from a 
systematic review about the effect of a specific follow-up visit 
schedule on IUD continuation is very limited and of poor 
quality. The evidence did not suggest that greater frequency of 

visits or earlier timing of the first follow-up visit after insertion 
improves continuation of use (122) (Level of evidence: II-2, 
poor, direct). Evidence from four studies from a systematic 
review on the incidence of PID among IUD initiators, or 
IUD removal as a result of PID, suggested that the incidence 
of PID did not differ between women using Cu- IUDs and 
those using DMPA, COCs, or LNG-IUDs (123) (Level of 
evidence: I to II-2, good, indirect). Evidence on the timing of 
PID after IUD insertion is mixed. Although the rate of PID 
generally was low, the largest study suggested that the rate of 
PID was significantly higher in the first 20 days after insertion 
(51) (Level of evidence: I to II-3, good to poor, indirect).

Bleeding Irregularities with Cu-IUD Use

• Before Cu-IUD insertion, provide counseling about 
potential changes in bleeding patterns during Cu-IUD 
use. Unscheduled spotting or light bleeding, as well as 
heavy or prolonged bleeding, is common during the first 
3–6 months of Cu-IUD use, is generally not harmful, and 
decreases with continued Cu-IUD use.

• If clinically indicated, consider an underlying gynecological 
problem, such as Cu-IUD displacement, an STD, 
pregnancy, or new pathologic uterine conditions (e.g., 
polyps or fibroids), especially in women who have already 
been using the Cu-IUD for a few months or longer and 
who have developed a new onset of heavy or prolonged 
bleeding. If an underlying gynecological problem is found, 
treat the condition or refer for care.

• If an underlying gynecological problem is not found and 
the woman requests treatment, the following treatment 
option can be considered during days of bleeding:

 – NSAIDs for short-term treatment (5–7 days)
• If bleeding persists and the woman finds it unacceptable, 

counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the Cu-IUD, information 
about common side effects such as unscheduled spotting or 
light bleeding or heavy or prolonged menstrual bleeding, 
especially during the first 3–6 months of use, should be 
discussed (64). These bleeding irregularities are generally 
not harmful. Enhanced counseling about expected bleeding 
patterns and reassurance that bleeding irregularities are 
generally not harmful has been shown to reduce method 
discontinuation in clinical trials with other contraceptives (i.e., 
DMPA) (124,125).

Evidence is limited on specific drugs, doses, and durations 
of use for effective treatments for bleeding irregularities with 
Cu-IUD use. Therefore, although this report includes general 



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 4 13US Department of Health and Human Services/Centers for Disease Control and Prevention

recommendations for treatments to consider, evidence for 
specific regimens is lacking.

A systematic review identified 11 studies that examined 
various therapeutic treatments for heavy menstrual bleeding, 
prolonged menstrual bleeding, or both among women using 
Cu-IUDs (126). Nine studies examined the use of various oral 
NSAIDs for the treatment of heavy or prolonged menstrual 
bleeding among Cu-IUD users and compared them with 
either a placebo or a baseline cycle. Three of these trials 
examined the use of indomethacin (127–129), three examined 
mefenamic acid (130–132), and three examined flufenamic 
acid (127,128,133). Other NSAIDs used in the reported trials 
included alclofenac (127,128), suprofen (134), and diclofenac 
sodium (135). All but one NSAID study (131) demonstrated 
statistically significant or notable reductions in mean total 
menstrual blood loss with NSAID use. One study among 
19 Cu-IUD users with heavy bleeding suggested that treatment 
with oral tranexamic acid can significantly reduce mean blood 
loss during treatment compared with placebo (135). Data 
regarding the overall safety of tranexamic acid are limited; an 
FDA warning states that tranexamic acid is contraindicated 
in women with active thromboembolic disease or with a 
history or intrinsic risk for thrombosis or thromboembolism 
(136,137). Treatment with aspirin demonstrated no statistically 
significant change in mean blood loss among women whose 
pretreatment menstrual blood loss was >80 ml or 60–80 mL; 
treatment resulted in a significant increase among women 
whose pretreatment menstrual blood loss was <60 mL (138). 
One study examined the use of a synthetic form of vasopressin, 
intranasal desmopressin (300 µg/day), for the first 5 days of 
menses for three treatment cycles and found a significant 
reduction in mean blood loss compared with baseline (130) 
(Level of evidence: I to II-3, poor to fair, direct). Only one 
small study examined treatment of spotting with three separate 
NSAIDs and did not observe improvements in spotting in any 
of the groups (127) (Level of evidence: I, poor, direct).

Bleeding Irregularities (Including 
Amenorrhea) with LNG-IUD Use

• Before LNG-IUD insertion, provide counseling about 
potential changes in bleeding patterns during LNG-IUD 
use. Unscheduled spotting or light bleeding is expected 
during the first 3–6 months of LNG-IUD use, is generally 
not harmful, and decreases with continued LNG-IUD 
use. Over time, bleeding generally decreases with LNG-
IUD use, and many women experience only light 
menstrual bleeding or amenorrhea. Heavy or prolonged 
bleeding, either unscheduled or menstrual, is uncommon 
during LNG-IUD use.

Irregular Bleeding (Spotting, Light Bleeding, or 
Heavy or Prolonged Bleeding)

• If clinically indicated, consider an underlying gynecological 
problem, such as LNG-IUD displacement, an STD, 
pregnancy, or new pathologic uterine conditions (e.g., 
polyps or fibroids). If an underlying gynecological problem 
is found, treat the condition or refer for care.

• If bleeding persists and the woman finds it unacceptable, 
counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Amenorrhea

• Amenorrhea does not require any medical treatment. 
Provide reassurance.

 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

• If amenorrhea persists and the woman finds it unacceptable, 
counsel her on alternative contraceptive methods, and 
offer another method if it is desired

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the LNG-IUD, information 
about common side effects such as unscheduled spotting 
or light bleeding, especially during the first 3–6 months of 
use, should be discussed. Approximately half of LNG-IUD 
users are likely to experience amenorrhea or oligomenorrhea 
by 2 years of use (139). These bleeding irregularities are 
generally not harmful. Enhanced counseling about expected 
bleeding patterns and reassurance that bleeding irregularities 
are generally not harmful has been shown to reduce method 
discontinuation in clinical trials with other hormonal 
contraceptives (i.e., DMPA) (124,125). No direct evidence 
was found regarding therapeutic treatments for bleeding 
irregularities during LNG-IUD use.

Management of the IUD when a Cu-IUD or 
an LNG-IUD User Is Found To Have PID

• Treat the PID according to the CDC Sexually Transmitted 
Diseases Treatment Guidelines (15).

• Provide comprehensive management for STDs, including 
counseling about condom use.

• The IUD does not need to be removed immediately if the 
woman needs ongoing contraception.

• Reassess the woman in 48–72 hours. If no clinical 
improvement occurs, continue antibiotics and consider 
removal of the IUD.

• If the woman wants to discontinue use, remove the IUD 
sometime after antibiotics have been started to avoid the 
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potential risk for bacterial spread resulting from the 
removal procedure.

• If the IUD is removed, consider ECPs if appropriate. 
Counsel the woman on alternative contraceptive methods, 
and offer another method if it is desired.

• A summary of IUD management in women with PID is 
provided (Appendix F).

Comments and Evidence Summary. Treatment outcomes 
do not generally differ between women with PID who retain 
the IUD and those who have the IUD removed; however, 
appropriate antibiotic treatment and close clinical follow-up 
are necessary.

A systematic review identified four studies that included 
women using copper or nonhormonal IUDs who developed 
PID and compared outcomes between women who had the 
IUD removed or did not (140). One randomized trial showed 
that women with IUDs removed had longer hospitalizations 
than those who did not, although no differences in PID 
recurrences or subsequent pregnancies were observed (141). 
Another randomized trial showed no differences in laboratory 
findings among women who removed the IUD compared 
with those who did not (142). One prospective cohort study 
showed no differences in clinical or laboratory findings during 
hospitalization; however, the IUD removal group had longer 
hospitalizations (143). One randomized trial showed that the 
rate of recovery for most clinical signs and symptoms was higher 
among women who had the IUD removed than among women 
who did not (144). No evidence was found regarding women 
using LNG-IUDs (Level of evidence: I to II-2, fair, direct.)

Management of the IUD when a Cu-IUD or 
an LNG-IUD User is Found To Be Pregnant

• Evaluate for possible ectopic pregnancy.
• Advise the woman that she has an increased risk for 

spontaneous abortion (including septic abortion that 
might be life threatening) and for preterm delivery if the 
IUD is left in place. The removal of the IUD reduces these 
risks but might not decrease the risk to the baseline level 
of a pregnancy without an IUD.

 – If she does not want to continue the pregnancy, counsel 
her about options.

 – If she wants to continue the pregnancy, advise her to 
seek care promptly if she has heavy bleeding, cramping, 
pain, abnormal vaginal discharge, or fever.

IUD Strings Are Visible or Can Be Retrieved Safely 
from the Cervical Canal

• Advise the woman that the IUD should be removed as 
soon as possible.

 – If the IUD is to be removed, remove it by pulling on 
the strings gently.

 – Advise the woman that she should return promptly if 
she has heavy bleeding, cramping, pain, abnormal 
vaginal discharge, or fever.

• If she chooses to keep the IUD, advise her to seek care 
promptly if she has heavy bleeding, cramping, pain, 
abnormal vaginal discharge, or fever.

IUD Strings Are Not Visible and Cannot Be 
Safely Retrieved

• If ultrasonography is available, consider performing or 
referring for ultrasound examination to determine the 
location of the IUD. If the IUD cannot be located, it might 
have been expelled or have perforated the uterine wall.

• If ultrasonography is not possible or the IUD is determined 
by ultrasound to be inside the uterus, advise the woman 
to seek care promptly if she has heavy bleeding, cramping, 
pain, abnormal vaginal discharge, or fever.

Comments and Evidence Summary. Removing the IUD 
improves the pregnancy outcome if the IUD strings are visible 
or the device can be retrieved safely from the cervical canal. 
Risks for spontaneous abortion, preterm delivery, and infection 
are substantial if the IUD is left in place.

Theoretically, the fetus might be affected by hormonal 
exposure from an LNG-IUD. However, whether this exposure 
increases the risk for fetal abnormalities is unknown.

A systematic review identified nine studies suggesting that 
women who did not remove their IUDs during pregnancy 
were at greater risk for adverse pregnancy outcomes (including 
spontaneous abortion, septic abortion, preterm delivery, and 
chorioamnionitis) compared with women who had their IUDs 
removed or who did not have an IUD (41). Cu-IUD removal 
decreased risks but not to the baseline risk for pregnancies 
without an IUD. One case series examined LNG-IUDs. 
When they were not removed, 8 out of 10 pregnancies ended 
in spontaneous abortions (Level of evidence: II-2, fair, direct).

Implants
The etonogestrel implant, a single rod with 68 mg of 

etonogestrel, is available in the United States. Fewer than 
1 woman out of 100 become pregnant in the first year of use 
of the etonogestrel implant with typical use (14). The implant 
is long acting, is reversible, and can be used by women of all 
ages, including adolescents. The implant does not protect 
against STDs; consistent and correct use of male latex condoms 
reduces the risk for STDs, including HIV.
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Initiation of Implants

Timing

• The implant can be inserted at any time if it is reasonably 
certain that the woman is not pregnant (Box 2).

Need for Back-Up Contraception

• If the implant is inserted within the first 5 days since 
menstrual bleeding started, no additional contraceptive 
protection is needed.

• If the implant is inserted >5 days since menstrual bleeding 
started, the woman needs to abstain from sexual intercourse 
or use additional contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: The implant can be inserted at any time if it is 
reasonably certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

• Timing: The implant can be inserted at any time (U.S. 
MEC 2 if <1 month postpartum and U.S. MEC 1 if 
≥1 month postpartum) if it is reasonably certain that the 
woman is not pregnant (Box 2).

• Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (27), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

• Timing: The implant can be inserted at any time, including 
immediately postpartum (U.S. MEC 1) if it is reasonably 
certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: If a woman is <21 days 
postpartum, no additional contraceptive protection is 
needed. A woman who is ≥21 days postpartum and has 
not experienced return of her menstrual cycle needs to 
abstain from sexual intercourse or use additional 

contraceptive protection for the next 7 days. If her 
menstrual cycles have returned and it has been >5 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days.

Postabortion (Spontaneous or Induced)

• Timing: The implant can be inserted within the first 7 days, 
including immediately after the abortion (U.S. MEC 1).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
implant is placed at the time of a surgical abortion.

Switching from Another Contraceptive Method

• Timing: The implant can be inserted immediately if it is 
reasonably certain that the woman is not pregnant 
(Box 2). Waiting for her next menstrual cycle is unnecessary.

• Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days after insertion.

• Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A 
health care provider may consider any of the following 
options:

 – Advise the woman to retain the IUD for at least 7 days 
after the implant is inserted and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – If the woman cannot return for IUD removal and has 
not abstained from sexual intercourse or used barrier 
contraception for 7 days, advise the woman to use ECPs 
(with the exception of UPA) at the time of IUD removal.

Comments and Evidence Summary. In situations in which 
the health care provider is uncertain whether the woman might 
be pregnant, the benefits of starting the implant likely exceed 
any risk; therefore, starting the implant should be considered 
at any time, with a follow-up pregnancy test in 2–4 weeks.

If a woman needs to use additional contraceptive protection 
when switching to an implant from another contraceptive 
method, consider continuing her previous method for 7 days 
after implant insertion. No direct evidence was found regarding 
the effects of starting the etonogestrel implant at different 
times of the cycle.
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Examinations and Tests Needed Before 
Implant Insertion

Among healthy women, no examinations or tests are needed 
before initiation of an implant, although a baseline weight and 
BMI measurement might be useful for monitoring implant 
users over time (Table 2). Women with known medical 
problems or other special conditions might need additional 
examinations or tests before being determined to be appropriate 
candidates for a particular method of contraception. U.S. MEC 
might be useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): Obese 
women can use implants (U.S. MEC 1) (5); therefore, screening 
for obesity is not necessary for the safe initiation of implants. 
However, measuring weight and calculating BMI at baseline 
might be helpful for monitoring any changes and counseling 
women who might be concerned about weight change perceived 
to be associated with their contraceptive method.

Bimanual examination and cervical inspection: A pelvic 
examination is not necessary before initiation of implants 
because it would not facilitate detection of conditions for which 
implant use would be unsafe. Women with current breast cancer 
should not use implants (U.S. MEC 4); women with certain 
liver diseases generally should not (U.S. MEC 3) use implants 
(5). However, none of these conditions are likely to be detected 

by pelvic examination (145). A systematic review identified 
two case-control studies that compared delayed and immediate 
pelvic examination before initiation of hormonal contraceptives, 
specifically oral contraceptives or DMPA (95). No differences in 
risk factors for cervical neoplasia, incidence of STDs, incidence 
of abnormal Papanicolaou smears, or incidence of abnormal 
wet mounts were observed. No evidence was found regarding 
implants (Level of evidence: II-2 fair, direct).

Lipids: Screening for dyslipidemias is not necessary for the 
safe initiation of implants because of the low prevalence of 
undiagnosed disease in women of reproductive age and the 
low likelihood of clinically significant changes with use of 
hormonal contraceptives. A systematic review did not identify 
any evidence regarding outcomes among women who were 
screened versus not screened with lipid measurement before 
initiation of hormonal contraceptives (57). During 2009–2012 
among women aged 20–44 years in the United States, 7.6% had 
high cholesterol, defined as total serum cholesterol ≥240 mg/
dL (84). During 1999–2008, the prevalence of undiagnosed 
hypercholesterolemia among women aged 20–44 years was 
approximately 2% (85). Studies have shown mixed results 
regarding the effects of hormonal methods on lipid levels 
among both healthy women and women with baseline lipid 
abnormalities, and the clinical significance of these changes is 
unclear (86–89).

Liver enzymes: Although women with certain liver diseases 
generally should not use implants (U.S. MEC 3) (5), screening 
for liver disease before initiation of implants is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with liver enzyme tests 
before initiation of hormonal contraceptives (57). In 2012, 
the percentage of U.S. women with liver disease (not further 
specified) was 1.3% (90). In 2013, the incidence of acute 
hepatitis A, B, or C was ≤1 per 100,000 U.S. population (91). 
During 2002–2011, the incidence of liver carcinoma among 
U.S. women was approximately 3.7 per 100,000 population 
(92). Because estrogen and progestins are metabolized in 
the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use 
of hormonal contraceptives, specifically COCs and POPs, 
does not affect disease progression or severity in women 
with hepatitis, cirrhosis, or benign focal nodular hyperplasia 
(93,94), although evidence is limited and no evidence exists 
for implants.

Clinical breast examination: Although women with 
current breast cancer should not use implants (U.S. MEC 4) 
(5), screening asymptomatic women with a clinical breast 

TABLE 2. Classification of examinations and tests needed before 
implant insertion

Examination or test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg] / height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use.
* Class A: essential and mandatory in all circumstances for safe and effective use of 

the contraceptive method. Class B: contributes substantially to safe and effective 
use, but implementation may be considered within the public health and/or service 
context; the risk of not performing an examination or test should be balanced against 
the benefits of making the contraceptive method available. Class C: does not 
contribute substantially to safe and effective use of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 1). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.
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examination before initiation of implants is not necessary 
because of the low prevalence of breast cancer among women 
of reproductive age (15–49 years). A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with a breast examination 
before initiation of hormonal contraceptives (95). The 
incidence of breast cancer among women of reproductive age 
in the United States is low. In 2012, the incidence of breast 
cancer among women aged 20–49 years was approximately 
70.7 per 100,000 women (96).

Other screening: Women with hypertension, diabetes, 
anemia, thrombogenic mutations, cervical intraepithelial 
neoplasia, cervical cancer, STDs, or HIV infection can use 
(U.S. MEC 1) or generally can use (U.S. MEC 2) implants 
(5); therefore, screening for these conditions is not necessary 
for the safe initiation of implants.

Routine Follow-Up After Implant Insertion

These recommendations address when routine follow-up is 
needed for safe and effective continued use of contraception 
for healthy women. The recommendations refer to general 
situations and might vary for different users and different 
situations. Specific populations who might benefit from more 
frequent follow-up visits include adolescents, those with certain 
medical conditions or characteristics, and those with multiple 
medical conditions.

• Advise the woman to return at any time to discuss side 
effects or other problems, if she wants to change the 
method being used, and when it is time to remove or 
replace the contraceptive method. No routine follow-up 
visit is required.

• At other routine visits, health care providers seeing implant 
users should do the following:

 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including medications, 
that would change the appropriateness of the implant 
for safe and effective continued use based on U.S. MEC 
(e.g., category 3 and 4 conditions and characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight change perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. A systematic review 
did not identify any evidence regarding whether a routine 
follow-up visit after initiating an implant improves correct or 
continued use (122).

Bleeding Irregularities (Including 
Amenorrhea) During Implant Use

• Before implant insertion, provide counseling about 
potential changes in bleeding patterns during implant use. 
Unscheduled spotting or light bleeding is common with 
implant use, and some women experience amenorrhea. 
These bleeding changes are generally not harmful and 
might or might not decrease with continued implant use. 
Heavy or prolonged bleeding, unscheduled or menstrual, 
is uncommon during implant use.

Irregular Bleeding (Spotting, Light Bleeding, or 
Heavy or Prolonged Bleeding)

• If clinically indicated, consider an underlying gynecological 
problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(e.g., polyps or fibroids). If an underlying gynecological 
problem is found, treat the condition or refer for care.

• If an underlying gynecologic problem is not found and 
the woman wants treatment, the following treatment 
options during days of bleeding can be considered:

 – NSAIDS for short-term treatment (5–7 days)
 – Hormonal treatment (if medically eligible) with low-
dose COCs or estrogen for short-term treatment 
(10–20 days)

• If irregular bleeding persists and the woman finds it 
unacceptable, counsel her on alternative methods, and 
offer another method if it is desired.

Amenorrhea

• Amenorrhea does not require any medical treatment. 
Provide reassurance.

 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

• If amenorrhea persists and the woman finds it unacceptable, 
counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before insertion of the implant, information 
about common side effects, such as unscheduled spotting or 
light bleeding and amenorrhea, especially during the first year 
of use, should be discussed. A pooled analysis of data from 
11 clinical trials indicates that a significant proportion of 
etonogestrel implant users had relatively little bleeding: 22% 
of women experienced amenorrhea and 34% experienced 
infrequent spotting, although 7% reported frequent bleeding 
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and 18% reported prolonged bleeding (146). Unscheduled 
bleeding or amenorrhea is generally not harmful. Enhanced 
counseling about expected bleeding patterns and reassurance 
that bleeding irregularities are generally not harmful has been 
shown to reduce discontinuation in clinical trials with other 
hormonal contraceptives (i.e., DMPA) (124,125).

A systematic review and four newly published studies 
examined several medications for the treatment of bleeding 
irregularities with primarily levonorgestrel contraceptive 
implants (147–151). Two small studies found significant 
cessation of bleeding within 7 days of start of treatment among 
women taking oral celecoxib (200 mg) daily for 5 days or oral 
mefenamic acid (500 mg) 3 times daily for 5 days compared 
with placebo (149,150). Differences in bleeding cessation 
were not found among women with etonogestrel implants 
taking mifepristone but were found when women with the 
implants combined mifepristone with either ethinyl estradiol 
or doxycycline (151,152). Doxycycline alone or in combination 
with ethinyl estradiol did not improve bleeding cessation 
among etonogestrel implant users (151). Among LNG implant 
users, mifepristone reduced the number of bleeding or spotting 
days but only after 6 months of treatment (153). Evidence also 
suggests that estrogen (154–156), daily COCs (154), LNG pills 
(155), tamoxifen (157), or tranexamic acid (158) can reduce 
the number of bleeding or spotting days during treatment 
among LNG implant users. In one small study, vitamin E was 
found to significantly reduce the mean number of bleeding days 
after the first treatment cycle; however, another larger study 
reported no significant differences in length of bleeding and 
spotting episodes with vitamin E treatment (159,160). Use 
of aspirin did not result in a significant difference in median 
length of bleeding or bleeding and spotting episodes after 
treatment (159). One study among implant users reported a 
reduction in number of bleeding days after initiating ibuprofen; 
however, another trial did not demonstrate any significant 
differences in the number of spotting and bleeding episodes 
with ibuprofen compared with placebo (148,155).

Injectables
Progestin-only injectable contraceptives (DMPA, 150 mg 

intramuscularly or 104 mg subcutaneously) are available in 
the United States; the only difference between these two 
formulations is the route of administration. Approximately 6 
out of 100 women will become pregnant in the first year of use 
of DMPA with typical use (14). DMPA is reversible and can 
be used by women of all ages, including adolescents. DMPA 
does not protect against STDs; consistent and correct use of 
male latex condoms reduces the risk for STDs, including HIV.

Initiation of Injectables

Timing

• The first DMPA injection can be given at any time if it is 
reasonably certain that the woman is not pregnant (Box 2).

Need for Back-Up Contraception

• If DMPA is started within the first 7 days since menstrual 
bleeding started, no additional contraceptive protection 
is needed.

• If DMPA is started >7 days since menstrual bleeding started, 
the woman needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: The first DMPA injection can be given at any 
time if it is reasonably certain that the woman is not 
pregnant (Box 2).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

• Timing: The first DMPA injection can be given at any 
time, including immediately postpartum (U.S. MEC 2 if 
<1 month postpartum; U.S. MEC 1 if ≥1 month 
postpartum) if it is reasonably certain that the woman is 
not pregnant (Box 2).

• Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (27), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >7 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

• Timing: The first DMPA injection can be given at any time, 
including immediately postpartum (U.S. MEC 1) if it is 
reasonably certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: If a woman is <21 days 
postpartum, no additional contraceptive protection is 
needed. A woman who is ≥21 days postpartum and has 
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not experienced return of her menstrual cycle needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days. If her 
menstrual cycles have returned and it has been >7 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days.

Postabortion (Spontaneous or Induced)

• Timing: The first DMPA injection can be given within 
the first 7 days, including immediately after the abortion 
(U.S. MEC 1).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless the 
injection is given at the time of a surgical abortion.

Switching from Another Contraceptive Method

• Timing: The first DMPA injection can be given 
immediately if it is reasonably certain that the woman is 
not pregnant (Box 2). Waiting for her next menstrual cycle 
is unnecessary.

• Need for back-up contraception: If it has been >7 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

• Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health 
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 7 days 
after the injection and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – If the woman cannot return for IUD removal and has 
not abstained from sexual intercourse or used barrier 
contraception for 7 days, advise the woman to use ECPs 
(with the exception of UPA) at the time of IUD removal.

Comments and Evidence Summary. In situations in which 
the health care provider is uncertain whether the woman might 
be pregnant, the benefits of starting DMPA likely exceed 
any risk; therefore, starting DMPA should be considered at 
any time, with a follow-up pregnancy test in 2–4 weeks. If a 
woman needs to use additional contraceptive protection when 
switching to DMPA from another contraceptive method, 
consider continuing her previous method for 7 days after 
DMPA injection.

A systematic review identified eight articles examining 
DMPA initiation on different days of the menstrual cycle (161). 
Evidence from two studies with small sample sizes indicated 
that DMPA injections given up to day 7 of the menstrual 
cycle inhibited ovulation; when DMPA was administered after 
day 7, ovulation occurred in some women. Cervical mucus 
was of poor quality (i.e., not favorable for sperm penetration) 
in 90% of women within 24 hours of the injection (Level 
of evidence: II-2, fair) (162–164). Studies found that use of 
another contraceptive method until DMPA could be initiated 
(bridging option) did not help women initiate DMPA and was 
associated with more unintended pregnancies than immediate 
receipt of DMPA (165–169) (Level of evidence: I to II-3, fair 
to poor, indirect).

Examinations and Tests Needed Before 
Initiation of an Injectable

Among healthy women, no examinations or tests are needed 
before initiation of DMPA, although a baseline weight and 
BMI measurement might be useful to monitor DMPA users 
over time (Table 3). Women with known medical problems or 
other special conditions might need additional examinations 
or tests before being determined to be appropriate candidates 
for a particular method of contraception. U.S. MEC might 
be useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): Obese 
women can use (U.S. MEC 1) or generally can use (U.S. 
MEC 2) DMPA (5); therefore, screening for obesity is not 
necessary for the safe initiation of DMPA. However, measuring 
weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might 
be concerned about weight change perceived to be associated 
with their contraceptive method. (See guidance on follow-up 
for DMPA users for evidence on weight gain with DMPA use).

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of DMPA 
because it does not facilitate detection of conditions for which 
DMPA would be unsafe. Although women with current breast 
cancer should not use DMPA (U.S. MEC 4), and women with 
severe hypertension, heart disease, vascular disease, or certain 
liver diseases generally should not use DMPA (U.S. MEC 3) 
(5), none of these conditions are likely to be detected by pelvic 
examination (145). A systematic review identified two case-
control studies that compared delayed versus immediate pelvic 
examination before initiation of hormonal contraceptives, 
specifically oral contraceptives or DMPA (95). No differences 
in risk factors for cervical neoplasia, incidence of STDs, 
incidence of abnormal Papanicolaou smears, or incidence of 
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abnormal wet mounts were observed (Level of evidence: II-2, 
fair, direct).

Blood pressure: Women with hypertension generally can 
use DMPA (U.S. MEC 2), with the exception of women with 
severe hypertension or vascular disease, who generally should 
not use DMPA (U.S. MEC 3) (5). Screening for hypertension 
before initiation of DMPA is not necessary because of the 
low prevalence of undiagnosed severe hypertension and the 
high likelihood that women with these conditions already 
would have had them diagnosed. A systematic review did 
not identify any evidence regarding outcomes among women 
who were screened versus not screened with a blood pressure 
measurement before initiation of progestin-only contraceptives 
(170). The prevalence of undiagnosed hypertension among 
women of reproductive age is low. During 2009–2012 among 
women aged 20–44 years in the United States, the prevalence 
of hypertension was 8.7% (84). During 1999–2008, the 
percentage of women aged 20–44 years with undiagnosed 
hypertension was 1.9% (85).

Glucose: Although women with complicated diabetes 
generally should not use DMPA (U.S. MEC 3) (5), screening 
for diabetes before initiation of DMPA is not necessary because 
of the low prevalence of undiagnosed diabetes and the high 
likelihood that women with complicated diabetes would 

already have had the condition diagnosed. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with glucose 
measurement before initiation of hormonal contraceptives 
(57). The prevalence of diabetes among women of reproductive 
age is low. During 2009–2012 among women aged 20–44 years 
in the United States, the prevalence of diabetes was 3.3% 
(84). During 1999–2008, the percentage of women aged 
20–44 years with undiagnosed diabetes was 0.5% (85). 
Although hormonal contraceptives can have some adverse 
effects on glucose metabolism in healthy and diabetic women, 
the overall clinical effect is minimal (171–177).

Lipids: Screening for dyslipidemias is not necessary for the 
safe initiation of injectables because of the low prevalence of 
undiagnosed disease in women of reproductive age and the 
low likelihood of clinically significant changes with use of 
hormonal contraceptives. A systematic review did not identify 
any evidence regarding outcomes among women who were 
screened versus not screened with lipid measurement before 
initiation of hormonal contraceptives (57). During 2009–2012 
among women aged 20–44 years in the United States, 7.6% 
had high cholesterol, defined as total serum cholesterol 
≥240 mg/dL (84). During 1999–2008, the prevalence of 
undiagnosed hypercholesterolemia among women aged 
20–44 years was approximately 2% (85). Studies have shown 
mixed results about the effects of hormonal methods on lipid 
levels among both healthy women and women with baseline 
lipid abnormalities, and the clinical significance of these 
changes is unclear (86–89).

Liver enzymes: Although women with certain liver diseases 
generally should not use DMPA (U.S. MEC 3) (5), screening 
for liver disease before initiation of DMPA is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 
have had the condition diagnosed. A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with liver enzyme tests before 
initiation of hormonal contraceptives (57). In 2012, among 
U.S. women, the percentage with liver disease (not further 
specified) was 1.3% (90). In 2013, the incidence of acute 
hepatitis A, B, or C was ≤1 per 100,000 U.S. population (91). 
During 2002–2011, the incidence of liver carcinoma among 
U.S. women was approximately 3.7 per 100,000 population 
(92). Because estrogen and progestins are metabolized in 
the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use 
of hormonal contraceptives, specifically COCs and POPs, 
does not affect disease progression or severity in women with 
hepatitis, cirrhosis, or benign focal nodular hyperplasia (93,94), 
although evidence is limited and no evidence exists for DMPA.

TABLE 3. Classification of examinations and tests needed before 
depo-medroxyprogesterone acetate initiation

Examination or test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg]/height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use.
* Class A: essential and mandatory in all circumstances for safe and effective use of 

the contraceptive method. Class B: contributes substantially to safe and effective 
use, but implementation may be considered within the public health and/or service 
context; the risk of not performing an examination or test should be balanced against 
the benefits of making the contraceptive method available. Class C: does not 
contribute substantially to safe and effective use of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 1). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.
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Clinical breast examination: Although women with current 
breast cancer should not use DMPA (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination before 
initiating DMPA is not necessary because of the low prevalence 
of breast cancer among women of reproductive age. A systematic 
review did not identify any evidence regarding outcomes 
among women who were screened versus not screened with 
a clinical breast examination before initiation of hormonal 
contraceptives (95). The incidence of breast cancer among 
women of reproductive age in the United States is low. In 2012, 
the incidence of breast cancer among women aged 20–49 years 
was approximately 70.7 per 100,000 women (96).

Other screening: Women with anemia, thrombogenic 
mutations, cervical intraepithelial neoplasia, cervical cancer, 
HIV infection, or other STDs can use (U.S. MEC 1) or 
generally can use (U.S. MEC 2) DMPA (5); therefore, 
screening for these conditions is not necessary for the safe 
initiation of DMPA.

Routine Follow-Up After Injectable Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
different situations. Specific populations who might benefit 
from frequent follow-up visits include adolescents, those with 
certain medical conditions or characteristics, and those with 
multiple medical conditions.

• Advise the woman to return at any time to discuss side 
effects or other problems, if she wants to change the 
method being used, and when it is time for reinjection. 
No routine follow-up visit is required.

• At other routine visits, health care providers seeing 
injectable users should do the following:

 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including medications, 
that would change the appropriateness of the injectable 
for safe and effective continued use based on U.S. MEC 
(e.g., category 3 and 4 conditions and characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight change perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. Although no evidence 
exists regarding whether a routine follow-up visit after initiating 
DMPA improves correct or continued use, monitoring weight 
or BMI change over time is important for DMPA users.

A systematic review identified a limited body of evidence 
that examined whether weight gain in the few months after 
DMPA initiation predicted future weight gain (123). Two 
studies found significant differences in weight gain or BMI 
at follow-up periods ranging from 12 to 36 months between 
early weight gainers (i.e., those who gained >5% of their 
baseline body weight within 6 months after initiation) and 
those who were not early weight gainers (178,179). The 
differences between groups were more pronounced at 18, 24, 
and 36 months than at 12 months. One study found that most 
adolescent DMPA users who had gained >5% of their baseline 
weight by 3 months gained even more weight by 12 months 
(180) (Level of evidence: II-2, fair, to II-3, fair, direct).

Timing of Repeat Injections

Reinjection Interval

• Provide repeat DMPA injections every 3 months (13 weeks).

Special Considerations

Early Injection

• The repeat DMPA injection can be given early when necessary.

Late Injection

• The repeat DMPA injection can be given up to 2 weeks 
late (15 weeks from the last injection) without requiring 
additional contraceptive protection.

• If the woman is >2 weeks late (>15 weeks from the last 
injection) for a repeat DMPA injection, she can have the 
injection if it is reasonably certain that she is not pregnant 
(Box 2). She needs to abstain from sexual intercourse or 
use additional contraceptive protection for the next 7 days. 
She might consider the use of emergency contraception 
(with the exception of UPA) if appropriate.

Comments and Evidence Summary. No time limits exist 
for early injections; injections can be given when necessary 
(e.g., when a woman cannot return at the routine interval). 
WHO has extended the time that a woman can have a late 
reinjection (i.e., grace period) for DMPA use from 2 weeks 
to 4 weeks on the basis of data from one study showing low 
pregnancy rates through 4 weeks; however, the CDC expert 
group did not consider the data to be generalizable to the 
United States because a large proportion of women in the 
study were breastfeeding. Therefore, U.S. SPR recommends 
a grace period of 2 weeks.

A systematic review identified 12 studies evaluating time to 
pregnancy or ovulation after the last injection of DMPA (181). 
Although pregnancy rates were low during the 2-week interval 
following the reinjection date and for 4 weeks following the 
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reinjection date, data were sparse, and one study included a 
large proportion of breastfeeding women (182–184). Studies 
also indicated a wide variation in time to ovulation after the 
last DMPA injection, with the majority ranging from 15 to 
49 weeks from the last injection (185–193) (Level of evidence: 
level II-2, fair, direct).

Bleeding Irregularities (Including 
Amenorrhea) During Injectable Use

• Before DMPA initiation, provide counseling about 
potential changes in bleeding patterns during DMPA use. 
Amenorrhea and unscheduled spotting or light bleeding 
is common with DMPA use, and heavy or prolonged 
bleeding can occur with DMPA use. These bleeding 
irregularities are generally not harmful and might decrease 
with continued DMPA use.

Unscheduled Spotting or Light Bleeding

• If clinically indicated, consider an underlying gynecological 
problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(e.g., polyps or fibroids). If an underlying gynecological 
problem is found, treat the condition or refer for care.

• If an underlying gynecologic problem is not found and 
the woman wants treatment, the following treatment 
option during days of bleeding can be considered:

 – NSAIDs for short-term treatment (5–7 days)
• If unscheduled spotting or light bleeding persists and the 

woman finds it unacceptable, counsel her on alternative 
contraceptive methods, and offer another method if it is desired.

Heavy or Prolonged Bleeding

• If clinically indicated, consider an underlying gynecological 
problem, such as interactions with other medications, an 
STD, pregnancy, or new pathologic uterine conditions 
(such as fibroids or polyps). If an underlying gynecologic 
problem is identified, treat the condition or refer for care.

• If an underlying gynecologic problem is not found and 
the woman wants treatment, the following treatment 
options during days of bleeding can be considered:

 – NSAIDS for short-term treatment (5–7 days)
 – Hormonal treatment (if medically eligible) with low-
dose COCs or estrogen for short-term treatment 
(10–20 days)

• If heavy or prolonged bleeding persists and the woman finds 
it unacceptable, counsel her on alternative contraceptive 
methods, and offer another method if it is desired.

Amenorrhea

• Amenorrhea does not require any medical treatment. 
Provide reassurance.

 – If a woman’s regular bleeding pattern changes abruptly 
to amenorrhea, consider ruling out pregnancy if 
clinically indicated.

• If amenorrhea persists and the woman finds it unacceptable, 
counsel her on alternative contraceptive methods, and 
offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before initiation of DMPA, information 
about common side effects such as irregular bleeding should 
be discussed. Unscheduled bleeding or spotting is common 
with DMPA use (194). In addition, amenorrhea is common 
after ≥1 years of continuous use (194,195). These bleeding 
irregularities are generally not harmful. Enhanced counseling 
among DMPA users detailing expected bleeding patterns and 
reassurance that these irregularities generally are not harmful 
has been shown to reduce DMPA discontinuation in clinical 
trials (124,125).

A systematic review, as well as two additional studies, 
examined the treatment of bleeding irregularities during 
DMPA use (195–197). Two small studies found significant 
cessation of bleeding within 7 days of starting treatment among 
women taking valdecoxib for 5 days or mefenamic acid for 
5 days compared with placebo (198,199). Treatment with 
ethinyl estradiol was found to stop bleeding better than placebo 
during the treatment period, although rates of discontinuation 
were high and safety outcomes were not examined (200). In one 
small study among DMPA users who had been experiencing 
amenorrhea for 2 months, treatment with COCs was found 
to alleviate amenorrhea better than placebo (201). No studies 
examined the effects of aspirin on bleeding irregularities among 
DMPA users.

Combined Hormonal Contraceptives
Combined hormonal contraceptives contain both estrogen 

and a progestin and include 1) COCs (various formulations), 
2) a transdermal contraceptive patch (which releases 150 µg 
of norelgestromin and 20 µg ethinyl estradiol daily), and 3) a 
vaginal contraceptive ring (which releases 120 µg etonogestrel 
and 15 µg ethinyl estradiol daily). Approximately 9 out of 
100 women become pregnant in the first year of use with 
combined hormonal contraceptives with typical use (14). These 
methods are reversible and can be used by women of all ages. 
Combined hormonal contraceptives are generally used for 
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21–24 consecutive days, followed by 4–7 hormone-free days 
(either no use or placebo pills). These methods are sometimes 
used for an extended period with infrequent or no hormone-
free days. Combined hormonal contraceptives do not protect 
against STDs; consistent and correct use of male latex condoms 
reduces the risk for STDs, including HIV.

Initiation of Combined Hormonal 
Contraceptives

Timing

• Combined hormonal contraceptives can be initiated at 
any time if it is reasonably certain that the woman is not 
pregnant (Box 2).

Need for Back-Up Contraception

• If combined hormonal contraceptives are started within 
the first 5 days since menstrual bleeding started, no 
additional contraceptive protection is needed.

• If combined hormonal contraceptives are started >5 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: Combined hormonal contraceptives can be 
started at any time if it is reasonably certain that the 
woman is not pregnant (Box 2).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days.

Postpartum (Breastfeeding)

• Timing: Combined hormonal contraceptives can be 
started when the woman is medically eligible to use the 
method (5) and if it is reasonably certain that she is not 
pregnant. (Box 2).

• Postpartum women who are breastfeeding should not use 
combined hormonal contraceptives during the first 
3 weeks after delivery (U.S. MEC 4) because of concerns 
about increased risk for venous thromboembolism and 
generally should not use combined hormonal contraceptives 
during the fourth week postpartum (U.S. MEC 3) because 
of concerns about potential effects on breastfeeding 
performance. Postpartum breastfeeding women with other 
risk factors for venous thromboembolism generally should 
not use combined hormonal contraceptives 4–6 weeks 
after delivery (U.S. MEC 3).

• Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (27), no 
additional contraceptive protection is needed. Otherwise, 
a woman who is ≥21 days postpartum and has not 
experienced return of her menstrual cycle needs to abstain 
from sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postpartum (Not Breastfeeding)

• Timing: Combined hormonal contraceptives can be 
started when the woman is medically eligible to use the 
method (5) and if it is reasonably certain that the she is 
not pregnant (Box 2).

• Postpartum women should not use combined hormonal 
contraceptives during the first 3 weeks after delivery 
(U.S. MEC 4) because of concerns about increased risk 
for venous thromboembolism. Postpartum women with 
other risk factors for venous thromboembolism generally 
should not use combined hormonal contraceptives 
3–6 weeks after delivery (U.S. MEC 3).

• Need for back-up contraception: If a woman is <21 days 
postpartum, no additional contraceptive protection is 
needed. A woman who is ≥21 days postpartum and whose 
menstrual cycles have not returned needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 7 days.

Postabortion (Spontaneous or Induced)

• Timing: Combined hormonal contraceptives can be 
started within the first 7 days following first-trimester or 
second-trimester abortion, including immediately 
postabortion (U.S. MEC 1).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 7 days unless 
combined hormonal contraceptives are started at the time 
of a surgical abortion.

Switching from Another Contraceptive Method

• Timing: Combined hormonal contraceptives can be 
started immediately if it is reasonably certain that the 
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woman is not pregnant (Box 2). Waiting for her next 
menstrual cycle is unnecessary.

• Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, she needs to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 7 days.

• Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health 
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 7 days 
after combined hormonal contraceptives are initiated 
and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – If the woman cannot return for IUD removal and has 
not abstained from sexual intercourse or used barrier 
contraception for 7 days, advise the woman to use ECPs 
at the time of IUD removal. Combined hormonal 
contraceptives can be started immediately after use of 
ECPs (with the exception of UPA). Combined 
hormonal contraceptives can be started no sooner than 
5 days after use of UPA.

Comments and Evidence Summary. In situations in which 
the health care provider is uncertain whether the woman might 
be pregnant, the benefits of starting combined hormonal 
contraceptives likely exceed any risk; therefore, starting 
combined hormonal contraceptives should be considered at 
any time, with a follow-up pregnancy test in 2–4 weeks. If a 
woman needs to use additional contraceptive protection when 
switching to combined hormonal contraceptives from another 
contraceptive method, consider continuing her previous method 
for 7 days after starting combined hormonal contraceptives.

A systematic review of 18 studies examined the effects of 
starting combined hormonal contraceptives on different days 
of the menstrual cycle (202). Overall, the evidence suggested 
that pregnancy rates did not differ by the timing of combined 
hormonal contraceptive initiation (169,203–205) (Level 
of evidence: I to II-3, fair, indirect). The more follicular 
activity that occurred before starting COCs, the more likely 
ovulation was to occur; however, no ovulations occurred 
when COCs were started at a follicle diameter of 10 mm 
(mean cycle day 7.6) or when the ring was started at 13 mm 
(median cycle day 11) (206–215) (Level of evidence: I to II-3, 
fair, indirect). Bleeding patterns and other side effects did not 
vary with the timing of combined hormonal contraceptive 
initiation (204,205,216–220) (Level of evidence: I to II-2, 

good to poor, direct). Although continuation rates of combined 
hormonal contraceptives were initially improved by the “quick 
start” approach (i.e., starting on the day of the visit), the 
advantage disappeared over time (203,204,216–221) (Level 
of evidence: I to II-2, good to poor, direct).

Examinations and Test Needed Before 
Initiation of Combined Hormonal 

Contraceptives

Among healthy women, few examinations or tests are 
needed before initiation of combined hormonal contraceptives 
(Table 4). Blood pressure should be measured before initiation 
of combined hormonal contraceptives. Baseline weight 
and BMI measurements might be useful for monitoring 
combined hormonal contraceptive users over time. Women 
with known medical problems or other special conditions 
might need additional examinations or tests before being 
determined to be appropriate candidates for a particular 
method of contraception. U.S. MEC might be useful in such 
circumstances (5).

Comments and Evidence Summary. Blood pressure: 
Women who have more severe hypertension (systolic pressure of 
≥160 mmHg or diastolic pressure of ≥100 mm Hg) or vascular 
disease should not use combined hormonal contraceptives 
(U.S. MEC 4), and women who have less severe hypertension 
(systolic pressure of 140–159 mm Hg or diastolic pressure 
of 90–99 mm Hg) or adequately controlled hypertension 
generally should not use combined hormonal contraceptives 
(U.S. MEC 3) (5). Therefore, blood pressure should be 
evaluated before initiating combined hormonal contraceptives. 
In instances in which blood pressure cannot be measured by 
a provider, blood pressure measured in other settings can be 
reported by the woman to her provider. Evidence suggests 
that cardiovascular outcomes are worse among women who 
did not have their blood pressure measured before initiating 
COCs. A systematic review identified six articles from three 
studies that reported cardiovascular outcomes among women 
who had blood pressure measurements and women who did 
not have blood pressure measurements before initiating COCs 
(170). Three case-control studies showed that women who did 
not have blood pressure measurements before initiating COCs 
had a higher risk for acute myocardial infarction than women 
who did have blood pressure measurements (222–224). Two 
case-control studies showed that women who did not have 
blood pressure measurements before initiating COCs had 
a higher risk for ischemic stroke than women who did have 
blood pressure measurements (225,226). One case-control 
study showed no difference in the risk for hemorrhagic stroke 
among women who initiated COCs regardless of whether their 
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blood pressure was measured (227). Studies that examined 
hormonal contraceptive methods other than COCs were not 
identified (Level of evidence: II-2, fair, direct).

Weight (BMI): Obese women generally can use combined 
hormonal contraceptives (U.S. MEC 2) (5); therefore, 
screening for obesity is not necessary for the safe initiation 
of combined hormonal contraceptives. However, measuring 
weight and calculating BMI at baseline might be helpful for 
monitoring any changes and counseling women who might 
be concerned about weight change perceived to be associated 
with their contraceptive method.

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of combined 
hormonal contraceptives because it does not facilitate detection 
of conditions for which hormonal contraceptives would be 
unsafe. Women with certain conditions such as current breast 
cancer, severe hypertension or vascular disease, heart disease, 
migraine headaches with aura, and certain liver diseases, as 
well as women aged ≥35 years and who smoke ≥15 cigarettes 
per day, should not use (U.S. MEC 4) or generally should 
not use (U.S. MEC 3) combined hormonal contraceptives 
(5); however, none of these conditions are likely to be 
detected by pelvic examination (145). A systematic review 

identified two case-control studies that compared delayed and 
immediate pelvic examination before initiation of hormonal 
contraceptives, specifically oral contraceptives or DMPA (95). 
No differences in risk factors for cervical neoplasia, incidence 
of STDs, incidence of abnormal Papanicolaou smears, or 
incidence of abnormal wet mounts were found (Level of 
evidence: Level II-2 fair, direct).

Glucose: Although women with complicated diabetes 
should not use (U.S. MEC 4) or generally should not use 
(U.S. MEC 3) combined hormonal contraceptives, depending 
on the severity of the condition (5), screening for diabetes 
before initiation of hormonal contraceptives is not necessary 
because of the low prevalence of undiagnosed diabetes and the 
high likelihood that women with complicated diabetes already 
would have had the condition diagnosed. A systematic review 
did not identify any evidence regarding outcomes among 
women who were screened versus not screened with glucose 
measurement before initiation of hormonal contraceptives 
(57). The prevalence of diabetes among women of reproductive 
age is low. During 2009–2012 among women aged 20–44 years 
in the United States, the prevalence of diabetes was 3.3% 
(84). During 1999–2008, the percentage of women aged 
20–44 years with undiagnosed diabetes was 0.5% (85). 
Although hormonal contraceptives can have some adverse 
effects on glucose metabolism in healthy and diabetic women, 
the overall clinical effect is minimal (171–177).

Lipids: Screening for dyslipidemias is not necessary for the 
safe initiation of combined hormonal contraceptives because 
of the low prevalence of undiagnosed disease in women of 
reproductive age and the low likelihood of clinically significant 
changes with use of hormonal contraceptives. A systematic 
review did not identify any evidence regarding outcomes 
among women who were screened versus not screened with 
lipid measurement before initiation of hormonal contraceptives 
(57). During 2009–2012 among women aged 20–44 years in 
the United States, 7.6% had high cholesterol, defined as total 
serum cholesterol ≥240 mg/dL (84). During 1999–2008, 
the prevalence of undiagnosed hypercholesterolemia among 
women aged 20–44 years was approximately 2% (85). A 
systematic review identified few studies, all of poor quality, 
that suggest that women with known dyslipidemias using 
combined hormonal contraceptives might be at increased 
risk for myocardial infarction, cerebrovascular accident, or 
venous thromboembolism compared with women without 
dyslipidemias; no studies were identified that examined risk for 
pancreatitis among women with known dyslipidemias using 
combined hormonal contraceptives (89). Studies have shown 
mixed results regarding the effects of hormonal contraceptives 
on lipid levels among both healthy women and women with 

TABLE 4. Classification of examinations and tests needed before 
combined hormonal contraceptive initiation

Examination or test Class*

Examination

Blood pressure A†

Weight (BMI) (weight [kg]/height [m]2) —§

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use.
* Class A: essential and mandatory in all circumstances for safe and effective use of 

the contraceptive method. Class B: contributes substantially to safe and effective 
use, but implementation may be considered within the public health and/or service 
context; the risk of not performing an examination or test should be balanced against 
the benefits of making the contraceptive method available. Class C: does not 
contribute substantially to safe and effective use of the contraceptive method.

† In instances in which blood pressure cannot be measured by a provider, blood 
pressure measured in other settings can be reported by the woman to her provider.

§ Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 1). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.
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baseline lipid abnormalities, and the clinical significance of 
these changes is unclear (86–89).

Liver enzymes: Although women with certain liver 
diseases should not use (U.S. MEC 4) or generally should 
not use (U.S. MEC 3) combined hormonal contraceptives 
(5), screening for liver disease before initiation of combined 
hormonal contraceptives is not necessary because of the 
low prevalence of these conditions and the high likelihood 
that women with liver disease already would have had the 
condition diagnosed. A systematic review did not identify 
any evidence regarding outcomes among women who were 
screened versus not screened with liver enzyme tests before 
initiation of hormonal contraceptives (57). In 2012, among 
U.S. women, the percentage with liver disease (not further 
specified) was 1.3% (90). In 2013, the incidence of acute 
hepatitis A, B, or C was ≤1 per 100,000 U.S. population (91). 
During 2002–2011, the incidence of liver carcinoma among 
U.S. women was approximately 3.7 per 100,000 population 
(92). Because estrogen and progestins are metabolized in 
the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use 
of hormonal contraceptives, specifically COCs and POPs, 
does not affect disease progression or severity in women with 
hepatitis, cirrhosis, or benign focal nodular hyperplasia (93,94), 
although evidence is limited; no evidence exists for other types 
of combined hormonal contraceptives.

Thrombogenic mutations: Women with thrombogenic 
mutations should not use combined hormonal contraceptives 
(U.S. MEC 4) (5) because of the increased risk for venous 
thromboembolism (228). However, studies have shown 
that universal screening for thrombogenic mutations before 
initiating COCs is not cost-effective because of the rarity of 
the conditions and the high cost of screening (229–231).

Clinical breast examination: Although women with current 
breast cancer should not use combined hormonal contraceptives 
(U.S. MEC 4) (5), screening asymptomatic women with a 
clinical breast examination before initiating combined hormonal 
contraceptives is not necessary because of the low prevalence of 
breast cancer among women of reproductive age. A systematic 
review did not identify any evidence regarding outcomes among 
women who were screened versus not screened with a breast 
examination before initiation of hormonal contraceptives (95). 
The incidence of breast cancer among women of reproductive 
age in the United States is low. In 2012, the incidence of breast 
cancer among women aged 20–49 years was approximately 70.7 
per 100,000 women (96).

Other screening: Women with anemia, cervical intraepithelial 
neoplasia, cervical cancer, HIV infection, or other STDs can 
use (U.S. MEC 1) or generally can use (U.S. MEC 2) combined 

hormonal contraceptives (5); therefore, screening for these 
conditions is not necessary for the safe initiation of combined 
hormonal contraceptives.

Number of Pill Packs that Should Be 
Provided at Initial and Return Visits

• At the initial and return visits, provide or prescribe up to a 
1-year supply of COCs (e.g., 13 28-day pill packs), 
depending on the woman’s preferences and anticipated use.

• A woman should be able to obtain COCs easily in the 
amount and at the time she needs them.

Comments and Evidence Summary. The more pill packs 
given up to 13 cycles, the higher the continuation rates. 
Restricting the number of pill packs distributed or prescribed 
can result in unwanted discontinuation of the method and 
increased risk for pregnancy.

A systematic review of the evidence suggested that providing 
a greater number of pill packs was associated with increased 
continuation (232). Studies that compared provision of one 
versus 12 packs, one versus 12 or 13 packs, or three versus 
seven packs found increased continuation of pill use among 
women provided with more pill packs (233–235). However, 
one study found no difference in continuation when patients 
were provided one and then three packs versus four packs all 
at once (236). In addition to continuation, a greater number 
of pills packs provided was associated with fewer pregnancy 
tests, fewer pregnancies, and lower cost per client. However, a 
greater number of pill packs (i.e., 13 packs versus three packs) 
also was associated with increased pill wastage in one study 
(234) (Level of evidence: I to II-2, fair, direct).

Routine Follow-Up After Combined 
Hormonal Contraceptive Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
different situations. Specific populations who might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.

• Advise the woman to return at any time to discuss side 
effects or other problems or if she wants to change the 
method being used. No routine follow-up visit is required.

• At other routine visits, health care providers seeing combined 
hormonal contraceptive users should do the following:
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 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including 
medications, that would change the appropriateness of 
combined hormonal contraceptives for safe and 
effective continued use based on U.S. MEC (e.g., 
category 3 and 4 conditions and characteristics).

 – Assess blood pressure.
 – Consider assessing weight changes and counseling women 

who are concerned about weight change perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. No evidence exists 
regarding whether a routine follow-up visit after initiating 
combined hormonal contraceptives improves correct or 
continued use. Monitoring blood pressure is important for 
combined hormonal contraceptive users. Health care providers 
might consider recommending women obtain blood pressure 
measurements in other settings.

A systematic review identified five studies that examined the 
incidence of hypertension among women who began using 
a COC versus those who started a nonhormonal method 
of contraception or a placebo (123). Few women developed 
hypertension after initiating COCs, and studies examining 
increases in blood pressure after COC initiation found mixed 
results. No studies were identified that examined changes in 
blood pressure among patch or vaginal ring users (Level of 
evidence: I, fair, to II-2, fair, indirect).

Late or Missed Doses and Side Effects from 
Combined Hormonal Contraceptive Use

For the following recommendations, a dose is considered 
late when <24 hours have elapsed since the dose should have 
been taken. A dose is considered missed if ≥24 hours have 
elapsed since the dose should have been taken. For example, 
if a COC pill was supposed to have been taken on Monday at 
9:00 a.m. and is taken at 11:00 a.m., the pill is late; however, 
by Tuesday morning at 11:00 a.m., Monday’s 9:00 a.m. pill 
has been missed and Tuesday’s 9:00 a.m. pill is late. For COCs, 
the recommendations only apply to late or missed hormonally 
active pills and not to placebo pills. Recommendations are 
provided for late or missed pills (Figure 2), the patch (Figure 3), 
and the ring (Figure 4).

Comments and Evidence Summary. Inconsistent or 
incorrect use of combined hormonal contraceptives is a major 
cause of combined hormonal contraceptive failure. Extending 
the hormone-free interval is considered to be a particularly risky 
time to miss combined hormonal contraceptives. Seven days of 
continuous combined hormonal contraceptive use is deemed 

necessary to reliably prevent ovulation. The recommendations 
reflect a balance between simplicity and precision of science. 
Women who frequently miss COCs or experience other usage 
errors with combined hormonal patch or combined vaginal 
ring should consider an alternative contraceptive method 
that is less dependent on the user to be effective (e.g., IUD, 
implant, or injectable).

A systematic review identified 36 studies that examined 
measures of contraceptive effectiveness of combined hormonal 
contraceptives during cycles with extended hormone-free 
intervals, shortened hormone-free intervals, or deliberate 
nonadherence on days not adjacent to the hormone-free 
interval (237). Most of the studies examined COCs (215,238–
265), two examined the combined hormonal patch (259,266), 
and six examined the combined vaginal ring (211,267–271). 
No direct evidence on the effect of missed pills on the risk 
for pregnancy was found. Studies of women deliberately 
extending the hormone-free interval up to 14 days found 
wide variability in the amount of follicular development and 
occurrence of ovulation (241,244,246,247,249,250,252–255); 
in general, the risk for ovulation was low, and among women 
who did ovulate, cycles were usually abnormal. In studies of 
women who deliberately missed pills on various days during 
the cycle not adjacent to the hormone-free interval, ovulation 
occurred infrequently (239,245–247,255,256,258,259). 
Studies comparing 7-day hormone-free intervals with shorter 
hormone-free intervals found lower rates of pregnancy 
(238,242,251,257) and significantly greater suppression of 
ovulation (240,250,261–263,265) among women with shorter 
intervals in all but one study (260), which found no difference. 
Two studies that compared 30-µg ethinyl estradiol pills with 
20-µg ethinyl estradiol pills showed more follicular activity 
when 20-µg ethinyl estradiol pills were missed (241,244). In 
studies examining the combined vaginal ring, three studies 
found that nondeliberate extension of the hormone-free 
interval for 24 to <48 hours from the scheduled period 
did not increase the risk for pregnancy (267,268,270); one 
study found that ring insertion after a deliberately extended 
hormone-free interval that allowed a 13-mm follicle to develop 
interrupted ovarian function and further follicular growth 
(211); and one study found that inhibition of ovulation was 
maintained after deliberately forgetting to remove the ring 
for up to 2 weeks after normal ring use (271). In studies 
examining the combined hormonal patch, one study found 
that missing 1–3 consecutive days before patch replacement 
(either wearing one patch 3 days longer before replacement 
or going 3 days without a patch before replacing the next 
patch) on days not adjacent to the patch-free interval resulted 
in little follicular activity and low risk for ovulation (259), 
and one pharmacokinetic study found that serum levels of 
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If one hormonal pill is late:

(<24 hours since a pill 

should have been taken)

If one hormonal pill has been missed:

(24 to <48 hours since a pill should 

have been taken)

If two or more consecutive hormonal pills have been missed:

(≥48 hours since a pill should have been taken)

• Take the late or missed pill as soon as possible.

• Continue taking the remaining pills at the usual time (even if it 

means taking two pills on the same day).

• No additional contraceptive protection is needed.

• Emergency contraception is not usually needed but can be 

considered (with the exception of UPA) if hormonal pills were 

missed earlier in the cycle or in the last week of the previous cycle.

• Take the most recent missed pill as soon as possible. (Any other 

missed pills should be discarded.)

• Continue taking the remaining pills at the usual time (even if it 

means taking two pills on the same day).

• Use back-up contraception (e.g., condoms) or avoid sexual intercourse 

until hormonal pills have been taken for 7 consecutive days.

• If pills were missed in the last week of hormonal pills (e.g., days 

15–21 for 28-day pill packs):

o Omit the hormone-free interval by #nishing the hormonal pills 

in the current pack and starting a new pack the next day.

o If unable to start a new pack immediately, use back-up contraception 

(e.g., condoms) or avoid sexual intercourse until hormonal pills from 

a new pack have been taken for 7 consecutive days.

• Emergency contraception should be considered (with the exception 

of UPA) if hormonal pills were missed during the #rst week and 

unprotected sexual intercourse occurred in the previous 5 days.

• Emergency contraception may also be considered (with the 

exception of UPA) at other times as appropriate.

FIGURE 2. Recommended actions after late or missed combined oral contraceptives

Abbreviation: UPA = ulipristal acetate.

Delayed application or detachment for <48 hours since a patch 

should have been applied or reattached

Delayed application or detachment for ≥48 hours since a patch 

should have been applied or reattached

• Apply a new patch as soon as possible. (If detachment occurred 

<24 hours since the patch was applied, try to reapply the patch or 

replace with a new patch.)

• Keep the same patch change day.

• No additional contraceptive protection is needed.

• Emergency contraception is not usually needed but can be 

considered (with the exception of UPA) if delayed application or 

detachment occurred earlier in the cycle or in the last week of the 

previous cycle.

• Apply a new patch as soon as possible.

• Keep the same patch change day.

• Use back-up contraception (e.g., condoms) or avoid sexual 

intercourse until a patch has been worn for 7 consecutive days.

• If the delayed application or detachment occurred in the third 

patch week:

o Omit the hormone-free week by #nishing the third week of 

patch use (keeping the same patch change day) and starting a 

new patch immediately;

o If unable to start a new patch immediately, use back-up 

contraception (e.g., condoms) or avoid sexual intercourse until a 

new patch has been worn for 7 consecutive days.

• Emergency contraception should be considered (with the exception 

of UPA) if the delayed application or detachment occurred within 

the #rst week of patch use and unprotected sexual intercourse 

occurred in the previous 5 days.

• Emergency contraception may also be considered (with the 

exception of UPA) at other times as appropriate.

FIGURE 3. Recommended actions after delayed application or detachment* with combined hormonal patch

Abbreviation: UPA = ulipristal acetate.
* If detachment takes place but the woman is unsure when the detachment occurred, consider the patch to have been detached for ≥48 hours since a patch should 

have been applied or reattached.
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ethinyl estradiol and progestin norelgestromin remained within 
reference ranges after extending patch wear for 3 days (266). 
No studies were found on extending the patch-free interval. In 
studies that provide indirect evidence on the effects of missed 
combined hormonal contraception on surrogate measures of 
pregnancy, how differences in surrogate measures correspond 
to pregnancy risk is unclear (Level of evidence: I, good, indirect 
to II-3, poor, direct).

Vomiting or Severe Diarrhea  
While Using COCs

Certain steps should be taken by women who experience 
vomiting or severe diarrhea while using COCs (Figure 5).

Comments and Evidence Summary. Theoretically, the 
contraceptive effectiveness of COCs might be decreased because 
of vomiting or severe diarrhea. Because of the lack of evidence 
that addresses vomiting or severe diarrhea while using COCs, 
these recommendations are based on the recommendations 
for missed COCs. No evidence was found on the effects of 
vomiting or diarrhea on measures of contraceptive effectiveness 
including pregnancy, follicular development, hormone levels, 
or cervical mucus quality.

Unscheduled Bleeding with Extended or 
Continuous Use of Combined Hormonal 

Contraceptives

• Before initiation of combined hormonal contraceptives, 
provide counseling about potential changes in bleeding 
patterns during extended or continuous combined 
hormonal contraceptive use. (Extended contraceptive use 
is defined as a planned hormone-free interval after at least 
two contiguous cycles. Continuous contraceptive use is 
defined as uninterrupted use of hormonal contraception 
without a hormone-free interval) (272).

• Unscheduled spotting or bleeding is common during the 
first 3–6 months of extended or continuous combined 
hormonal contraceptive use. It is generally not harmful 
and decreases with continued combined hormonal 
contraceptive use.

• If clinically indicated, consider an underlying gynecological 
problem, such as inconsistent use, interactions with other 
medications, cigarette smoking, an STD, pregnancy, or 
new pathologic uterine conditions (e.g., polyps or 
fibroids). If an underlying gynecological problem is found, 
treat the condition or refer for care.

• If an underlying gynecological problem is not found and 
the woman wants treatment, the following treatment 
option can be considered:

Delayed insertion of a new ring or delayed reinsertion of a current 

ring for <48 hours since a ring should have been inserted

Delayed insertion of a new ring or delayed reinsertion for ≥48 hours 

since a ring should have been inserted

• Insert ring as soon as possible.

• Keep the ring in until the scheduled ring removal day.

• No additional contraceptive protection is needed.

• Emergency contraception is not usually needed but can be 

considered (with the exception of UPA) if delayed insertion or 

reinsertion occurred earlier in the cycle or in the last week of the 

previous cycle.

• Insert ring as soon as possible.

• Keep the ring in until the scheduled ring removal day.

• Use back-up contraception (e.g., condoms) or avoid sexual 

intercourse until a ring has been worn for 7 consecutive days.

• If the ring removal occurred in the third week of ring use:

o Omit the hormone-free week by #nishing the third week of ring 

use and starting a new ring immediately.

o If unable to start a new ring immediately, use back-up 

contraception (e.g., condoms) or avoid sexual intercourse until a 

new ring has been worn for 7 consecutive days.

• Emergency contraception should be considered (with the exception 

of UPA) if the delayed insertion or reinsertion occurred within the 

#rst week of ring use and unprotected sexual intercourse occurred 

in the previous 5 days.

• Emergency contraception may also be considered (with the 

exception of UPA) at other times as appropriate.

FIGURE 4. Recommended actions after delayed insertion or reinsertion* with combined vaginal ring

Abbreviation: UPA = ulipristal acetate.
* If removal takes place but the woman is unsure of how long the ring has been removed, consider the ring to have been removed for ≥48 hours since a ring should 

have been inserted or reinserted.
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 – Advise the woman to discontinue combined hormonal 
contraceptive use (i.e., a hormone-free interval) for 3–4 
consecutive days; a hormone-free interval is not 
recommended during the first 21 days of using the 
continuous or extended combined hormonal 
contraceptive method. A hormone-free interval also is 
not recommended more than once per month because 
contraceptive effectiveness might be reduced.

• If unscheduled spotting or bleeding persists and the woman 
finds it unacceptable, counsel her on alternative contraceptive 
methods, and offer another method if it is desired.

Comments and Evidence Summary. During contraceptive 
counseling and before initiating extended or continuous 
combined hormonal contraceptives, information about 
common side effects such as unscheduled spotting or bleeding, 
especially during the first 3–6 months of use, should be 
discussed (273). These bleeding irregularities are generally 
not harmful and usually improve with persistent use of the 
hormonal method. To avoid unscheduled spotting or bleeding, 
counseling should emphasize the importance of correct use and 
timing; for users of contraceptive pills, emphasize consistent 
pill use. Enhanced counseling about expected bleeding patterns 

and reassurance that bleeding irregularities are generally not 
harmful has been shown to reduce method discontinuation in 
clinical trials with DMPA (124,125,274).

A systematic review identified three studies with small 
study populations that addressed treatments for unscheduled 
bleeding among women using extended or continuous 
combined hormonal contraceptives (275). In two separate 
randomized clinical trials in which women were taking either 
contraceptive pills or using the contraceptive ring continuously 
for 168 days, women assigned to a hormone-free interval 
of 3 or 4 days reported improved bleeding. Although they 
noted an initial increase in flow, this was followed by an 
abrupt decrease 7–8 days later with eventual cessation of flow 
11–12 days later. These findings were compared with women 
who continued to use their method without a hormone-
free interval, in which a greater proportion reported either 
treatment failure or fewer days of amenorrhea (276,277). 
In another randomized trial of 66 women with unscheduled 
bleeding among women using 84 days of hormonally active 
contraceptive pills, oral doxycycline (100 mg twice daily) 
initiated the first day of bleeding and taken for 5 days did not 
result in any improvement in bleeding compared with placebo 
(278) (Level of evidence: I, fair, direct).

Vomiting or diarrhea (for 

any reason, for any 

duration), that occurs 

within 24 hours after taking 

a hormonal pill

Vomiting or diarrhea, for any reason, 

continuing for 24 to <48 hours after 

taking any hormonal pill

Vomiting or diarrhea, for any reason, continuing for ≥48 hours after 

taking any hormonal pill

• Taking another hormonal pill (redose) is unnecessary.

• Continue taking pills daily at the usual time (if possible, 

despite discomfort).

• No additional contraceptive protection is needed.

• Emergency contraception is not usually needed but can be 

considered (with the exception of UPA) as appropriate.

• Continue taking pills daily at the usual time (if possible, 

despite discomfort).

• Use back-up contraception (e.g., condoms) or avoid sexual 

intercourse until hormonal pills have been taken for 7 consecutive 

days after vomiting or diarrhea has resolved.

• If vomiting or diarrhea occurred in the last week of hormonal pills 

(e.g., days 15–21 for 28-day pill packs):

o Omit the hormone-free interval by #nishing the hormonal pills in 

the current pack and starting a new pack the next day.

o If unable to start a new pack immediately, use back-up 

contraception (e.g., condoms) or avoid sexual intercourse until 

hormonal pills from a new pack have been taken for 

7 consecutive days.

• Emergency contraception should be considered (with the exception 

of UPA) if vomiting or diarrhea occurred within the #rst week of a 

new pill pack and unprotected sexual intercourse occurred in the 

previous 5 days.

• Emergency contraception may also be considered (with the 

exception of UPA) at other times as appropriate.

FIGURE 5. Recommended actions after vomiting or diarrhea while using combined oral contraceptives

Abbreviation: UPA = ulipristal acetate.



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 4 31US Department of Health and Human Services/Centers for Disease Control and Prevention

Progestin-Only Pills
POPs contain only a progestin and no estrogen and are 

available in the United States. Approximately 9 out of 
100 women become pregnant in the first year of use with 
POPs with typical use (14). POPs are reversible and can be 
used by women of all ages. POPs do not protect against STDs; 
consistent and correct use of male latex condoms reduces the 
risk for STDs, including HIV.

Initiation of POPs

Timing

• POPs can be started at any time if it is reasonably certain 
that the woman is not pregnant (Box 2).

Need for Back-Up Contraception

• If POPs are started within the first 5 days since menstrual 
bleeding started, no additional contraceptive protection 
is needed.

• If POPs are started >5 days since menstrual bleeding started, 
the woman needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 2 days.

Special Considerations

Amenorrhea (Not Postpartum)

• Timing: POPs can be started at any time if it is reasonably 
certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days.

Postpartum (Breastfeeding)

• Timing: POPs can be started at any time, including 
immediately postpartum (U.S. MEC 2 if <1 month 
postpartum; U.S. MEC 1 if ≥1 month postpartum) if it is 
reasonably certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: If the woman is 
<6 months postpartum, amenorrheic, and fully or nearly 
fully breastfeeding (exclusively breastfeeding or the vast 
majority [≥85%] of feeds are breastfeeds) (27), no additional 
contraceptive protection is needed. Otherwise, a woman 
who is ≥21 days postpartum and has not experienced return 
of her menstrual cycles, she needs to abstain from sexual 
intercourse or use additional contraceptive protection for 
the next 2 days. If her menstrual cycles have returned and 
it has been >5 days since menstrual bleeding started, she 
needs to abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days.

Postpartum (Not Breastfeeding)

• Timing: POPs can be started at any time, including 
immediately postpartum (U.S. MEC 1), if it is reasonably 
certain that the woman is not pregnant (Box 2).

• Need for back-up contraception: If a woman is <21 days 
postpartum, no additional contraceptive protection is 
needed. Women who are ≥21 days postpartum and whose 
menstrual cycles have not returned need to abstain from 
sexual intercourse or use additional contraceptive 
protection for the next 2 days. If her menstrual cycles have 
returned and it has been >5 days since menstrual bleeding 
started, she needs to abstain from sexual intercourse or use 
additional contraceptive protection for the next 2 days.

Postabortion (Spontaneous or Induced)

• Timing: POPs can be started within the first 7 days, 
including immediately postabortion (U.S. MEC 1).

• Need for back-up contraception: The woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days unless POPs 
are started at the time of a surgical abortion.

Switching from Another Contraceptive Method

• Timing: POPs can be started immediately if it is reasonably 
certain that the woman is not pregnant (Box 2). Waiting 
for her next menstrual cycle is unnecessary.

• Need for back-up contraception: If it has been >5 days 
since menstrual bleeding started, the woman needs to 
abstain from sexual intercourse or use additional 
contraceptive protection for the next 2 days.

• Switching from an IUD: If the woman has had sexual 
intercourse since the start of her current menstrual cycle 
and it has been >5 days since menstrual bleeding started, 
theoretically, residual sperm might be in the genital tract, 
which could lead to fertilization if ovulation occurs. A health 
care provider may consider any of the following options:

 – Advise the women to retain the IUD for at least 2 days 
after POPs are initiated and return for IUD removal.

 – Advise the woman to abstain from sexual intercourse 
or use barrier contraception for 7 days before removing 
the IUD and switching to the new method.

 – If the woman cannot return for IUD removal and has 
not abstained from sexual intercourse or used barrier 
contraception for 7 days, advise the woman to use ECPs 
at the time of IUD removal. POPs can be started 
immediately after use of ECPs (with the exception of 
UPA). POPs can be started no sooner than 5 days after 
use of UPA.

Comments and Evidence Summary. In situations in which 
the health care provider is uncertain whether the woman might 
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be pregnant, the benefits of starting POPs likely exceed any 
risk; therefore, starting POPs should be considered at any time, 
with a follow-up pregnancy test in 2–4 weeks.

Unlike COCs, POPs inhibit ovulation in about half of cycles, 
although the rates vary widely by individual (279). Peak serum 
steroid levels are reached about 2 hours after administration, 
followed by rapid distribution and elimination, such that by 
24 hours after administration, serum steroid levels are near 
baseline (279). Therefore, taking POPs at approximately 
the same time each day is important. An estimated 48 hours 
of POP use has been deemed necessary to achieve the 
contraceptive effects on cervical mucus (279). If a woman needs 
to use additional contraceptive protection when switching to 
POPs from another contraceptive method, consider continuing 
her previous method for 2 days after starting POPs. No direct 
evidence was found regarding the effects of starting POPs at 
different times of the cycle.

Examinations and Tests Needed Before 
Initiation of POPs

Among healthy women, no examinations or tests are needed 
before initiation of POPs, although a baseline weight and BMI 
measurement might be useful for monitoring POP users over 
time (Table 5). Women with known medical problems or other 
special conditions might need additional examinations or tests 
before being determined to be appropriate candidates for a 
particular method of contraception. The U.S. MEC might be 
useful in such circumstances (5).

Comments and Evidence Summary. Weight (BMI): Obese 
women can use POPs (U.S. MEC 1) (5); therefore, screening 
for obesity is not necessary for the safe initiation of POPs. 
However, measuring weight and calculating BMI at baseline 
might be helpful for monitoring any changes and counseling 
women who might be concerned about weight change 
perceived to be associated with their contraceptive method.

Bimanual examination and cervical inspection: Pelvic 
examination is not necessary before initiation of POPs because 
it does not facilitate detection of conditions for which POPs 
would be unsafe. Women with current breast cancer should not 
use POPs (U.S. MEC 4), and women with certain liver diseases 
generally should not use POPs (U.S. MEC 3) (5); however, 
neither of these conditions are likely to be detected by pelvic 
examination (145). A systematic review identified two case-
control studies that compared delayed versus immediate pelvic 
examination before initiation of hormonal contraceptives, 
specifically oral contraceptives or DMPA (95). No differences 
in risk factors for cervical neoplasia, incidence of STDs, 
incidence of abnormal Papanicolaou smears, or incidence of 

abnormal findings from wet mounts were observed (Level of 
evidence: II-2 fair, direct).

Lipids: Screening for dyslipidemias is not necessary for 
the safe initiation of POPs because of the low prevalence of 
undiagnosed disease in women of reproductive age and the 
low likelihood of clinically significant changes with use of 
hormonal contraceptives. A systematic review did not identify 
any evidence regarding outcomes among women who were 
screened versus not screened with lipid measurement before 
initiation of hormonal contraceptives (57). During 2009–2012 
among women aged 20–44 years in the United States, 7.6% 
had high cholesterol, defined as total serum cholesterol 
≥240 mg/dL (84). During 1999–2008, the prevalence of 
undiagnosed hypercholesterolemia among women aged 
20–44 years was approximately 2% (85). Studies have shown 
mixed results about the effects of hormonal methods on lipid 
levels among both healthy women and women with baseline 
lipid abnormalities, and the clinical significance of these 
changes is unclear (86–89).

Liver enzymes: Although women with certain liver diseases 
generally should not use POPs (U.S. MEC 3) (5), screening 
for liver disease before initiation of POPs is not necessary 
because of the low prevalence of these conditions and the 
high likelihood that women with liver disease already would 

TABLE 5. Classification of examinations and tests needed before 
progestin-only pill initiation

Examination or test Class*

Examination

Blood pressure C

Weight (BMI) (weight [kg]/height [m]2) —†

Clinical breast examination C

Bimanual examination and cervical inspection C

Laboratory test

Glucose C

Lipids C

Liver enzymes C

Hemoglobin C

Thrombogenic mutations C

Cervical cytology (Papanicolaou smear) C

STD screening with laboratory tests C

HIV screening with laboratory tests C

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; 
STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria for 
Contraceptive Use.
* Class A: essential and mandatory in all circumstances for safe and effective use of 

the contraceptive method. Class B: contributes substantially to safe and effective 
use, but implementation may be considered within the public health and/or service 
context; the risk of not performing an examination or test should be balanced against 
the benefits of making the contraceptive method available. Class C: does not 
contribute substantially to safe and effective use of the contraceptive method.

† Weight (BMI) measurement is not needed to determine medical eligibility for any 
methods of contraception because all methods can be used (U.S. MEC 1) or 
generally can be used (U.S. MEC 2) among obese women (Box 1). However, 
measuring weight and calculating BMI at baseline might be helpful for monitoring 
any changes and counseling women who might be concerned about weight 
change perceived to be associated with their contraceptive method.
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have had the condition diagnosed. A systematic review did not 
identify any evidence regarding outcomes among women who 
were screened versus not screened with liver enzyme tests before 
initiation of hormonal contraceptives (57). In 2012, among 
U.S. women, the percentage with liver disease (not further 
specified) was 1.3% (90). In 2013, the incidence of acute 
hepatitis A, B, or C was ≤1 per 100,000 U.S. population (91). 
During 2002–2011, the incidence of liver carcinoma among 
U.S. women was approximately 3.7 per 100,000 population 
(92). Because estrogen and progestins are metabolized in 
the liver, the use of hormonal contraceptives among women 
with liver disease might, theoretically, be a concern. The use 
of hormonal contraceptives, specifically COCs and POPs, 
does not affect disease progression or severity in women with 
hepatitis, cirrhosis, or benign focal nodular hyperplasia (93,94).

Clinical breast examination: Although women with current 
breast cancer should not use POPs (U.S. MEC 4) (5), screening 
asymptomatic women with a clinical breast examination 
before initiating POPs is not necessary because of the low 
prevalence of breast cancer among women of reproductive age. 
A systematic review did not identify any evidence regarding 
outcomes among women who were screened versus not 
screened with a clinical breast examination before initiation of 
hormonal contraceptives (95). The incidence of breast cancer 
among women of reproductive age in the United States is low. 
In 2012, the incidence of breast cancer among women aged 
20–49 years was approximately 70.7 per 100,000 women (96).

Other screening: Women with hypertension, diabetes, 
anemia, thrombogenic mutations, cervical intraepithelial 
neoplasia, cervical cancer, STDs, or HIV infection can use 
(U.S. MEC 1) or generally can use (U.S. MEC 2) POPs (5); 
therefore, screening for these conditions is not necessary for 
the safe initiation of POPs.

Number of Pill Packs that Should Be 
Provided at Initial and Return Visits

• At the initial and return visit, provide or prescribe up to a 
1-year supply of POPs (e.g., 13 28-day pill packs), 
depending on the woman’s preferences and anticipated use.

• A woman should be able to obtain POPs easily in the 
amount and at the time she needs them.

Comments and Evidence Summary. The more pill packs 
given up to 13 cycles, the higher the continuation rates. 
Restricting the number of pill packs distributed or prescribed 
can result in unwanted discontinuation of the method and 
increased risk for pregnancy.

A systematic review of the evidence suggested that providing 
a greater number of pill packs was associated with increased 
continuation (232). Studies that compared provision of one 

versus 12 packs, one versus 12 or 13 packs, or three versus 
seven packs found increased continuation of pill use among 
women provided with more pill packs (233–235). However, 
one study found no difference in continuation when patients 
were provided one and then three packs versus four packs all 
at once (236). In addition to continuation, a greater number 
of pill packs provided was associated with fewer pregnancy 
tests, fewer pregnancies, and lower cost per client. However, a 
greater number of pill packs (13 packs versus three packs) also 
was associated with increased pill wastage in one study (234) 
(Level of evidence: I to II-2, fair, direct).

Routine Follow-Up After POP Initiation

These recommendations address when routine follow-up 
is recommended for safe and effective continued use of 
contraception for healthy women. The recommendations refer 
to general situations and might vary for different users and 
different situations. Specific populations who might benefit 
from more frequent follow-up visits include adolescents, those 
with certain medical conditions or characteristics, and those 
with multiple medical conditions.

• Advise the woman to return at any time to discuss side 
effects or other problems or if she wants to change the 
method being used. No routine follow-up visit is required.

• At other routine visits, health care providers seeing POP 
users should do the following:

 – Assess the woman’s satisfaction with her contraceptive 
method and whether she has any concerns about 
method use.

 – Assess any changes in health status, including medications, 
that would change the appropriateness of POPs for safe 
and effective continued use based on U.S. MEC (e.g., 
category 3 and 4 conditions and characteristics).

 – Consider assessing weight changes and counseling women 
who are concerned about weight change perceived to be 
associated with their contraceptive method.

Comments and Evidence Summary. No evidence was 
found regarding whether a routine follow-up visit after 
initiating POPs improves correct and continued use.

Missed POPs

For the following recommendations, a dose is considered 
missed if it has been >3 hours since it should have been taken.

• Take one pill as soon as possible.
• Continue taking pills daily, one each day, at the same time 

each day, even if it means taking two pills on the same day.
• Use back-up contraception (e.g., condoms) or avoid sexual 

intercourse until pills have been taken correctly, on time, 
for 2 consecutive days.
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• Emergency contraception should be considered (with the 
exception of UPA) if the woman has had unprotected 
sexual intercourse.

Comments and Evidence Summary. Inconsistent or 
incorrect use of oral contraceptive pills is a major reason for oral 
contraceptive failure. Unlike COCs, POPs inhibit ovulation 
in about half of cycles, although this rate varies widely by 
individual (279). Peak serum steroid levels are reached about 
2 hours after administration, followed by rapid distribution 
and elimination, such that by 24 hours after administration, 
serum steroid levels are near baseline (279). Therefore, taking 
POPs at approximately the same time each day is important. 
An estimated 48 hours of POP use was deemed necessary to 
achieve the contraceptive effects on cervical mucus (279). 
Women who frequently miss POPs should consider an 
alternative contraceptive method that is less dependent on 
the user to be effective (e.g., IUD, implant, or injectable). 
No evidence was found regarding the effects of missed POPs 
available in the United States on measures of contraceptive 
effectiveness including pregnancy, follicular development, 
hormone levels, or cervical mucus quality.

Vomiting or Diarrhea (for any Reason or 
Duration) that Occurs Within 3 Hours After 

Taking a Pill

• Take another pill as soon as possible (if possible, 
despite discomfort).

• Continue taking pills daily, one each day, at the same time 
each day.

• Use back-up contraception (e.g., condoms) or avoid sexual 
intercourse until 2 days after vomiting or diarrhea has resolved.

• Emergency contraception should be considered (with the 
exception of UPA) if the woman has had unprotected 
sexual intercourse.

Comments and Evidence Summary. Theoretically, the 
contraceptive effectiveness of POPs might be decreased because 
of vomiting or severe diarrhea. Because of the lack of evidence 
to address this question, these recommendations are based on 
the recommendations for missed POPs. No evidence was found 
regarding the effects of vomiting or diarrhea on measures of 
contraceptive effectiveness, including pregnancy, follicular 
development, hormone levels, or cervical mucus quality.

Standard Days Method
SDM is a method based on fertility awareness; users must 

avoid unprotected sexual intercourse on days 8–19 of the 
menstrual cycle (280). Approximately 5 out of 100 women 

become pregnant in the first year of use with perfect (i.e., 
correct and consistent) use of SDM (280); effectiveness based 
on typical use is not available for this method but is expected 
to be lower than that for perfect use. SDM is reversible and can 
be used by women of all ages. SDM does not protect against 
STDs; consistent and correct use of male latex condoms reduces 
the risk for STDs, including HIV.

Use of SDM Among Women with Various 
Durations of the Menstrual Cycle

Menstrual Cycles of 26–32 Days

• The woman may use the method.
• Provide a barrier method of contraception for protection 

on days 8–19 if she wants one.
• If she has unprotected sexual intercourse during days 8–19, 

consider the use of emergency contraception if appropriate.

Two or More Cycles of <26 or >32 Days Within Any 
1 Year of SDM Use

• Advise the woman that the method might not be 
appropriate for her because of a higher risk for pregnancy. 
Help her consider another method.

Comments and Evidence Summary. The probability of 
pregnancy is increased when the menstrual cycle is outside the 
range of 26–32 days, even if unprotected sexual intercourse 
is avoided on days 8–19. A study of 7,600 menstrual cycles, 
including information on cycle length and signs of ovulation, 
concluded that the theoretical effectiveness of SDM is greatest 
for women with cycles of 26–32 days, that the method is still 
effective for women who occasionally have a cycle outside this 
range, and that it is less effective for women who consistently 
have cycles outside this range. Information from daily 
hormonal measurements shows that the timing of the 6-day 
fertile window varies greatly, even among women with regular 
cycles (21,281,282).

Emergency Contraception
Emergency contraception consists of methods that can be 

used by women after sexual intercourse to prevent pregnancy. 
Emergency contraception methods have varying ranges 
of effectiveness depending on the method and timing of 
administration. Four options are available in the United States: 
the Cu-IUD and three types of ECPs.
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Types of Emergency Contraception

Intrauterine Device

• Cu-IUD

ECPs

• UPA in a single dose (30 mg)
• Levonorgestrel in a single dose (1.5 mg) or as a split dose 

(1 dose of 0.75 mg of levonorgestrel followed by a second 
dose of 0.75 mg of levonorgestrel 12 hours later)

• Combined estrogen and progestin in 2 doses (Yuzpe 
regimen: 1 dose of 100 µg of ethinyl estradiol plus 
0.50 mg of levonorgestrel followed by a second dose of 
100 µg of ethinyl estradiol plus 0.50 mg of levonorgestrel 
12 hours later)

Initiation of Emergency Contraception

Timing

Cu-IUD

• The Cu-IUD can be inserted within 5 days of the first act of 
unprotected sexual intercourse as an emergency contraceptive.

• In addition, when the day of ovulation can be estimated, 
the Cu-IUD can be inserted beyond 5 days after sexual 
intercourse, as long as insertion does not occur >5 days 
after ovulation.

ECPs

• ECPs should be taken as soon as possible within 5 days of 
unprotected sexual intercourse.

Comments and Evidence Summary. Cu-IUDs are highly 
effective as emergency contraception (283) and can be 
continued as regular contraception. UPA and levonorgestrel 
ECPs have similar effectiveness when taken within 3 days 
after unprotected sexual intercourse; however, UPA has been 
shown to be more effective than the levonorgestrel formulation 
3–5 days after unprotected sexual intercourse (284). The 
combined estrogen and progestin regimen is less effective than 
UPA or levonorgestrel and also is associated with more frequent 
occurrence of side effects (nausea and vomiting) (285). The 
levonorgestrel formulation might be less effective than UPA 
among obese women (286).

Two studies of UPA use found consistent decreases in 
pregnancy rates when administered within 120 hours of 
unprotected sexual intercourse (284,287). Five studies found 
that the levonorgestrel and combined regimens decreased risk 
for pregnancy through the fifth day after unprotected sexual 
intercourse; however, rates of pregnancy were slightly higher 

when ECPs were taken after 3 days (288–292). A meta-analysis 
of levonorgestrel ECPs found that pregnancy rates were low 
when administered within 4 days after unprotected sexual 
intercourse but increased at 4–5 days (293) (Level of evidence: 
I to II-2, good to poor, direct).

Advance Provision of ECPs

• An advance supply of ECPs may be provided so that ECPs 
will be available when needed and can be taken as soon as 
possible after unprotected sexual intercourse.

Comments and Evidence Summary. A systematic review 
identified 17 studies that reported on safety or effectiveness 
of advance ECPs in adult or adolescent women (294). Any 
use of ECPs was two to seven times greater among women 
who received an advance supply of ECPs. However, a 
summary estimate (relative risk  =  0.97; 95% confidence 
interval = 0.77–1.22) of five randomized controlled trials did 
not indicate a significant reduction in unintended pregnancies 
at 12 months with advance provision of ECPs. In the majority 
of studies among adults or adolescents, patterns of regular 
contraceptive use, pregnancy rates, and incidence of STDs did 
not vary between those who received advance ECPs and those 
who did not. Although available evidence supports the safety of 
advance provision of ECPs, effectiveness of advance provision 
of ECPs in reducing pregnancy rates at the population level 
has not been demonstrated (Level of evidence: I to II-3, good 
to poor, direct).

Initiation of Regular Contraception After ECPs

UPA

• Advise the woman to start or resume hormonal contraception 
no sooner than 5 days after use of UPA, and provide or 
prescribe the regular contraceptive method as needed. For 
methods requiring a visit to a health care provider, such as 
DMPA, implants, and IUDs, starting the method at the 
time of UPA use may be considered; the risk that the regular 
contraceptive method might decrease the effectiveness of 
UPA must be weighed against the risk of not starting a 
regular hormonal contraceptive method.

• The woman needs to abstain from sexual intercourse or 
use barrier contraception for the next 7 days after starting 
or resuming regular contraception or until her next 
menses, whichever comes first.

• Any nonhormonal contraceptive method can be started 
immediately after the use of UPA.

• Advise the woman to have a pregnancy test if she does not 
have a withdrawal bleed within 3 weeks.
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Levonorgestrel and Combined Estrogen and 
Progestin ECPs

• Any regular contraceptive method can be started 
immediately after the use of levonorgestrel or combined 
estrogen and progestin ECPs.

• The woman needs to abstain from sexual intercourse or 
use barrier contraception for 7 days.

• Advise the woman to have a pregnancy test if she does not 
have a withdrawal bleed within 3 weeks.

Comments and Evidence Summary. The resumption or 
initiation of regular hormonal contraception after ECP use 
involves consideration of the risk for pregnancy if ECPs fail and 
the risks for unintended pregnancy if contraception initiation 
is delayed until the subsequent menstrual cycle. A health care 
provider may provide or prescribe pills, the patch, or the ring 
for a woman to start no sooner than 5 days after use of UPA. 
For methods requiring a visit to a health care provider, such 
as DMPA, implants, and IUDs, starting the method at the 
time of UPA use may be considered; the risk that the regular 
contraceptive method might decrease the effectiveness of UPA 
must be weighed against the risk of not starting a regular 
hormonal contraceptive method.

Data on when a woman can start regular contraception 
after ECPs are limited to pharmacodynamic data and expert 
opinion (295–297). In one pharmacodynamic study of women 
who were randomly assigned to either UPA or placebo groups 
mid-cycle followed by a 21-day course of combined hormonal 
contraception found no difference between UPA and placebo 
groups in the time for women’s ovaries to reach quiescence by 
ultrasound and serum estradiol (296); this finding suggests 
that UPA did not have an effect on the combined hormonal 
contraception. In another pharmacodynamic study with a 
crossover design, women were randomly assigned to one of 
three groups: 1) UPA followed by desogestrel for 20 days 
started 1 day later; 2) UPA plus placebo; or 3) placebo plus 
desogestrel for 20 days (295). Among women taking UPA 
followed by desogestrel, a higher incidence of ovulation in the 
first 5 days was found compared with UPA alone (45% versus 
3%, respectively), suggesting desogestrel might decrease the 
effectiveness of UPA. No concern exists that administering 
combined estrogen and progestin or levonorgestrel formulations 
of ECPs concurrently with systemic hormonal contraception 
decreases the effectiveness of either emergency or regular 
contraceptive methods because these formulations do not have 
antiprogestin properties like UPA. If a woman is planning to 
initiate contraception after the next menstrual bleeding after 
ECP use, the cycle in which ECPs are used might be shortened, 
prolonged, or involve unscheduled bleeding.

Prevention and Management of Nausea 
and Vomiting with ECP Use

Nausea and Vomiting

• Levonorgestrel and UPA ECPs cause less nausea and 
vomiting than combined estrogen and progestin ECPs.

• Routine use of antiemetics before taking ECPs is not 
recommended. Pretreatment with antiemetics may be 
considered depending on availability and clinical judgment.

Vomiting Within 3 Hours of Taking ECPs

• Another dose of ECP should be taken as soon as possible. 
Use of an antiemetic should be considered.

Comments and Evidence Summary. Many women do 
not experience nausea or vomiting when taking ECPs, and 
predicting which women will experience nausea or vomiting 
is difficult. Although routine use of antiemetics before taking 
ECPs is not recommended, antiemetics are effective in some 
women and can be offered when appropriate. Health care 
providers who are deciding whether to offer antiemetics to 
women taking ECPs should consider the following: 1) women 
taking combined estrogen and progestin ECPs are more 
likely to experience nausea and vomiting than those who 
take levonorgestrel or UPA ECPs; 2) evidence indicates that 
antiemetics reduce the occurrence of nausea and vomiting in 
women taking combined estrogen and progestin ECPs; and 
3) women who take antiemetics might experience other side 
effects from the antiemetics.

A systematic review examined incidence of nausea and 
vomiting with different ECP regimens and effectiveness of 
antinausea drugs in reducing nausea and vomiting with ECP 
use (298). The levonorgestrel regimen was associated with 
significantly less nausea than a nonstandard dose of UPA 
(50 mg) and the standard combined estrogen and progestin 
regimen (299–301). Use of the split-dose levonorgestrel 
showed no differences in nausea and vomiting compared 
with the single-dose levonorgestrel (288,290,292,302) (Level 
of evidence: I, good-fair, indirect). Two trials of antinausea 
drugs, meclizine and metoclopramide, taken before combined 
estrogen and progestin ECPs, reduced the severity of nausea 
(303,304). Significantly less vomiting occurred with meclizine 
but not metoclopramide (Level of evidence: I, good-fair, 
direct). No direct evidence was found regarding the effects of 
vomiting after taking ECPs.

Female Sterilization
Laparoscopic, abdominal, and hysteroscopic methods of 

female sterilization are available in the United States, and 
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some of these procedures can be performed in an outpatient 
procedure or office setting. Fewer than 1 out of 100 women 
become pregnant in the first year after female sterilization 
(14). Because these methods are intended to be irreversible, 
all women should be appropriately counseled about the 
permanency of sterilization and the availability of highly 
effective, long-acting, reversible methods of contraception. 
Female sterilization does not protect against STDs; consistent 
and correct use of male latex condoms reduces the risk for 
STDs, including HIV.

When Hysteroscopic Sterilization is 
Reliable for Contraception

• Before a woman can rely on hysteroscopic sterilization for 
contraception, a hysterosalpingogram (HSG) must be 
performed 3 months after the sterilization procedure to 
confirm bilateral tubal occlusion.

• The woman should be advised that she needs to abstain 
from sexual intercourse or use additional contraceptive 
protection until she has confirmed bilateral tubal occlusion.

When Laparoscopic and Abdominal 
Approaches are Reliable for Contraception

• A woman can rely on sterilization for contraception 
immediately after laparoscopic and abdominal approaches. 
No additional contraceptive protection is needed.

Comments and Evidence Summary. HSG confirmation 
is necessary to confirm bilateral tubal occlusion after 
hysteroscopic sterilization. The inserts for the hysteroscopic 
sterilization system available in the United States are placed 
bilaterally into the fallopian tubes and require 3 months 
for adequate fibrosis and scarring leading to bilateral tubal 
occlusion. After hysteroscopic sterilization, advise the woman 
to correctly and consistently use an effective method of 
contraception while awaiting confirmation. If compliance 
with another method might be a problem, a woman and her 
health care provider may consider DMPA injection at the time 
of sterilization to ensure adequate contraception for 3 months. 
Unlike laparoscopic and abdominal sterilizations, pregnancy 
risk beyond 7 years of follow-up has not been studied among 
women who received hysteroscopic sterilization.

Pregnancy risk with at least 10 years of follow-up has 
been studied among women who received laparoscopic and 
abdominal sterilizations (305,306). Although these methods 
are highly effective, pregnancies can occur many years after 
the procedure, and the risk for pregnancy is higher among 
younger women (306,307).

A systematic review was conducted to identify studies that 
reported whether pregnancies occurred after hysteroscopic 
sterilization (308). Twenty-four studies were identified that 
reported whether pregnancies occurred after hysteroscopic 
sterilization and found that very few pregnancies occurred 
among women with confirmed bilateral tubal occlusion; 
however, few studies include long-term follow-up, and 
none with follow up for >7 years. Among women who had 
successful bilateral placement, most pregnancies that occurred 
after hysteroscopic sterilization were in women who did not 
have confirmed bilateral tubal occlusion at 3 months, either 
because of lack of follow up or misinterpretation of HSG 
results (309–311). Some pregnancies occurred within 3 months 
of placement, including among women who were already 
pregnant at the time of the procedure, women who did not 
use alternative contraception, or women who had failures of 
alternative contraception (310–315). Although these studies 
generally demonstrated high rates of bilateral placement, some 
pregnancies occurred as a result of lack of bilateral placement 
identified on later imaging (310,311,313–316). Most 
pregnancies occurred after deviations from FDA directions, 
which include placement in the early follicular phase of the 
menstrual cycle, imaging at 3 months to document proper 
placement, and use of effective alternative contraception until 
documented occlusion (Level of evidence: II-3, fair, direct).

Male Sterilization
Male sterilization, or vasectomy, is one of the few 

contraceptive methods available to men and can be performed 
in an outpatient procedure or office setting. Fewer than 
1 woman out of 100 becomes pregnant in the first year after 
her male partner undergoes sterilization (14). Because male 
sterilization is intended to be irreversible, all men should be 
appropriately counseled about the permanency of sterilization 
and the availability of highly effective, long-acting, reversible 
methods of contraception for women. Male sterilization does 
not protect against STDs; consistent and correct use of male 
latex condoms reduces the risk for STDs, including HIV.

When Vasectomy is Reliable for 
Contraception

• A semen analysis should be performed 8–16 weeks after 
a vasectomy to ensure the procedure was successful.

• The man should be advised that he should use additional 
contraceptive protection or abstain from sexual intercourse 
until he has confirmation of vasectomy success by 
postvasectomy semen analysis.
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Other Postprocedure Recommendations

• The man should refrain from ejaculation for approximately 
1 week after the vasectomy to allow for healing of surgical 
sites and, after certain methods of vasectomy, occlusion 
of the vas.

Comments and Evidence Summary. The Vasectomy 
Guideline Panel of the American Urological Association 
performed a systematic review of key issues concerning the 
practice of vasectomy (317). All English-language publications 
on vasectomy published during 1949–2011 were reviewed. For 
more information, see the American Urological Association 
Vasectomy Guidelines (https://www.auanet.org/common/pdf/
education/clinical-guidance/Vasectomy.pdf ).

Motile sperm disappear within a few weeks after vasectomy 
(318–321). The time to azoospermia varies widely in different 
studies; however, by 12 weeks after the vasectomy, 80% of men 
have azoospermia, and almost all others have rare nonmotile 
sperm (defined as ≤100,000 nonmotile sperm per milliliter) 
(317). The number of ejaculations after vasectomy is not a 
reliable indicator of when azoospermia or rare nonmotile sperm 
will be achieved (317). Once azoospermia or rare nonmotile 
sperm has been achieved, patients can rely on the vasectomy for 
contraception, although not with 100% certainty. The risk for 
pregnancy after a man has achieved postvasectomy azoospermia 
is approximately one in 2,000 (322–326).

A median of 78% (range 33%–100%) of men return for 
a single postvasectomy semen analysis (317). In the largest 
cohorts that appear typical of North American vasectomy 
practice, approximately two thirds of men (55%–71%) return 
for at least one postvasectomy semen analysis (322,327–331). 
Assigning men an appointment after their vasectomy might 
improve compliance with follow-up (332).

When Women Can Stop Using 
Contraceptives

• Contraceptive protection is still needed for women aged 
>44 years if the woman wants to avoid pregnancy.

Comments and Evidence Summary. The age at which a 
woman is no longer at risk for pregnancy is not known. Although 
uncommon, spontaneous pregnancies occur among women 
aged >44 years. Both the American College of Obstetricians 
and Gynecologists and the North American Menopause Society 
recommend that women continue contraceptive use until 
menopause or age 50–55 years (333,334). The median age of 
menopause is approximately 51 years in North America (333) 

but can vary from ages 40–60 years (335). The median age 
of definitive loss of natural fertility is 41 years but can range 
up to age 51 years (336,337). No reliable laboratory tests are 
available to confirm definitive loss of fertility in a woman. The 
assessment of follicle-stimulating hormone levels to determine 
when a woman is no longer fertile might not be accurate (333).

Health care providers should consider the risks for becoming 
pregnant in a woman of advanced reproductive age, as well as any 
risks of continuing contraception until menopause. Pregnancies 
among women of advanced reproductive age are at higher 
risk for maternal complications, such as hemorrhage, venous 
thromboembolism, and death, and fetal complications, such 
as spontaneous abortion, stillbirth, and congenital anomalies 
(338–340). Risks associated with continuing contraception, 
in particular risks for acute cardiovascular events (venous 
thromboembolism, myocardial infarction, or stroke) or breast 
cancer, also are important to consider. U.S. MEC states that 
on the basis of age alone, women aged >45 years can use POPs, 
implants, the LNG-IUD, or the Cu- IUD (U.S. MEC 1) (5). 
Women aged >45 years generally can use combined hormonal 
contraceptives and DMPA (U.S. MEC 2) (5). However, women 
in this age group might have chronic conditions or other risk 
factors that might render use of hormonal contraceptive methods 
unsafe; U.S. MEC might be helpful in guiding the safe use of 
contraceptives in these women.

In two studies, the incidence of venous thromboembolism 
was higher among oral contraceptive users aged ≥45 years 
compared with younger oral contraceptive users (341–343); 
however, an interaction between hormonal contraception 
and increased age compared with baseline risk was not 
demonstrated (341,342) or was not examined (343). The 
relative risk for myocardial infarction was higher among all 
oral contraceptive users than in nonusers, although a trend of 
increased relative risk with increasing age was not demonstrated 
(344,345). No studies were found regarding the risk for stroke 
in COC users aged ≥45 years (Level of evidence: II-2, good 
to poor, direct).

A pooled analysis by the Collaborative Group on Hormonal 
Factors and Breast Cancer in 1996 (346) found small increased 
relative risks for breast cancer among women aged ≥45 years 
whose last use of combined hormonal contraceptives was 
<5 years previously and for those whose last use was 5–9 years 
previously. Seven more recent studies suggested small but 
nonsignificant increased relative risks for breast carcinoma 
in situ or breast cancer among women who had used oral 
contraceptives or DMPA when they were aged ≥40 years 
compared with those who had never used either method 
(347–353) (Level of evidence: II-2, fair, direct).
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Conclusion
Most women can start most contraceptive methods at 

any time, and few examinations or tests, if any, are needed 
before starting a contraceptive method. Routine follow-up 
for most women includes assessment of her satisfaction with 
the contraceptive method, concerns about method use, and 
changes in health status or medications that could affect 
medical eligibility for continued use of the method. Because 
changes in bleeding patterns are one of the major reasons 
for discontinuation of contraception, recommendations are 
provided for the management of bleeding irregularities with 
various contraceptive methods. In addition, because women 
and health care providers can be confused about the procedures 
for missed pills and dosing errors with the contraceptive patch 
and ring, the instructions are streamlined for easier use. ECPs 
and emergency use of the Cu-IUD are important options for 
women, and recommendations on using these methods, as 
well as starting regular contraception after use of emergency 
contraception, are provided. Male and female sterilization are 
highly effective methods of contraception for men, women, and 
couples who have completed childbearing; for men undergoing 
vasectomy and women undergoing a hysteroscopic sterilization 
procedure, additional contraceptive protection is needed until 
the success of the procedure can be confirmed.

CDC is committed to working with partners at the federal, 
national, and local levels to disseminate, implement, and 
evaluate U.S. SPR recommendations so that the information 
reaches health care providers. Strategies for dissemination 
and implementation include collaborating with other federal 
agencies and professional and service organizations to widely 
distribute the recommendations through presentations, 
electronic distribution, newsletters, and other publications; 
development of provider tools and job aids to assist providers 
in implementing the new recommendations; and training 
activities for students, as well as for continuing education. 
CDC conducts surveys of family planning health care providers 
to assess attitudes and practices related to contraceptive use. 
Results from these surveys will assist CDC in evaluating 
the impact of these recommendations on the provision 
of contraceptives in the United States. Finally, CDC will 
continually monitor new scientific evidence and will update 

these recommendations as warranted by new evidence. Updates 
to the recommendations, as well as provider tools and other 
resources, are available on the CDC U.S. SPR website: http://
www.cdc.gov/reproductivehealth/UnintendedPregnancy/
USSPR.htm.
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complete guidance, see the 2016 U.S. Medical Eligibility 
Criteria for Contraceptive Use (U.S. MEC) (Curtis 
KM, Tepper NK, Jatlaoui TC, et al. U.S. medical 
eligibility criteria for contraceptive use, 2016. MMWR 
Recomm Rep 2016;65[No. RR-3]) for clarifications 
to the numeric categories, as well as for summaries 
of the evidence and additional comments. Hormonal 
contraceptives and intrauterine devices do not protect 
against sexually transmitted diseases (STDs), including 
human immunodeficiency virus (HIV), and women using 
these methods should be counseled that consistent and 
correct use of the male latex condom reduces the risk 
for transmission of HIV and other STDs. Use of female 
condoms can provide protection from transmission of 
STDs, although data are limited.

Health-care providers can use the summary table as a quick 
reference guide to the classifications for hormonal contraceptive 
methods and intrauterine contraception to compare 
classifications across these methods (Box A1) (Table A1). For 

BOX A1. Categories for classifying hormonal contraceptives and 
intrauterine devices

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the method 
generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.

TABLE A1. Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Personal Characteristics and Reproductive History
Pregnancy 4* 4* NA* NA* NA* NA*

Age Menarche to  
<20 years: 2

Menarche to  
<20 years: 2

Menarche to  
<18 years: 1

Menarche to  
<18 years: 2

Menarche to  
<18 years: 1

Menarche to  
<40 years: 1

≥20 years: 1 ≥20 years: 1 18–45 years: 1 18–45 years: 1 18–45 years: 1 ≥40 years: 2

>45 years: 1 >45 years: 2 >45 years: 1

Parity

a. Nulliparous 2 2 1 1 1 1

b. Parous 1 1 1 1 1 1

Breastfeeding

a. <21 days postpartum — — 2* 2* 2* 4*

b. 21 to <30 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombo-
philia, immobility, 
transfusion at delivery, 
peripartum cardiomyopa-
thy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 2* 2* 2* 3*

ii. Without other risk factors 
for VTE

— — 2* 2* 2* 3*

c. 30–42 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombo-
philia, immobility, 
transfusion at delivery, 
peripartum cardiomyopa-
thy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 1* 1* 1* 3*

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

ii. Without other risk factors 
for VTE

— — 1* 1* 1* 2*

d. >42 days postpartum — — 1* 1* 1* 2*

Postpartum  
(nonbreastfeeding women)

a. <21 days postpartum — — 1 1 1 4

b. 21–42 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombo-
philia, immobility, 
transfusion at delivery, 
peripartum cardiomyopa-
thy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 1 1 1 3*

ii. Without other risk factors 
for VTE

— — 1 1 1 2

c. >42 days postpartum — — 1 1 1 1

Postpartum (including 
cesarean delivery)

a. <10 minutes after delivery 
of the placenta

i. Breastfeeding 1* 2* — — — —

ii. Nonbreastfeeding 1* 1* — — — —

b. 10 minutes after delivery 
of the placenta to <4 weeks 
(breastfeeding or 
nonbreastfeeding)

2* 2* — — — —

c. ≥4 weeks (breastfeeding or 
nonbreastfeeding)

1* 1* — — — —

d. Postpartum sepsis 4 4 — — — —

Postabortion

a. First trimester 1* 1* 1* 1* 1* 1*

b. Second trimester 2* 2* 1* 1* 1* 1*

c. Immediate postseptic 
abortion

4 4 1* 1* 1* 1*

Past ectopic pregnancy 1 1 1 1 2 1

History of pelvic surgery (see 
Postpartum [Including 
Cesarean Delivery] section)

1 1 1 1 1 1

Smoking

a. Age <35 years 1 1 1 1 1 2

b. Age ≥35 years

 i. <15 cigarettes/day 1 1 1 1 1 3

 ii. ≥15 cigarettes/day 1 1 1 1 1 4

Obesity

a. BMI ≥30 kg/m2 1 1 1 1 1 2

b. Menarche to <18 years 
and BMI ≥30 kg/m2

1 1 1 2 1 2

History of bariatric surgery 
This condition is associated 
with increased risk for adverse 
health events as a result of 
pregnancy.

a. Restrictive procedures: 
decrease storage capacity of 
the stomach (vertical banded 
gastroplasty, laparoscopic 
adjustable gastric band, or 
laparoscopic sleeve 
gastrectomy)

1 1 1 1 1 1

b. Malabsorptive procedures: 
decrease absorption of 
nutrients and calories by 
shortening the functional 
length of the small intestine 
(Roux-en-Y gastric bypass or 
biliopancreatic diversion)

1 1 1 1 3 COCs: 3

Patch and ring: 1

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Cardiovascular Disease
Multiple risk factors for 
atherosclerotic cardiovascu-
lar disease (e.g., older age, 
smoking, diabetes, 
hypertension, low HDL, high 
LDL, or high triglyceride levels)

1 2 2* 3* 2* 3/4*

Hypertension 
Systolic blood pressure ≥160 
mm Hg or diastolic blood 
pressure ≥100 mm Hg are 
associated with increased risk 
for adverse health events as a 
result of pregnancy.

a. Adequately controlled 
hypertension

1* 1* 1* 2* 1* 3*

b. Elevated blood pressure 
levels (properly taken 
measurements)

 i. Systolic 140–159 mm Hg 
or diastolic 90–99 mm Hg

1* 1* 1* 2* 1* 3*

 ii. Systolic ≥160 mm Hg or 
diastolic ≥100 mm Hg

1* 2* 2* 3* 2* 4*

c. Vascular disease 1* 2* 2* 3* 2* 4*

History of high blood 
pressure during pregnancy 
(when current blood pressure 
is measurable and normal)

1 1 1 1 1 2

Deep venous thrombosis/
Pulmonary embolism

a. History of DVT/PE, not 
receiving anticoagulant 
therapy

i. Higher risk for recurrent 
DVT/PE (one or more risk 
factors)

1 2 2 2 2 4

• History of estrogen-
associated DVT/PE
• Pregnancy-associated 
DVT/PE
• Idiopathic DVT/PE
• Known thrombophilia, 
including antiphospho-
lipid syndrome
• Active cancer (metastatic, 
receiving therapy, or 
within 6 months after 
clinical remission), 
excluding nonmelanoma 
skin cancer 
• History of recurrent 
DVT/PE

ii. Lower risk for recurrent 
DVT/PE (no risk factors)

1 2 2 2 2 3

b. Acute DVT/PE 2 2 2 2 2 4

c. DVT/PE and established 
receiving anticoagulant 
therapy for at least 3 months

i. Higher risk for recurrent 
DVT/PE (one or more risk 
factors)

2 2 2 2 2 4*

• Known thrombophilia, 
including antiphospho-
lipid syndrome
• Active cancer (metastatic, 
receiving therapy, or within 
6 months after clinical 
remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/
PE

ii. Lower risk for recurrent 
DVT/PE (no risk factors)

2 2 2 2 2 3*

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

d. Family history ($rst-degree 
relatives)

1 1 1 1 1 2

e. Major surgery

i. With prolonged 
immobilization

1 2 2 2 2 4

ii. Without prolonged 
immobilization

1 1 1 1 1 2

f. Minor surgery without 
immobilization

1 1 1 1 1 1

Known thrombogenic 
mutations (e.g., factor V 
Leiden; prothrombin 
mutation; and protein S, 
protein C, and antithrombin 
de$ciencies) 
This condition is associated 
with increased risk for adverse 
health events as a result of 
pregnancy.

1* 2* 2* 2* 2* 4*

Super"cial venous disorders

a. Varicose veins 1 1 1 1 1 1

b. Super$cial venous 
thrombosis (acute or history)

1 1 1 1 1 3*

Current and history of ischemic 
heart disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

 Initiation Continuation Initiation Continuation  Initiation Continuation  

1 2 3 2 3 3 2 3 4

Stroke (history of cerebrovascu-
lar accident) 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

Initiation Continuation Initiation Continuation

1 2 2 3 3 2 3 4

Valvular heart disease 
Complicated valvular heart 
disease is associated with 
increased risk for adverse health 
events as a result of pregnancy. 

a. Uncomplicated 1 1 1 1 1 2

b. Complicated (pulmonary 
hypertension, risk for atrial 
$brillation, or history of 
subacute bacterial 
endocarditis)

1 1 1 1 1 4

Peripartum cardiomyopathy 
This condition is associated 
with increased risk for adverse 
health events as a result of 
pregnancy. 

a. Normal or mildly impaired 
cardiac function (New York 
Heart Association Functional 
Class I or II: patients with no 
limitation of activities or 
patients with slight, mild 
limitation of activity) (2)

i. <6 months 2 2 1 1 1 4

ii. ≥6 months 2 2 1 1 1 3

b. Moderately or severely 
impaired cardiac function 
(New York Heart Association 
Functional Class III or IV: 
patients with marked 
limitation of activity or 
patients who should be at 
complete rest) (2).

2 2 2 2 2 4

Rheumatic Diseases
Systemic lupus 
erythematosus 
This condition is associated 
with increased risk for 
adverse health events as a 
result of pregnancy.

Initiation Continuation Initiation Continuation

a. Positive (or unknown) 
antiphospholipid antibodies

1* 1* 3* 3* 3* 3* 3* 4*

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

b. Severe thrombocytopenia 3* 2* 2* 2* 3* 2* 2* 2*

c. Immunosuppressive therapy 2* 1* 2* 2* 2* 2* 2* 2*

d. None of the above 1* 1* 2* 2* 2* 2* 2* 2*

Rheumatoid arthritis Initiation Continuation Initiation Continuation

a. Receiving immunosup-
pressive therapy

2 1 2 1 1 2/3* 1 2

b. Not receiving immunosup-
pressive therapy

1 1 1 2 1 2

Neurologic Conditions
Headaches

a. Nonmigraine (mild or 
severe)

1 1 1 1 1 1*

b. Migraine

 i. Without aura (This 
category of migraine 
includes menstrual 
migraine.)

1 1 1 1 1 2*

 ii. With aura 1 1 1 1 1 4*

Epilepsy 
This condition is associated 
with increased risk for adverse 
health events as a result of 
pregnancy. 

1 1 1* 1* 1* 1*

Multiple sclerosis

a. With prolonged 
immobility

1 1 1 2 1 3

b. Without prolonged 
immobility

1 1 1 2 1 1

Depressive Disorders
Depressive disorders 1* 1* 1* 1* 1* 1*

Reproductive Tract Infections and Disorders
Vaginal bleeding patterns Initiation Continuation

a. Irregular pattern without 
heavy bleeding

1 1 1 2 2 2 1

b. Heavy or prolonged 
bleeding (includes regular 
and irregular patterns)

2* 1* 2* 2* 2* 2* 1*

Unexplained vaginal bleeding 
(suspicious for serious condition) 
before evaluation

Initiation Continuation Initiation Continuation

4* 2* 4* 2* 3* 3* 2* 2*

Endometriosis 2 1 1 1 1 1

Benign ovarian tumors 
(including cysts)

1 1 1 1 1 1

Severe dysmenorrhea 2 1 1 1 1 1

Gestational trophoblastic 
disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

a. Suspected gestational 
trophoblastic disease 
(immediate postevacuation)

i. Uterine size $rst trimester 1* 1* 1* 1* 1* 1*

ii. Uterine size second 
trimester

2* 2* 1* 1* 1* 1*

b. Con$rmed gestational 
trophoblastic disease (after 
initial evacuation and during 
monitoring)

Initiation Continuation Initiation Continuation 

i. Undetectable/
nonpregnant β-hCG levels

1* 1* 1* 1* 1* 1* 1* 1*

ii. Decreasing β-hCG levels 2* 1* 2* 1* 1* 1* 1* 1*

iii. Persistently elevated 
β-hCG levels or malignant 
disease, with no evidence 
or suspicion of intrauterine 
disease

2* 1* 2* 1* 1* 1* 1* 1*

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

iv. Persistently elevated 
β-hCG levels or malignant 
disease, with evidence or 
suspicion of intrauterine 
disease

4* 2* 4* 2* 1* 1* 1* 1*

Cervical ectropion 1 1 1 1 1 1

Cervical intraepithelial 
neoplasia

1 2 2 2 1 2

Cervical cancer (awaiting 
treatment)

Initiation Continuation Initiation Continuation

4 2 4 2 2 2 1 2

Breast disease 
Breast cancer is associated 
with increased risk of adverse 
health events as a result of 
pregnancy. 

a. Undiagnosed mass 1 2 2* 2* 2* 2*

b. Benign breast disease 1 1 1 1 1 1

c. Family history of cancer 1 1 1 1 1 1

d. Breast cancer

 i. Current 1 4 4 4 4 4

 ii. Past and no evidence of 
current disease for 5 years

1 3 3 3 3 3

Endometrial hyperplasia 1 1 1 1 1 1

Endometrial cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy. 

Initiation Continuation Initiation Continuation  

4 2 4 2 1 1 1 1

Ovarian cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy. 

1 1 1 1 1 1

Uterine "broids 2 2 1 1 1 1

Anatomical abnormalities

a. Distorted uterine cavity (any 
congenital or acquired uterine 
abnormality distorting the 
uterine cavity in a manner that 
is incompatible with 
IUD insertion)

4 4 — — — —

b. Other abnormalities 
(including cervical stenosis or 
cervical lacerations) not 
distorting the uterine cavity or 
interfering with IUD insertion

2 2 — — — —

Pelvic in#ammatory disease

a. Past PID (assuming no 
current risk factors for STDs)

Initiation Continuation Initiation Continuation

i. With subsequent 
pregnancy

1 1 1 1 1 1 1 1

ii. Without subsequent 
pregnancy

2 2 2 2 1 1 1 1

b. Current PID 4 2* 4 2* 1 1 1 1

Sexually transmitted diseases Initiation Continuation Initiation Continuation

a. Current purulent cervicitis 
or chlamydial infection or 
gonococcal infection

4 2* 4 2* 1 1 1 1

b. Vaginitis (including 
Trichomonas vaginalis and 
bacterial vaginosis)

2 2 2 2 1 1 1 1

c. Other factors related to STDs 2* 2 2* 2 1 1 1 1

HIV
Initiation Continuation Initiation Continuation

High risk for HIV 2 2 2 2 1 1* 1 1

HIV infection  
For women with HIV infection 
who are not clinically well or not 
receiving ARV therapy, this 
condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

— — — — 1* 1* 1* 1*

a. Clinically well receiving 
ARV therapy

1 1 1 1 — — — —

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

b. Not clinically well or not 
receiving ARV therapy

2 1 2 1 — — — —

Other Infections
Schistosomiasis 
Schistosomiasis with $brosis of 
the liver is associated with 
increased risk for adverse health 
events as a result of pregnancy.

      

a. Uncomplicated 1 1 1 1 1 1

b. Fibrosis of the liver (if 
severe, see Cirrhosis)

1 1 1 1 1 1

Tuberculosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

Initiation Continuation Initiation Continuation  

a. Nonpelvic 1 1 1 1 1* 1* 1* 1*

b. Pelvic 4 3 4 3 1* 1* 1* 1*

Malaria 1 1 1 1 1 1

Endocrine Conditions
Diabetes
Insulin-dependent diabetes; 
diabetes with nephropathy, 
retinopathy, neuropathy, or 
diabetes with other vascular 
disease; or diabetes of >20 years’ 
duration are associated with 
increased risk of adverse health 
events as a result of pregnancy. 

a. History of gestational disease 1 1 1 1 1 1

b. Nonvascular disease

 i. Non-insulin dependent 1 2 2 2 2 2

 ii. Insulin dependent 1 2 2 2 2 2

c. Nephropathy, retinopathy, 
or neuropathy

1 2 2 3 2 3/4*

d. Other vascular disease or 
diabetes of >20 years’ duration

1 2 2 3 2 3/4*

Thyroid disorders

a. Simple goiter 1 1 1 1 1 1

b. Hyperthyroid 1 1 1 1 1 1

c. Hypothyroid 1 1 1 1 1 1

Gastrointestinal Conditions
In#ammatory bowel disease 
(ulcerative colitis or Crohn’s 
disease)

1 1 1 2 2 2/3*

Gallbladder disease

a. Symptomatic

i. Treated by 
cholecystectomy

1 2 2 2 2 2

ii. Medically treated 1 2 2 2 2 3

iii. Current 1 2 2 2 2 3

b. Asymptomatic 1 2 2 2 2 2

History of cholestasis

a. Pregnancy related 1 1 1 1 1 2

b. Past COC related 1 2 2 2 2 3

Viral hepatitis Initiation Continuation

a. Acute or %are 1 1 1 1 1 3/4* 2

b. Carrier 1 1 1 1 1 1 1

c. Chronic 1 1 1 1 1 1 1

Cirrhosis 
Severe cirrhosis is associated 
with increased risk for adverse 
health events as a result of 
pregnancy. 

a. Mild (compensated) 1 1 1 1 1 1

b. Severe (decompensated) 1 3 3 3 3 4

Liver tumors 
Hepatocellular adenoma and 
malignant liver tumors are 
associated with increased risk 
for adverse health events as a 
result of pregnancy. 

a. Benign

See table footnotes on page 61.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

i. Focal nodular hyperplasia 1 2 2 2 2 2

ii. Hepatocellular adenoma 1 3 3 3 3 4

b. Malignant (hepatoma) 1 3 3 3 3 4

Respiratory Conditions
Cystic "brosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy. 

1* 1* 1* 2* 1* 1*

Anemias

Thalassemia 2 1 1 1 1 1

Sickle cell disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

2 1 1 1 1 2

Iron-de"ciency anemia 2 1 1 1 1 1

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy.

Initiation Continuation Initiation Continuation

a. Complicated: graft failure 
(acute or chronic), rejection, 
or cardiac allograft 
vasculopathy

3 2 3 2 2 2 2 4

b. Uncomplicated 2 2 2 2 2 2*

Drug Interactions
Antiretroviral therapy Initiation Continuation Initiation Continuation

a. Nucleoside reverse 
transcriptase inhibitors (NRTIs)

i. Abacavir (ABC) 1/2* 1* 1/2* 1* 1 1 1 1

ii. Tenofovir (TDF) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Zidovudine (AZT) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Lamivudine (3TC) 1/2* 1* 1/2* 1* 1 1 1 1

v. Didanosine (DDI) 1/2* 1* 1/2* 1* 1 1 1 1

vi. Emtricitabine (FTC) 1/2* 1* 1/2* 1* 1 1 1 1

vii. Stavudine (D4T) 1/2* 1* 1/2* 1* 1 1 1 1

b. Nonnucleoside reverse 
transcriptase inhibitors 
(NNRTIs)

i. Efavirenz (EFV) 1/2* 1* 1/2* 1* 2* 1* 2* 2*

ii. Etravirine (ETR) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Nevirapine (NVP) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Rilpivirine (RPV) 1/2* 1* 1/2* 1* 1 1 1 1

c. Ritonavir-boosted 
protease inhibitors

i. Ritonavir-boosted 
atazanavir (ATV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

ii. Ritonavir-boosted 
darunavir (DRV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

iii. Ritonavir-boosted 
fosemprenavir (FPV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

iv. Ritonavir-boosted 
lopinavir (LPV/r)

1/2* 1* 1/2* 1* 1 1 1 1

v. Ritonavir-boosted 
saquinavir (SQV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

vi. Ritonavir-boosted 
tipranavir (TPV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

d. Protease inhibitors 
without ritonavir

i. Atazanavir (ATV) 1/2* 1* 1/2* 1* 1 1 1 2*

ii. Fosamprenavir (FPV) 1/2* 1* 1/2* 1* 2* 2* 2* 3*

iii. Indinavir (IDV) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Nel$navir (NFV) 1/2* 1* 1/2* 1* 2* 1* 2* 2*

e. CCR5 co-receptor 
antagonists

i. Maraviroc (MVC) 1/2* 1* 1/2* 1* 1 1 1 1

f. HIV integrase strand 
transfer inhibitors

i. Raltegravir (RAL) 1/2* 1* 1/2* 1* 1 1 1 1

ii. Dolutegravir (DTG) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Elvitegravir (EVG) 1/2* 1* 1/2* 1* 1 1 1 1

See table footnotes on next page.
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TABLE A1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

g. Fusion inhibitors

i. Enfuvirtide 1/2* 1* 1/2* 1* 1 1 1 1

Anticonvulsant therapy

a. Certain anticonvulsants 
(phenytoin, carbamazepine, 
barbiturates, primidone, 
topiramate, and 
oxcarbazepine)

1 1 2* 1* 3* 3*

b. Lamotrigine 1 1 1 1 1 3*

Antimicrobial therapy

a. Broad-spectrum 
antibiotics

1 1 1 1 1 1

b. Antifungals 1 1 1 1 1 1

c. Antiparasitics 1 1 1 1 1 1

d. Rifampin or rifabutin 
therapy

1 1 2* 1* 3* 3*

Psychotropic medications

a. SSRIs 1 1 1 1 1 1

St. John’s wort 1 1 2 1 2 2

Abbreviations: BMI = body mass index; COC = combined oral contraceptive; Cu-IUD = copper-containing IUD; DMPA = depot medroxyprogesterone acetate; DVT = deep venous thrombosis; 
hCG = human chorionic gonadotropin; HDL = high-density lipoprotein; HIV = human immunodeficiency virus.; IUD = intrauterine device; LDL = low-density lipoprotein; LNG-IUD = 
levonorgestrel-releasing IUD; NA =  not applicable; PE = pulmonary embolism; PID = pelvic inflammatory disease; POP = progestin-only pill; SSRI = selective serotonin reuptake inhibitor; 
STD = sexually transmitted disease.
* Consult the respective appendix for each contraceptive method in the 2016 U.S. Medical Eligibility Criteria for Contraceptive Use (1) for clarifications to the numeric categories.

References

1. Curtis KM, Tepper NK, Jatlaoui TC, et al. U.S. medical eligibility criteria 
for contraceptive use, 2016. MMWR Recomm Rep 2016;65(No. RR-3).

2. The Criteria Committee of the New York Heart Association. Nomenclature 
and criteria for diagnosis of diseases of the heart and great vessels. 9th ed. 
Boston, MA: Little, Brown & Co; 1994.



Recommendations and Reports

62 MMWR / July 29, 2016 / Vol. 65 / No. 4 US Department of Health and Human Services/Centers for Disease Control and Prevention

Appendix B

When To Start Using Specific Contraceptive Methods

Contraceptive method

When to start (if the provider is 
reasonably certain that the woman  

is not pregnant)
Additional contraception 

(i.e., back-up) needed
Examinations or tests needed 

before initiation*

Copper-containing IUD Anytime Not needed Bimanual examination and cervical 
inspection†

Levonorgestrel-releasing IUD Anytime If >7 days after menses started, use back-up 
method or abstain for 7 days.

Bimanual examination and cervical 
inspection†

Implant Anytime If >5 days after menses started, use back-up 
method or abstain for 7 days.

None

Injectable Anytime If >7 days after menses started, use back-up 
method or abstain for 7 days.

None

Combined hormonal contraceptive Anytime If >5 days after menses started, use back-up 
method or abstain for 7 days.

Blood pressure measurement

Progestin-only pill Anytime If >5 days after menses started, use back-up 
method or abstain for 2 days.

None

Abbreviations: BMI = body mass index; HIV = human immunodeficiency virus; IUD = intrauterine device; STD = sexually transmitted disease; U.S. MEC = U.S. Medical 
Eligibility Criteria for Contraceptive Use.
* Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. MEC 1) or generally 

can be used (U.S. MEC 2) among obese women (Box 1). However, measuring weight and calculating BMI (weight [kg] / height [m]2) at baseline might be helpful for 
monitoring any changes and counseling women who might be concerned about weight change perceived to be associated with their contraceptive method.

† Most women do not require additional STD screening at the time of IUD insertion. If a woman with risk factors for STDs has not been screened for gonorrhea and 
chlamydia according to CDC’s STD Treatment Guidelines (http://www.cdc.gov/std/treatment), screening can be performed at the time of IUD insertion, and insertion 
should not be delayed. Women with current purulent cervicitis or chlamydial infection or gonococcal infection should not undergo IUD insertion (U.S. MEC 4).
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Appendix C

Examinations and Tests Needed Before Initiation of Contraceptive Methods

TABLE C1. Examinations and tests needed before initiation of contraceptive methods

Examination or test

Contraceptive method and class

Cu-IUD and 
LNG-IUD Implant Injectable CHC POP Condom

Diaphragm 
or  

cervical cap Spermicide

Examination

Blood pressure C C C A* C C C C

Weight (BMI) (weight [kg] / height [m]2) —† —† —† —† —† C C C

Clinical breast examination C C C C C C C C

Bimanual examination and cervical inspection A C C C C C A§ C

Laboratory test

Glucose C C C C C C C C

Lipids C C C C C C C C

Liver enzymes C C C C C C C C

Hemoglobin C C C C C C C C

Thrombogenic mutations C C C C C C C C

Cervical cytology (Papanicolaou test) C C C C C C C C

STD screening with laboratory tests —¶ C C C C C C C

HIV screening with laboratory tests C C C C C C C C

Abbreviations: BMI = body mass index; CHC = combined hormonal contraceptive; Cu-IUD = copper-containing intrauterine device; HIV = human immunodeficiency 
virus; LNG-IUD = levonorgestrel-releasing intrauterine device; POP = progestin-only pill; STD = sexually transmitted disease; U.S. MEC = U.S. Medical Eligibility Criteria 
for Contraceptive Use.
* In instances in which blood pressure cannot be measured by a provider, blood pressure measured in other settings can be reported by the woman to her provider.
† Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. MEC 1) or 

generally can be used (U.S. MEC 2) among obese women (Box 1). However, measuring weight and calculating BMI at baseline might be helpful for monitoring any 
changes and counseling women who might be concerned about weight change perceived to be associated with their contraceptive method.

§ A bimanual examination (not cervical inspection) is needed for diaphragm fitting.
¶ Most women do not require additional STD screening at the time of IUD insertion. If a woman with risk factors for STDs has not been screened for gonorrhea and chlamydia 

according to CDC’s STD Treatment Guidelines (http://www.cdc.gov/std/treatment), screening can be performed at the time of IUD insertion, and insertion should not be 
delayed. Women with current purulent cervicitis or chlamydial infection or gonococcal infection should not undergo IUD insertion (U.S. MEC 4).

The examinations or tests noted apply to women who are 
presumed to be healthy (Table C1). Those with known medical 
problems or other special conditions might need additional 
examinations or tests before being determined to be appropriate 
candidates for a particular method of contraception. The 
2016 U.S. Medical Eligibility Criteria for Contraceptive Use 
(U.S. MEC) might be useful in such circumstances (1). The 
following classification was considered useful in differentiating 
the applicability of the various examinations or tests:

• Class A: essential and mandatory in all circumstances for 
safe and effective use of the contraceptive method.

• Class B: contributes substantially to safe and effective use, 
but implementation may be considered within the public 
health and/or service context; risk of not performing an 
examination or test should be balanced against the benefits 
of making the contraceptive method available.

• Class C: does not contribute substantially to safe and 
effective use of the contraceptive method.

These classifications focus on the relationship of the 
examinations or tests to safe initiation of a contraceptive 
method. They are not intended to address the appropriateness 
of these examinations or tests in other circumstances. For 
example, some of the examinations or tests that are not deemed 
necessary for safe and effective contraceptive use might be 
appropriate for good preventive health care or for diagnosing 
or assessing suspected medical conditions. Any additional 
screening needed for preventive health care can be performed 
at the time of contraception initiation and initiation should 
not be delayed for test results.

No examinations or tests are needed before initiating 
condoms or spermicides. A bimanual examination is necessary 
for diaphragm fitting. A bimanual examination and cervical 
inspection are needed for cervical cap fitting.

References

1. Curtis KM, Tepper NK, Jatlaoui TC, et al. U.S. medical eligibility criteria 
for contraceptive use, 2016. MMWR Recomm Rep 2016;65(No. RR-3). 



Recommendations and Reports

64 MMWR / July 29, 2016 / Vol. 65 / No. 4 US Department of Health and Human Services/Centers for Disease Control and Prevention

Appendix D

Routine Follow-Up After Contraceptive Initiation

TABLE D1. Routine follow-up after contraceptive initiation

Action

Contraceptive method

Cu-IUD or LNG-IUD Implant Injectable CHC POP

General follow-up

Advise women to return at any time to discuss side effects or 
other problems or if they want to change the method. Advise 
women using IUDs, implants, or injectables when the IUD or 
implant needs to be removed or when a reinjection is needed. 
No routine follow-up visit is required.

X X X X X

Other routine visits

Assess the woman’s satisfaction with her current method and 
whether she has any concerns about method use.

X X X X X

Assess any changes in health status, including medications, that 
would change the method’s appropriateness for safe and 
effective continued use based on U.S. MEC (i.e., category 3 and 4 
conditions and characteristics) (Box 1).

X X X X X

Consider performing an examination to check for the presence 
of IUD strings.

X — — — —

Consider assessing weight changes and counseling women 
who are concerned about weight change perceived to be 
associated with their contraceptive method.

X X X X X

Measure blood pressure. — — — X —

Abbreviations: CHC = combined hormonal contraceptives; Cu-IUD = copper-containing intrauterine device; HIV = human immunodeficiency virus; IUD = intrauterine 
device; LNG-IUD = levonorgestrel-releasing intrauterine device; POP = progestin-only pills; U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive Use.

These recommendations address when routine follow-up 
is recommended for safe and effective continued use 
of contraception for healthy women (Table D1). The 
recommendations refer to general situations and might 

vary for different users and different situations. Specific 
populations who might benefit from frequent follow-up visits 
include adolescents, those with certain medical conditions or 
characteristics, and those with multiple medical conditions.



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 4 65US Department of Health and Human Services/Centers for Disease Control and Prevention

Appendix E

Management of Women with Bleeding Irregularities While Using Contraception*

If bleeding persists, or if the woman requests it, medical treatment can be considered.

Cu-IUD

users

For unscheduled 

spotting or light 

bleeding or for heavy 

or prolonged bleeding: 

• NSAIDs  (5–7 days 

of treatment)   

LNG-IUD

users

Implant

users

For unscheduled

spotting or light

bleeding or heavy/

prolonged bleeding:

• NSAIDs (5–7 days

of treatment) 

• Hormonal treatment

(if medically eligible)

with COCs or

estrogen (10–20 days

of treatment) 

Injectable

(DMPA) users 

For unscheduled

spotting or light 

bleeding: 

• NSAIDs (5–7 days

of treatment) 

CHC users (extended or

continuous regimen)

Hormone-free interval

for 3–4 consecutive days

Not recommended during 

the "rst 21 days of  

extended or continuous 

CHC use

Not recommended more 

than once per month 

because contraceptive 

e#ectiveness might be 

reduced  

If bleeding disorder persists or woman "nds it unacceptable

Counsel on alternative methods and o#er another method, if desired.

For heavy or 

prolonged bleeding: 

• NSAIDs (5–7 days of 

treatment) 

• Hormonal treatment 

(if medically eligible) 

with COCs or estrogen 

(10–20 days of 

treatment) 

Abbreviations: CHC = combined hormonal contraceptive; COC = combined oral contraceptive; Cu-IUD = copper-containing intrauterine device; DMPA = depot 
medroxyprogesterone acetate; LNG-IUD = levonorgestrel-releasing intrauterine device; NSAIDs = nonsteroidal antiinflammatory drugs.
* If clinically warranted, evaluate for underlying condition. Treat the condition or refer for care. Heavy or prolonged bleeding, either unscheduled or menstrual, is 

uncommon among LNG-IUD users and implant users.

Management of women with bleeding irregularities while using contraception
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Appendix F

Management of Intrauterine Devices When Users are Found To Have  
Pelvic Inflammatory Disease*

• Treat PID.

• Counsel about condom use.

• IUD does not need to be removed.

Woman wants to continue IUD. Woman wants to discontinue IUD.

Clinical improvement No clinical improvement • O"er another contraceptive method.

• O"er emergency contraception.

Continue IUD.

Reassess in 24–48 hours. Remove IUD after beginning antibiotics.

• Continue antibiotics.

• Consider removal of IUD.

• O"er another contraceptive method.

• O"er emergency contraception.

Abbreviations: IUD = intrauterine device; PID = pelvic inflammatory disease.
* Treat according to the CDC Sexually Transmitted Diseases Treatment Guidelines (http://www.cdc.gov/std/treatment).

Management of intrauterine devices when users of copper-containing intrauterine devices or levonorgestrel-releasing intrauterine devices 
are found to have pelvic inflammatory disease
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Introduction
Approximately 45% of all pregnancies that occur in the 

United States are unintended (1), with associated increased 
risks for adverse maternal and infant health outcomes (2) and 
increased health care costs (3). Women, men, and couples 
have increasing numbers of safe and effective choices for 
contraceptive methods, including long-acting reversible 
contraception methods such as intrauterine devices (IUDs) 
and implants, to reduce the risk for an unintended pregnancy. 
However, with these expanded options comes the need for 
evidence-based guidance to help health care providers offer 
quality family planning care to their patients, including 
choosing the most appropriate contraceptive method for 

individual circumstances and using that method correctly, 
consistently, and continuously to maximize effectiveness.

In 2010, CDC published the first U.S. Medical Eligibility 
Criteria for Contraceptive Use (U.S. MEC), which provided 
recommendations on safe use of contraceptive methods 
for women with various medical conditions and other 
characteristics (and was adapted from global guidance 
developed by the World Health Organization [WHO MEC]) 
(4,5). U.S. MEC is a companion document to the U.S. Selected 
Practice Recommendations for Contraceptive Use (U.S. SPR), 
which provides guidance on how to use contraceptive methods 
safely and effectively once they are deemed to be medically 
appropriate (6). WHO intended for the global guidance to 
be used by local or national policy makers, family planning 
program managers, and the scientific community as a reference 
when they develop family planning guidance at the country 
or program level. During 2008–2010, CDC participated in a 
formal process to adapt the global guidance for appropriateness 
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Summary

The 2016 U.S. Medical Eligibility Criteria for Contraceptive Use (U.S. MEC) comprises recommendations for the use of 
specific contraceptive methods by women and men who have certain characteristics or medical conditions. These recommendations 
for health care providers were updated by CDC after review of the scientific evidence and consultation with national experts who 
met in Atlanta, Georgia, during August 26–28, 2015. The information in this report updates the 2010 U.S. MEC (CDC. U.S. 
medical eligibility criteria for contraceptive use, 2010. MMWR 2010:59 [No. RR-4]). Notable updates include the addition 
of recommendations for women with cystic fibrosis, women with multiple sclerosis, and women receiving certain psychotropic drugs 
or St. John’s wort; revisions to the recommendations for emergency contraception, including the addition of ulipristal acetate; and 
revisions to the recommendations for postpartum women; women who are breastfeeding; women with known dyslipidemias, migraine 
headaches, superficial venous disease, gestational trophoblastic disease, sexually transmitted diseases, and human immunodeficiency 
virus; and women who are receiving antiretroviral therapy. The recommendations in this report are intended to assist health care 
providers when they counsel women, men, and couples about contraceptive method choice. Although these recommendations are 
meant to serve as a source of clinical guidance, health care providers should always consider the individual clinical circumstances 
of each person seeking family planning services. This report is not intended to be a substitute for professional medical advice for 
individual patients. Persons should seek advice from their health care providers when considering family planning options.
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for use in the United States, which included rigorous 
identification and critical appraisal of the scientific evidence 
through systematic reviews, and input from national experts 
on how to translate that evidence into recommendations for 
U.S. health care providers (5). At that time, CDC committed 
to keeping this guidance up to date and based on the best 
available evidence, with full review every few years (5).

This document updates CDC’s U.S. MEC 2010 (5), based 
on new evidence and input from experts. A summary of 
changes from U.S. MEC 2010 is provided (Appendix A). 
Notable updates include the following:

• addition of recommendations for women with cystic 
fibrosis, women with multiple sclerosis, and women 
receiving certain psychotropic drugs or St. John’s wort

• revisions to the recommendations for emergency 
contraception, including the addition of ulipristal acetate

• revisions to the recommendations for postpartum women; 
women who are breastfeeding; women with known 
dyslipidemias, migraine headaches, superficial venous 
disease, gestational trophoblastic disease, sexually transmitted 
diseases (STDs), and human immunodeficiency virus 
(HIV); and women who are receiving antiretroviral therapy

The goal of these recommendations is to remove unnecessary 
medical barriers to accessing and using contraception, thereby 
decreasing the number of unintended pregnancies. These 
recommendations are meant to serve as a source of clinical 
guidance for health care providers; health care providers should 
always consider the individual clinical circumstances of each 
person seeking family planning services. This report is not 
intended to be a substitute for professional medical advice for 
individual patients, who should seek advice from their health 
care providers when considering family planning options.

Methods
Since publication of U.S. MEC 2010, CDC has monitored 

the literature for new evidence relevant to the recommendations 
through the WHO/CDC continuous identification of research 
evidence (CIRE) system. This system identifies new evidence 
as it is published and allows WHO and CDC to update 
systematic reviews and facilitate updates to recommendations 
as new evidence warrants. Automated searches are run in 
PubMed weekly, and the results are reviewed. Abstracts that 
meet specific criteria are added to the web-based CIRE system, 
which facilitates coordination and peer review of systematic 
reviews for both WHO and CDC (7). In 2014, CDC reviewed 
all of the existing recommendations in U.S. MEC 2010 for 
new evidence identified by CIRE that had the potential to 
lead to a changed recommendation. During August 27–28, 

2014, CDC held a meeting in Atlanta, Georgia, of 11 
family planning experts and representatives from partner 
organizations to solicit their input on the scope of and process 
for updating both U.S. MEC 2010 and U.S. SPR 2013. The 
participants were experts in family planning and represented 
various types of health care providers, as well as health care 
provider organizations. A list of participants is provided 
at the end of this report. Meeting participants discussed 
topics to be addressed in the update of U.S. MEC based on 
new evidence published since 2010 (identified through the 
CIRE system), topics addressed at a 2014 WHO meeting to 
update global guidance, and suggestions CDC received from 
health care providers for the addition of recommendations 
for women with medical conditions not yet included in 
U.S. MEC (e.g., from provider feedback through e-mail, 
public inquiry, and questions received at conferences). CDC 
identified several topics to consider when updating the 
guidance, including revision of existing recommendations for 
certain medical conditions or characteristics (breastfeeding, 
postpartum, HIV, receiving antiretroviral therapy, obesity, 
dyslipidemia, increased risk for STDs, superficial venous 
thrombosis, gestational trophoblastic disease, and migraine 
headaches), addition of recommendations for new medical 
conditions (cystic fibrosis, multiple sclerosis, use of certain 
psychotropic drugs, and St. John’s wort), and addition of 
recommendations for new contraceptive methods (ulipristal 
acetate for emergency contraception). CDC determined that 
all other recommendations in U.S. MEC 2010 were up to 
date and consistent with the existing body of evidence for 
that recommendation.

In preparation for a subsequent expert meeting held during 
August 26–28, 2015, to review the scientific evidence for 
potential recommendations, CDC staff members and other 
invited authors listed at the end of this report conducted 
independent systematic reviews for each of the topics being 
considered. The purpose of these systematic reviews was to 
identify direct evidence about the safety of contraceptive 
method use by women with selected conditions (e.g., risk for 
disease progression or other adverse health effects in women with 
multiple sclerosis who use combined hormonal contraceptives 
[CHCs]). Preferred Reporting Items for Systematic Reviews 
and Meta-Analyses (PRISMA) guidelines were followed for 
reporting systematic reviews (8,9), and strength and quality 
of the evidence were assigned using the system of the U.S. 
Preventive Services Task Force (10). When direct evidence 
was limited or not available, indirect evidence (e.g., evidence 
on surrogate outcomes or among healthy women) and 
theoretical issues were considered and either added to direct 
evidence within a systematic review or separately compiled for 
presentation to the meeting participants. Completed systematic 
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reviews were peer reviewed by two or three experts and then 
provided to participants before the expert meeting. Reviews 
are referenced and cited throughout this document; the full 
reviews appear in the published literature and contain the 
details of each review, including the systematic review question, 
literature search protocol, inclusion and exclusion criteria, 
evidence tables, and quality assessments. CDC staff continued 
to monitor new evidence identified through the CIRE system 
during the preparation for the August 2015 meeting.

During August 26–28, 2015, in Atlanta, Georgia, CDC 
held a meeting with 44 participants who were invited to 
provide their individual perspectives on the scientific evidence 
presented and potential recommendations. Twenty-nine of the 
participants represented a wide range of expertise in family 
planning provision and research, and included obstetricians/
gynecologists, pediatricians, family physicians, nurse 
practitioners, epidemiologists, and others with research and 
clinical practice expertise in contraceptive safety, effectiveness, 
and management; these individuals participated in the entire 
meeting. Fifteen participants with expertise relevant to 
specific topics on the meeting agenda provided information 
and participated in the discussion (e.g., an expert in cystic 
fibrosis was asked to provide general information about the 
condition and to assist in interpreting the evidence and any 
theoretical concerns on the use of contraceptive methods in 
women with the condition); these participants provided input 
only during the session for which their topics were discussed. 
Lists of participants and any potential conflicts of interest 
are provided at the end of this report. During the meeting, 
the evidence from the systematic review for each topic was 
presented, including direct evidence and any indirect evidence 
or theoretical concerns. Participants provided their perspectives 
on using the evidence to develop recommendations that would 
meet the needs of U.S. health care providers. After the meeting, 
CDC determined the recommendations in this report, taking 
into consideration the perspectives provided by the meeting 
participants. Feedback also was received from three external 
reviewers, composed of health care providers and researchers 
who had not participated in the update meetings. These 
reviewers were asked to provide comments on the accuracy, 
feasibility, and clarity of the recommendations. Areas of 
research that need additional investigation also were considered 
during the meeting (11).

How to Use This Document
These recommendations are intended to help health care 

providers determine the safe use of contraceptive methods 
among women and men with various characteristics and 

medical conditions. Providers also can use the information in 
these recommendations when consulting with women, men, 
and couples about their selection of contraceptive methods. The 
tables in this document include recommendations for the use 
of contraceptive methods by women and men with particular 
characteristics or medical conditions. Each condition is defined 
as representing either an individual’s characteristics (e.g., age 
or history of pregnancy) or a known preexisting medical or 
pathologic condition (e.g., diabetes or hypertension). The 
recommendations refer to contraceptive methods being used 
for contraceptive purposes; the recommendations do not 
consider the use of contraceptive methods for treatment of 
medical conditions because the eligibility criteria in these 
situations might differ. The conditions affecting eligibility for 
the use of each contraceptive method are classified into one of 
four categories (Box 1).

Using the Categories in Practice

Health care providers can use the eligibility categories when 
assessing the safety of contraceptive method use for women 
and men with specific medical conditions or characteristics. 
Category 1 comprises conditions for which no restrictions 
exist for use of the contraceptive method. Classification 
of a method/condition as category 2 indicates the method 
generally can be used, although careful follow-up might be 
required. For a method/condition classified as category 3, 
use of that method usually is not recommended unless other 
more appropriate methods are not available or acceptable. The 
severity of the condition and the availability, practicality, and 
acceptability of alternative methods should be considered, 
and careful follow-up is required. Hence, provision of a 
contraceptive method to a woman with a condition classified 
as category 3 requires careful clinical judgement and access to 
clinical services. Category 4 comprises conditions that represent 
an unacceptable health risk if the method is used. For example, 
a smoker aged <35 years generally can use combined oral 
contraceptives (COCs) (category 2). However, for a woman 

BOX 1. Categories of medical eligibility criteria for contraceptive use

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven 
risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  
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aged ≥35 years who smokes <15 cigarettes per day, the use 
of COCs usually is not recommended unless other methods 
are not available or acceptable to her (category 3). A woman 
aged ≥35 years who smokes ≥15 cigarettes per day should not 
use COCs because of unacceptable health risks, primarily the 
risk for myocardial infarction and stroke (category 4). The 
programmatic implications of these categories might depend 
on the circumstances of particular professional or service 
organizations. For example, in some settings, a category 3 
might mean that a special consultation is warranted.

The recommendations address medical eligibility criteria for 
the initiation and continued use of all methods evaluated. The 
issue of continuation criteria is clinically relevant whenever 
a medical condition develops or worsens during use of a 
contraceptive method. When the categories differ for initiation 
and continuation, these differences are noted in the Initiation 
and Continuation columns. When initiation and continuation 
are not indicated, the category is the same for initiation and 
continuation of use.

On the basis of this classification system, the eligibility criteria 
for initiating and continuing use of a specific contraceptive 
method are presented in tables (Appendices A–K). In these 
tables, the first column indicates the condition. Several 
conditions are divided into subconditions to differentiate 
between varying types or severity of the condition. The second 
column classifies the condition for initiation or continuation 
(or both) into category 1, 2, 3, or 4. For certain conditions, 
the numeric classification does not adequately capture the 
recommendation; in these cases, the third column clarifies the 
numeric category. These clarifications were determined during 
the discussions of the scientific evidence and are considered a 
necessary element of the recommendation. The third column 
also summarizes the evidence for the recommendation if 
evidence exists. The recommendations for which no evidence 
is cited are based on expert opinion from either the WHO or 
U.S. expert meeting in which these recommendations were 
developed, and might be based on evidence from sources 
other than systematic reviews. For certain recommendations, 
additional comments appear in the third column and generally 
come from the WHO meeting or the U.S. meeting.

Recommendations for Use of 
Contraceptive Methods

The classifications for whether women with certain medical 
conditions or characteristics can use specific contraceptive 
methods are provided for intrauterine contraception, including 
the copper-containing IUD and levonorgestrel-releasing IUDs 

(Appendix B); progestin-only contraceptives (POCs), including 
etonogestrel implants, depot medroxyprogesterone acetate 
injections, and progestin-only pills (Appendix C); CHCs, 
including low-dose (containing ≤35 µg ethinyl estradiol) 
COCs, combined hormonal patch, and combined vaginal 
ring (Appendix D); barrier contraceptive methods, including 
male and female condoms, spermicides, diaphragm with 
spermicide, and cervical cap (Appendix E); fertility awareness–
based methods (Appendix F); lactational amenorrhea method 
(Appendix G); coitus interruptus (Appendix H); female and 
male sterilization (Appendix I); and emergency contraception, 
including emergency use of the copper-containing IUD and 
emergency contraceptive pills (Appendix J). A table at the end 
of this report summarizes the classifications for the hormonal 
and intrauterine methods (Appendix K).

Contraceptive Method Choice

Many elements need to be considered by women, men, or 
couples at any given point in their lifetimes when choosing 
the most appropriate contraceptive method. These elements 
include safety, effectiveness, availability (including accessibility 
and affordability), and acceptability. The guidance in this 
report focuses primarily on the safety of a given contraceptive 
method for a person with a particular characteristic or medical 
condition. Therefore, the classification of category 1 means 
that the method can be used in that circumstance with no 
restrictions with regard to safety but does not necessarily imply 
that the method is the best choice for that person; other factors, 
such as effectiveness, availability, and acceptability, might 
play an important role in determining the most appropriate 
choice. Voluntary informed choice of contraceptive methods 
is an essential guiding principle, and contraceptive counseling, 
when applicable, might be an important contributor to the 
successful use of contraceptive methods.

In choosing a method of contraception, dual protection from 
the simultaneous risk for HIV and other STDs also should be 
considered. Although hormonal contraceptives and IUDs are 
highly effective at preventing pregnancy, they do not protect 
against STDs, including HIV. Consistent and correct use of the 
male latex condom reduces the risk for HIV infection and other 
STDs, including chlamydial infection, gonococcal infection, 
and trichomoniasis (12). Although evidence is limited, use 
of female condoms can provide protection from acquisition 
and transmission of STDs (12). All patients, regardless of 
contraceptive choice, should be counseled about the use of 
condoms and the risk for STDs, including HIV infection (12). 
Additional information about prevention and treatment of 
STDs is available from the CDC Sexually Transmitted Diseases 
Treatment Guidelines (http://www.cdc.gov/std/treatment) (12). 
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Contraceptive Method Effectiveness

Contraceptive method effectiveness is critical for minimizing 
the risk for an unintended pregnancy, particularly among women 
for whom an unintended pregnancy would pose additional 
health risks. The effectiveness of contraceptive methods depends 
both on the inherent effectiveness of the method itself and on 
how consistently and correctly it is used (Figure). Methods 
that depend on consistent and correct use have a wide range of 
effectiveness. IUDs and implants are considered long-acting, 
reversible contraception (LARC); these methods are highly 
effective because they do not depend on regular compliance 
from the user. LARC methods are appropriate for most women, 
including adolescents and nulliparous women. All women 
should be counseled about the full range and effectiveness of 
contraceptive options for which they are medically eligible so 
that they can identify the optimal method.

Unintended Pregnancy and Increased 
Health Risk

For women with conditions that might make pregnancy 
an unacceptable health risk, long-acting, highly effective 
contraceptive methods might be the best choice to avoid 
unintended pregnancy (Figure). Women with these conditions 
should be advised that sole use of barrier methods for 
contraception and behavior-based methods of contraception 
might not be the most appropriate choice because of their 
relatively higher typical-use rates of failure (Figure). Conditions 
included in U.S. MEC that are associated with increased 
risk for adverse health events as a result of pregnancy are 
identified throughout the document (Box 2). Some of the 
medical conditions included in U.S. MEC recommendations 
are treated with teratogenic drugs. While the woman’s 
medical condition may not affect her eligibility to use certain 
contraceptive methods, women using teratogenic drugs are 
at increased risk for poor pregnancy outcomes; long-acting, 
highly effective contraceptive methods might be the best 
option to avoid unintended pregnancy or delay pregnancy 
until teratogenic drugs are no longer needed.

Keeping Guidance Up to Date
Updating the evidence-based recommendations as new 

scientific evidence becomes available is a challenge. CDC 
will continue to work with WHO to identify and assess new 
relevant evidence as it becomes available and to determine 
whether changes in the recommendations are warranted (7). 
In most cases, U.S. MEC follows the WHO guidance updates, 

which typically occur every 5 years (or sooner if warranted 
by new data). However, CDC will review all WHO updates 
for their application in the United States. CDC also will 
identify and assess any new literature for the recommendations 
and medical conditions that are not included in the WHO 
guidance. CDC will completely review U.S. MEC every 5 years 
as well. Updates to the guidance will appear on the CDC 
U.S. MEC website (http://www.cdc.gov/reproductivehealth/
UnintendedPregnancy/USMEC.htm).
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BOX 2. Conditions associated with increased risk for adverse health 
events as a result of pregnancy*

Breast cancer
Complicated valvular heart disease
Cystic fibrosis
Diabetes: insulin dependent; with nephropathy, 
retinopathy, or neuropathy or other vascular disease;  
or of >20 years’ duration

Endometrial or ovarian cancer
Epilepsy
Hypertension (systolic ≥160 mm Hg or diastolic 
≥100 mm Hg)

History of bariatric surgery within the past 2 years
HIV: not clinically well or not receiving antiretroviral therapy
Ischemic heart disease
Gestational trophoblastic disease
Hepatocellular adenoma and malignant liver 
tumors (hepatoma)

Peripartum cardiomyopathy
Schistosomiasis with fibrosis of the liver
Severe (decompensated) cirrhosis
Sickle cell disease
Solid organ transplantation within the past 2 years
Stroke
Systemic lupus erythematosus
Thrombogenic mutations
Tuberculosis

* Long-acting, highly effective contraceptive methods might be the best 
choice for women with conditions that are associated with increased risk 
for adverse health events as a result of pregnancy. These women should 
be advised that sole use of barrier methods for contraception and behavior-
based methods of contraception might not be the most appropriate choice 
because of their relatively higher typical-use rates of failure.
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FIGURE. Effectiveness of family planning methods*
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Fertility-Awareness
Based Methods

Spermicide
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Lactational Amenorrhea Method: LAM is a highly e#ective, temporary method of contraception.

Emergency Contraception: Emergency contraceptive pills or a copper IUD after unprotected intercourse substantially reduces risk  of pregnancy.

[

[

]

Sources: Adapted from World Health Organization (WHO) Department of Reproductive Health and Research, Johns Hopkins Bloomberg School of Public Health/
Center for Communication Programs (CCP). Knowledge for health project. Family planning: a global handbook for providers (2011 update). Baltimore, MD; Geneva, 
Switzerland: CCP and WHO; 2011; and Trussell J. Contraceptive failure in the United States. Contraception 2011;83:397–404.
* The percentages indicate the number out of every 100 women who experienced an unintended pregnancy within the first year of typical use of each contraceptive method.
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Abbreviations and Acronyms

ARV = antiretroviral [therapy]
BMD = bone mineral density
BMI = body mass index
CHC = combined hormonal contraceptive
COC = combined oral contraceptive
Cu-IUD = copper-containing intrauterine device
DMPA = depot medroxyprogesterone acetate
DVT = deep venous thrombosis
ECP = emergency contraceptive pills
FAB = fertility awareness–based [methods]
hCG = human chorionic gonadotropin
HDL = high-density lipoprotein
HIV = human immunodeficiency virus
IBD = inflammatory bowel disease
IUD = intrauterine device
LARC = long-acting reversible contraception

LDL = low-density lipoprotein 
LNG = levonorgestrel
LNG-IUD = levonorgestrel-releasing intrauterine device
NET-EN = norethisterone enantate 
NNRTI = nonnucleoside reverse transcriptase inhibitor
NRTI = nucleoside reverse transcriptase inhibitor
PE = pulmonary embolism
PID = pelvic inflammatory disease
POC = progestin-only contraceptive
POP = progestin-only pill
SLE = systemic lupus erythematosus
SSRI = selective serotonin reuptake inhibitors
STD = sexually transmitted disease
UPA = ulipristal acetate 
U.S. MEC = U.S. Medical Eligibility Criteria for Contraceptive Use
U.S. SPR = U.S. Selected Practice Recommendations for Contraceptive Use
VTE = venous thromboembolism
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Appendix A

Summary of Changes from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010

BOX A1. Categories for classifying intrauterine devices and 
hormonal contraceptives

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method. 

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  

The classification additions, deletions, and modifications 
from the 2010 U.S. Medical Eligibility Criteria for Contraceptive 
Use (U.S. MEC) are summarized in the following tables 
(Box A1) (Tables A1 and A2). For conditions for which 
classifications changed for one or more contraceptive methods 
or the condition description underwent a major modification, 
the changes or modifications are in bold italics (Tables A1 
and A2). Conditions that do not appear in this table remain 
unchanged from the 2010 U.S. MEC.

TABLE A1. Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

Breastfeeding
a. <21 days postpartum — — 2 2 2 4 Breastfeeding provides important health bene"ts for 

mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

b. 21 to <30 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombophilia, 
immobility, transfusion at 
delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 2 2 2 3 Breastfeeding provides important health bene"ts for 
mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

CHCs: For women with other risk factors for VTE, these risk 
factors might increase the classi#cation to a category 4.

ii. Without other risk factors 
for VTE

— — 2 2 2 3 Breastfeeding provides important health bene"ts for 
mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

c. 30–42 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombophilia, 
immobility, transfusion at 
delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 1 1 1 3 Breastfeeding provides important health bene"ts for 
mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

CHCs: For women with other risk factors for VTE, these risk 
factors might increase the classi#cation to a category 4.

ii. Without other risk factors 
for VTE

— — 1 1 1 2 Breastfeeding provides important health bene"ts for 
mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

d. >42 days postpartum — — 1 1 1 2 Breastfeeding provides important health bene"ts for 
mother and infant. The U.S. Department of Health and 
Human Services recommends increasing the proportion 
of infants initially breastfed, exclusively breastfed through 
6 months of life, and continuing breastfeeding through at 
least 1 year of life as key public health goals (1).

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

Postpartum (nonbreastfeeding 
women)

a. <21 days postpartum — — 1 1 1 4 —

b. 21–42 days postpartum

i. With other risk factors for 
VTE (e.g., age ≥35 years, 
previous VTE, thrombophilia, 
immobility, transfusion at 
delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

— — 1 1 1 3 CHCs: For women with other risk factors for VTE, these risk 
factors might increase the classi#cation to a category 4.

ii. Without other risk factors  
for VTE

— — 1 1 1 2 —

c. >42 days postpartum — — 1 1 1 1 —

Postpartum (including cesarean 
delivery)

a. <10 minutes after delivery of 
the placenta

IUDs: Insertion of IUDs among postpartum women is safe 
and does not appear to increase health risks associated 
with IUD use such as infection. Higher rates of expulsion 
during the postpartum period should be considered as 
they relate to e$ectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower. 
Breastfeeding: Breastfeeding provides important health 
bene#ts for mother and infant. The U.S. Department of 
Health and Human Services recommends increasing the 
proportion of infants initially breastfed, exclusively 
breastfed through 6 months of life, and continuing 
breastfeeding through at least 1 year of life as key public 
health goals (1).

i. Breastfeeding 1 2 — — — —

ii. Nonbreastfeeding 1 1 — — — —

b. 10 minutes after delivery of 
the placenta to <4 weeks 
(breastfeeding or 
nonbreastfeeding)

2 2 — — — — IUDs: Insertion of IUDs among postpartum women is safe 
and does not appear to increase health risks associated 
with IUD use such as infection. Higher rates of expulsion 
during the postpartum period should be considered as 
they relate to e$ectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower.

Breastfeeding: Breastfeeding provides important health 
bene#ts for mother and infant. The U.S. Department of 
Health and Human Services recommends increasing the 
proportion of infants initially breastfed, exclusively 
breastfed through 6 months of life, and continuing 
breastfeeding through at least 1 year of life as key public 
health goals (1).

c. ≥4 weeks (breastfeeding or 
nonbreastfeeding)

1 1 — — — — IUDs: Insertion of IUDs among postpartum women is safe 
and does not appear to increase health risks associated 
with IUD use such as infection. Higher rates of expulsion 
during the postpartum period should be considered as 
they relate to e$ectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower.

Breastfeeding: Breastfeeding provides important health 
bene#ts for mother and infant. The U.S. Department of 
Health and Human Services recommends increasing the 
proportion of infants initially breastfed, exclusively 
breastfed through 6 months of life, and continuing 
breastfeeding through at least 1 year of life as key public 
health goals (1).

d. Postpartum sepsis 4 4 — — — — —

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

Multiple risk factors for 
atherosclerotic cardiovascular 
disease (e.g., older age, 
smoking, diabetes, hyperten-
sion, low HDL, high LDL, or 
high triglyceride levels)

1 2 2 3 2 3/4 Implants, DMPA, POP: When multiple major risk factors 
exist, risk for cardiovascular disease might increase 
substantially. Certain POCs might increase the risk for 
thrombosis, although this increase is substantially less 
than with COCs. The e$ects of DMPA might persist for 
some time after discontinuation. 

CHCs: When a woman has multiple major risk factors, any 
of which alone would substantially increase her risk for 
cardiovascular disease, use of CHCs might increase her risk 
to an unacceptable level. However, a simple addition of 
categories for multiple risk factors is not intended; for 
example, a combination of two category 2 risk factors 
might not necessarily warrant a higher category.

Implants, DMPA, POP, CHCs: The recommendations 
apply to known preexisting medical conditions or 
characteristics. Few if any screening tests are needed 
before initiation of contraception. See the U.S. Selected 
Practice Recommendations for Contraceptive Use (http://
www.cdc.gov/reproductivehealth/unintendedpreg-
nancy/usspr.htm)

Super#cial venous disorders

a. Varicose veins 1 1 1 1 1 1 —

b. Super#cial venous 
thrombosis (acute or history)

1 1 1 1 1 3 CHCs: Super#cial venous thrombosis might be associated 
with an increased risk for VTE. If a woman has risk factors 
for concurrent DVT (e.g., known thrombophilia or cancer) 
or has current or history of DVT, see recommendations 
for DVT/PE. Super#cial venous thrombosis associated 
with a peripheral intravenous catheter is less likely to be 
associated with additional thrombosis and use of CHCs 
may be considered.

Headaches

a. Nonmigraine (mild or severe) 1 1 1 1 1 1 CHCs: Classi"cation depends on accurate diagnosis of 
those severe headaches that are migraines and those 
headaches that are not, as well as diagnosis of ever 
experiencing aura. Aura is a speci"c focal neurologic 
symptom. For more information about headache 
classi"cation see The International Headache Classi"cation, 
3rd edition (http://www.ihs-classi"cation.org/_downloads/
mixed/International-Headache-Classi"cation-III-ICHD-III-
2013-Beta.pdf). Any new headaches or marked changes in 
headaches should be evaluated.

b. Migraine CHCs: Classi"cation depends on accurate diagnosis of those 
severe headaches that are migraines and those headaches 
that are not, as well as diagnosis of ever experiencing aura. 
Aura is a speci"c focal neurologic symptom. For more 
information about headache classi"cation see The 
International Headache Society Classi"cation, 3rd edition 
(http://www.ihs-classi"cation.org/_downloads/mixed/
International-Headache-Classi"cation-III-ICHD-III-2013-Beta.
pdf). Any new headaches or marked changes in headaches 
should be evaluated. 
CHCs: Classi"cation is for women without any other risk 
factors for stroke (e.g., age, hypertension, and smoking).

i. Without aura (This category 
of migraine includes 
menstrual migraine.)

1 1 1 1 1 2

ii. With aura 1 1 1 1 1 4

Multiple sclerosis

a. With prolonged immobility 1 1 1 2 1 3 —

b. Without prolonged 
immobility

1 1 1 2 1 1 —

Gestational trophoblastic 
disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy 
(Box 2).

      For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

a. Suspected gestational 
trophoblastic disease 
(immediate postevacuation)

      For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

i. Uterine size #rst trimester 1 1 1 1 1 1

ii. Uterine size second 
trimester

2 2 1 1 1 1

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

b. Con#rmed gestational 
trophoblastic disease (after 
initial evacuation and during 
monitoring)

Initiation Continuation Initiation Continuation

i. Undetectable/nonpregnant 
β-hCG levels

1 1 1 1 1 1 1 1 For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

ii. Decreasing β-hCG levels 2 1 2 1 1 1 1 1 For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

IUD: For women at higher risk for disease progression, the 
bene#ts of e$ective contraception must be weighed against 
the potential need for early IUD removal.

iii. Persistently elevated 
β-hCG levels or malignant 
disease, with no evidence or 
suspicion of intrauterine 
disease

2 1 2 1 1 1 1 1 For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

iv. Persistently elevated 
β-hCG levels or malignant 
disease, with evidence or 
suspicion of intrauterine 
disease

4 2 4 2 1 1 1 1 For all subconditions of gestational trophoblastic 
disease, classi#cations are based on the assumption that 
women are under close medical supervision because of 
the need for monitoring of β-hCG levels for appropriate 
disease surveillance.

Sexually transmitted diseases Initiation Continuation Initiation Continuation  

a. Current purulent cervicitis or 
chlamydial infection or 
gonococcal infection

4 2 4 2 1 1 1 1 IUD continuation: Treat the STD using appropriate 
antibiotics. The IUD usually does not need to be removed 
if the woman wants to continue using it. Continued use of 
an IUD depends on the woman’s informed choice and her 
current risk factors for STDs and PID.

b. Vaginitis (including 
Trichomonas vaginalis and 
bacterial vaginosis)

2 2 2 2 1 1 1 1 —

c. Other factors related to STDs 2 2 2 2 1 1 1 1 IUD initiation: Most women do not require additional STD 
screening at the time of IUD insertion. If a woman with risk 
factors for STDs has not been screened for gonorrhea and 
chlamydia according to CDC STD treatment guidelines (2), 
screening may be performed at the time of IUD insertion 
and insertion should not be delayed.

High risk for HIV Initiation Continuation Initiation Continuation  DMPA: Some studies suggest that women using 
progestin-only injectable contraception might be at 
increased risk for HIV acquisition; other studies do not 
show this association. CDC reviewed all available 
evidence and agreed that the data were not su&ciently 
conclusive to change current guidance. However, 
because of the inconclusive nature of the body of 
evidence on possible increased risk for HIV acquisition, 
women using progestin-only injectable contraception 
should be strongly advised to also always use condoms 
(male or female) and take other HIV preventive 
measures. Expansion of contraceptive method mix and 
further research on the relationship between hormonal 
contraception and HIV infection are essential. These 
recommendations will be continually reviewed in light of 
new evidence.

2 2 2 2 1 1 1 1

HIV infection 
For women with HIV infection 
who are not clinically well or not 
receiving ARV therapy, this 
condition is associated with 
increased risk for adverse health 
events as a result of pregnancy 
(Box 2).

— — — — 1 1 1 1 Implants, DMPA, POP, CHCs: Drug interactions might 
exist between hormonal contraceptives and ARV drugs; 
see Drug Interactions section.

a. Clinically well receiving ARV 
therapy

1 1 1 1 — — — — —

b. Not clinically well or not 
receiving ARV therapy

2 1 2 1 — — — — —

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

Cystic #brosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy 
(Box 2).

1 1 1 2 1 1  Persons with cystic #brosis are at increased risk for 
diabetes, liver disease, gallbladder disease, and VTE 
(particularly related to use of central venous catheters) 
and are frequently prescribed antibiotics. Categories 
assigned to such conditions in U.S. MEC should be the 
same for women with cystic #brosis who have these 
conditions. For cystic #brosis, classi#cations are based on 
the assumption that no other conditions are present; 
these classi#cations must be modi#ed in the presence of 
such conditions.

Implants, DMPA, POP, CHCs: Certain drugs to treat cystic 
#brosis (e.g., lumacaftor) might reduce e$ectiveness of 
hormonal contraceptives, including oral, injectable, 
transdermal, and implantable contraceptives.

Antiretroviral therapy Initiation Continuation Initiation Continuation  IUD: No known interaction exists between ARV therapy 
and IUD use. However, IUD insertion is classi"ed as 
category 2 if the woman is not clinically well or not 
receiving ARV therapy. Otherwise, both insertion and 
continuation are classi"ed as category 1 (see HIV 
Infection section).

a. Nucleoside reverse 
transcriptase inhibitors (NRTIs)

i. Abacavir (ABC) 1/2 1 1/2 1 1 1 1 1 —

ii. Tenofovir (TDF) 1/2 1 1/2 1 1 1 1 1 —

iii. Zidovudine (AZT) 1/2 1 1/2 1 1 1 1 1 —

iv. Lamivudine (3TC) 1/2 1 1/2 1 1 1 1 1 —

v. Didanosine (DDI) 1/2 1 1/2 1 1 1 1 1 —

vi. Emtricitabine (FTC) 1/2 1 1/2 1 1 1 1 1 —

vii. Stavudine (D4T) 1/2 1 1/2 1 1 1 1 1 —

b. Nonnucleoside reverse 
transcriptase inhibitors 
(NNRTIs)

i. Efavirenz (EFV) 1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP, CHCs: Evidence suggests drug 
interactions between efavirenz and certain hormonal 
contraceptives. These interactions might reduce the 
e$ectiveness of the hormonal contraceptive.

ii. Etravirine (ETR) 1/2 1 1/2 1 1 1 1 1 —

iii. Nevirapine (NVP) 1/2 1 1/2 1 1 1 1 1 —

iv. Rilpivirine (RPV) 1/2 1 1/2 1 1 1 1 1 —

c. Ritonavir-boosted protease 
inhibitors

i. Ritonavir-boosted 
atazanavir (ATV/r)

1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain ritonavir-boosted protease 
inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal 
contraceptive. Any potential e$ect on contraceptive 
e$ectiveness is likely to be lower with DMPA than with 
other POCs because of the higher dose of DMPA.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the e$ectiveness of the hormonal contraceptive. 

ii. Ritonavir-boosted 
darunavir (DRV/r)

1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain ritonavir-boosted protease 
inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal 
contraceptive. Any potential e$ect on contraceptive 
e$ectiveness is likely to be lower with DMPA than with 
other POCs because of the higher dose of DMPA.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the e$ectiveness of the hormonal contraceptive. 

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

iii. Ritonavir-boosted 
fosamprenavir (FPV/r)

1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain ritonavir-boosted protease 
inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal 
contraceptive. Any potential e$ect on contraceptive 
e$ectiveness is likely to be lower with DMPA than with 
other POCs because of the higher dose of DMPA.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the e$ectiveness of the hormonal contraceptive. 

iv. Ritonavir-boosted 
lopinavir (LPV/r)

1/2 1 1/2 1 1 1 1 1 —

v. Ritonavir-boosted 
saquinavir (SQV/r)

1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain ritonavir-boosted protease 
inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal 
contraceptive. Any potential e$ect on contraceptive 
e$ectiveness is likely to be lower with DMPA than with 
other POCs because of the higher dose of DMPA.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the e$ectiveness of the hormonal contraceptive. 

vi. Ritonavir-boosted 
tipranavir (TPV/r)

1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain ritonavir-boosted protease 
inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal 
contraceptive. Any potential e$ect on contraceptive 
e$ectiveness is likely to be lower with DMPA than with 
other POCs because of the higher dose of DMPA.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the e$ectiveness of the hormonal contraceptive. 

d. Protease inhibitors without 
ritonavir

i. Atazanavir (ATV) 1/2 1 1/2 1 1 1 1 2 CHCs: Theoretical concern exists that increased levels of 
ethinyl estradiol because of interactions with ATV might 
increase the risk for adverse events.

ii. Fosamprenavir (FPV) 1/2 1 1/2 1 2 2 2 3 Implants, DMPA, POP: Theoretical concern exists that 
interactions between FPV and hormonal contraceptives 
leading to decreased levels of FPV might diminish 
e$ectiveness of the antiretroviral drug. The drug 
interaction likely involves CYP3A4 pathways; POCs have 
less e$ect on CYP3A4 enzymes than CHCs.

CHCs: Concern exists that interactions between FPV and 
hormonal contraceptives leading to decreased levels of FPV 
might diminish e$ectiveness of the antiretroviral drug.

iii. Indinavir (IDV) 1/2 1 1/2 1 1 1 1 1 —

iv. Nel#navir (NFV) 1/2 1 1/2 1 2 1 2 2 Implants, DMPA, POP: Theoretically, drug interactions 
might occur between certain protease inhibitors and 
certain hormonal contraceptives that might reduce the 
e$ectiveness of the hormonal contraceptive. Any 
potential e$ect on contraceptive e$ectiveness is likely to 
be lower with DMPA than with other POCs because of the 
higher dose of DMPA. Concern exists that interactions 
between NFV and POCs might decrease NFV levels.

CHCs: Evidence suggests drug interactions between 
certain protease inhibitors and certain hormonal 
contraceptives. These interactions might reduce the 
e$ectiveness of the hormonal contraceptive.

See table footnotes on page 16.
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TABLE A1. (Continued) Summary of changes in classifications from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs Clarification

e. CCR5 co-receptor 
antagonists

i. Maraviroc (MVC) 1/2 1 1/2 1 1 1 1 1 —

f. HIV integrase strand transfer 
inhibitors

i. Raltegravir (RAL) 1/2 1 1/2 1 1 1 1 1 —

ii. Dolutegravir (DTG) 1/2 1 1/2 1 1 1 1 1 —

iii. Elvitegravir (EVG) 1/2 1 1/2 1 1 1 1 1 —

g. Fusion inhibitors

i. Enfuvirtide 1/2 1 1/2 1 1 1 1 1 —

Psychotropic medications

a. SSRIs 1 1 1 1 1 1 —

St. John’s wort 1 1 2 1 2 2 —

Abbreviations: ARV = antiretroviral; BMI = body mass index; CHC = combined hormonal contraceptive; COC = combined oral contraceptive; Cu-IUD = copper-containing intrauterine device; 
DMPA = depot medroxyprogesterone acetate; DVT = deep venous thrombosis; hCG = human chorionic gonadotropin; HDL = high-density lipoprotein; HIV = human immunodeficiency 
virus; LDL = low-density lipoprotein; LNG-IUD = levonorgestrel-releasing intrauterine device; PE = pulmonary embolism; PID = pelvic inflammatory disease; POC = progestin-only contraceptive; 
POP = progestin-only pill; SSRI = selective serotonin uptake inhibitor; STD = sexually transmitted disease; VTE = venous thromboembolism.
* For conditions for which classification changed for one or more contraceptive methods or the condition description underwent a major modification, the changes or modifications are in 

bold italics.   

TABLE A2. Summary of changes for emergency contraception from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition

Category

ClarificationCu-IUD UPA LNG COC

Pregnancy 4 NA NA NA IUD: The IUD is not indicated during pregnancy and should not be used 
because of the risk for serious pelvic infection and septic spontaneous 
abortion.

ECPs: Although this method is not indicated for a woman with a known or 
suspected pregnancy, no harm to the woman, the course of her pregnancy, or 
the fetus if ECPs are inadvertently used is known to exist.

Breastfeeding 1 1 1 1 UPA: Breastfeeding is not recommended for 24 hours after taking UPA 
because it is excreted in breast milk with highest concentrations in the first 
24 hours, and maximum maternal serum levels are reached 1-3 hours after 
administration. Mean UPA concentrations in breast milk decrease markedly 
from 0 to 24–48 hours and then slowly decrease over 5 days (3). Breast milk 
should be expressed and discarded for 24 hours after taking UPA.

Past ectopic pregnancy 1 1 1 1 —

History of bariatric surgery 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease storage capacity of 
the stomach (vertical banded gastroplasty, laparoscopic 
adjustable gastric band, or laparoscopic sleeve gastrectomy)

1 1 1 1 —

b. Malabsorptive procedures: decrease absorption of nutrients 
and calories by shortening the functional length of the 
small intestine (Roux-en-Y gastric bypass or biliopancreatic 
diversion)

1 1 1 1 —

History of severe cardiovascular disease (ischemic heart disease, 
cerebrovascular attack, or other thromboembolic conditions) 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 2 2 2 —

Rheumatoid arthritis

a. Receiving immunosuppressive therapy 2 1 1 1 —

b. Not receiving immunosuppressive therapy 1 1 1 1 —

Migraine 1 1 1 2 —

Inflammatory bowel disease (ulcerative colitis or Crohn’s disease) 1 1 1 1 —

Severe liver disease (including jaundice) 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 2 2 2 —

See table footnotes on page 17.
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TABLE A2. (Continued) Summary of changes for emergency contraception from U.S. Medical Eligibility Criteria for Contraceptive Use, 2010*

Condition

Category

ClarificationCu-IUD UPA LNG COC

Solid organ transplantation 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Complicated: graft failure (acute or chronic), rejection, or 
cardiac allograft vasculopathy

3 1 1 1 —

b. Uncomplicated 2 1 1 1 —

Repeated ECP use 1 1 1 1 ECPs: Recurrent ECP use is an indication that the woman requires further 
counseling about other contraceptive options. Frequently repeated ECP use 
might be harmful for women with conditions classified as 2, 3, or 4 for CHC or 
POC use.

Sexual assault 2 1 1 1 IUD: Women who have experienced sexual assault are at increased risk 
for STDs. According to CDC STD treatment guidelines, routine presumptive 
treatment of chlamydia, gonorrhea, and trichomonas is recommended after 
sexual assault (2). Women with current purulent cervicitis or chlamydial 
infection or gonococcal infection should not undergo IUD insertion (category 4).

Obesity (BMI ≥30 kg/m2) 1 2 2 2 ECPs: ECPs might be less effective among women with BMI ≥30 kg/m2 than 
among women with BMI <25 kg/m2. Despite this, no safety concerns exist.

CYP3A4 inducers (e.g., bosentan, carbamazepine, felbamate, 
griseofulvin, oxcarbazepine, phenytoin, rifampin, St. John’s 
wort, topiramate, efavirenz, and lumacaftor)

1 2 2 2 ECPs: Strong CYP3A4 inducers might reduce the effectiveness of ECPs.

Abbreviations: BMI = body mass index; CHC = combined hormonal contraceptive; COC = combined oral contraceptive; Cu-IUD = copper-containing intrauterine device; ECP = emergency 
contraceptive pill; IUD = intrauterine device; LNG = levonorgestrel; NA = not applicable; POC = progestin-only contraceptive; STD = sexually transmitted disease; UPA = ulipristal acetate.
* For conditions for which classification changed for one or more contraceptive methods or the condition description underwent a major modification, the changes or modifications are in bold italics.

2. Workowski KA, Bolan GA. Sexually transmitted diseases treatment 
guidelines, 2015. MMWR Recomm Rep 2015;64(No. RR-03).

3. Watson Pharmaceuticals. Ella [Prescribing information]. Morristown, NJ; 2010. 
https://www.accessdata.fda.gov/drugsatfda_docs/label/2010/022474s000lbl.pdf  
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Appendix B

Classifications for Intrauterine Devices

Classifications for intrauterine devices (IUDs) are for 
the copper-containing IUD and levonorgestrel-releasing 
IUD (containing a total of either 13.5 mg or 52 mg 
levonorgestrel) (Box B1) (Table B1). IUDs do not protect 
against sexually transmitted diseases (STDs), including human 
immunodeficiency virus (HIV), and women using these 
methods should be counseled that consistent and correct use of 
the male latex condom reduces the risk for transmission of HIV 
and other STDs. Use of female condoms can provide protection 
from transmission of STDs, although data are limited. 

BOX B1. Categories for classifying intrauterine devices

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  
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TABLE B1. Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-releasing 
intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Personal Characteristics and Reproductive History
Pregnancy 4 4 Clarification: The IUD is not indicated during pregnancy and should not be 

used because of the risk for serious pelvic infection and septic spontaneous 
abortion.

Age

a. Menarche to <20 years 2 2 Comment: Concern exists both about the risk for expulsion from nulliparity 
and for STDs from sexual behavior in younger age groups.

b. ≥20 years 1 1 —

Parity

a. Nulliparous 2 2 Evidence: Data conflict about whether IUD use is associated with infertility 
among nulliparous women, although well-conducted studies suggest no 
increased risk (1–9).

b. Parous 1 1 —

Postpartum (including cesarean 
delivery)

a. <10 minutes after delivery of the 
placenta

Clarification: Insertion of IUDs among postpartum women is safe and does 
not appear to increase health risks associated with IUD use such as infection. 
Higher rates of expulsion during the postpartum period should be considered 
as they relate to effectiveness, along with patient access to interval placement 
(i.e., not related to pregnancy) when expulsion rates are lower.

Clarification (breastfeeding): Breastfeeding provides important health 
benefits for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially breastfed, 
exclusively breastfed through 6 months of life, and continuing breastfeeding 
through at least 1 year of life as key public health goals (10).

Evidence: Studies suggest that immediate postplacental (<10 minutes) and 
early postpartum (10 minutes up until 72 hours) placement of Cu-IUDs and 
LNG-IUDs is associated with increased risk for expulsion compared with 
interval placement (i.e., not related to pregnancy). Early postpartum placement 
has similar or increased risk for expulsion compared with immediate 
postplacental placement. Although immediate postplacental placement at the 
time of cesarean delivery might have increased risk for expulsion compared 
with interval placement, risk appears lower than that for placement at the time 
of vaginal delivery. Evidence for infection, perforation, and removals for pain or 
bleeding are limited; however, these events are rare (11–62).

Evidence (breastfeeding): Two randomized controlled trials found 
conflicting results on breastfeeding outcomes when LNG-IUDs were initiated 
immediately postpartum compared with 6–8 weeks postpartum. Initiation 
of LNG-IUDs immediately postpartum had no other harmful effect on infant 
health, growth, or development (63,64). Breastfeeding women using IUDs do 
not have an increased risk for certain IUD-related adverse events including 
expulsion, infection, pain, or bleeding compared with nonbreastfeeding 
women. The risk for perforation is increased independently among 
breastfeeding women and among women ≤36 weeks postpartum, 
compared with non-postpartum women; however, the absolute risk for 
perforation remains low (11–62,65).

Comment (breastfeeding): Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding difficulties, certain 
medical conditions, or certain perinatal complications and those who 
deliver preterm. For these women, as for all women, discussions about 
contraception for breastfeeding women should include information about 
risks, benefits, and alternatives.

i. Breastfeeding 1 2

ii. Nonbreastfeeding 1 1

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

b. 10 minutes after delivery of the 
placenta to <4 weeks (breastfeeding 
or nonbreastfeeding)

2 2 Clarification: Insertion of IUDs among postpartum women is safe and does 
not appear to increase health risks associated with IUD use such as infection. 
Higher rates of expulsion during the postpartum period should be considered 
as they relate to effectiveness, along with patient access to interval placement 
(i.e., not related to pregnancy) when expulsion rates are lower.

Clarification (breastfeeding): Breastfeeding provides important health 
benefits for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially breastfed, 
exclusively breastfed through 6 months of life, and continuing breastfeeding 
through at least 1 year of life as key public health goals (10).

Evidence: Studies suggest that immediate postplacental (<10 minutes) and 
early postpartum (10 minutes up until 72 hours) placement of Cu-IUDs and 
LNG-IUDs is associated with increased risk for expulsion compared with 
interval placement (i.e., not related to pregnancy). Early postpartum placement 
has similar or increased risk for expulsion compared with immediate 
postplacental placement. Although immediate postplacental placement at the 
time of cesarean delivery might have increased risk for expulsion compared 
with interval placement, risk appears lower than that for placement at the time 
of vaginal delivery. Evidence for infection, perforation, and removals for pain or 
bleeding are limited; however, these events are rare (11–62).

Evidence (breastfeeding): Two randomized controlled trials found 
conflicting results on breastfeeding outcomes when LNG-IUDs were initiated 
immediately postpartum compared with 6–8 weeks postpartum. Initiation 
of LNG-IUDs immediately postpartum had no other harmful effect on infant 
health, growth, or development (63,64). Breastfeeding women using IUDs do 
not have an increased risk for certain IUD-related adverse events including 
expulsion, infection, pain, or bleeding compared with nonbreastfeeding 
women. The risk for perforation is increased independently among 
breastfeeding women and among women ≤36 weeks postpartum, 
compared with non-postpartum women; however, the absolute risk for 
perforation remains low (11–62,65).

Comment (breastfeeding): Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding difficulties, certain 
medical conditions, or certain perinatal complications and those who 
deliver preterm. For these women, as for all women, discussions about 
contraception for breastfeeding women should include information about 
risks, benefits, and alternatives.

c. ≥4 weeks (breastfeeding or 
nonbreastfeeding)

1 1 Clarification: Insertion of IUDs among postpartum women is safe and does 
not appear to increase health risks associated with IUD use such as infection. 
Higher rates of expulsion during the postpartum period should be considered 
as they relate to effectiveness, along with patient access to interval placement 
(i.e., not related to pregnancy) when expulsion rates are lower.

Clarification (breastfeeding): Breastfeeding provides important health 
benefits for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially breastfed, 
exclusively breastfed through 6 months of life, and continuing breastfeeding 
through at least 1 year of life as key public health goals (10).

Evidence (breastfeeding): Initiation of LNG-IUDs at 4 weeks postpartum 
or later demonstrated no detrimental effect on breastfeeding outcomes 
and no harmful effect on infant health, growth, or development (63,64). 
Breastfeeding women using IUDs do not have an increased risk for certain 
IUD-related adverse events including expulsion, infection, pain, or bleeding 
compared with nonbreastfeeding women. The risk for perforation is 
increased independently among breastfeeding women and among women 
≤36 weeks postpartum, compared with non-postpartum women; however, 
the absolute risk for perforation remains low (11–62,65).

Comment (breastfeeding): Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding difficulties, certain 
medical conditions, or certain perinatal complications and those who 
deliver preterm. For these women, as for all women, discussions about 
contraception for breastfeeding women should include information about 
risks, benefits, and alternatives.

d. Postpartum sepsis 4 4 Comment: Theoretical concern exists that postpartum insertion of an IUD 
in a women with recent chorioamnionitis or current endometritis might be 
associated with increased complications.

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Postabortion

a. First trimester 1 1 Clarification: IUDs can be inserted immediately after spontaneous or 
induced abortion.

Evidence: Risk for complications from immediate versus delayed insertion of 
an IUD after abortion did not differ. Expulsion was greater when an IUD was 
inserted after a second trimester abortion than when inserted after a first 
trimester abortion. Safety or expulsion for postabortion insertion of an LNG-
IUD did not differ from that of a Cu-IUD (66).

b. Second trimester 2 2

c. Immediate postseptic abortion 4 4 Comment: Insertion of an IUD might substantially worsen the condition.

Past ectopic pregnancy 1 1 Comment: The absolute risk for ectopic pregnancy is extremely low because 
of the high effectiveness of IUDs. However, when a woman becomes 
pregnant during IUD use, the relative likelihood of ectopic pregnancy 
increases substantially.

History of pelvic surgery 
(see Postpartum [Including Cesarean 
Delivery] section)

1 1 —

Smoking

a. Age <35 years 1 1 —

b. Age ≥35 years

i. <15 cigarettes per day 1 1 —

ii. ≥15 cigarettes per day 1 1 —

Obesity

a. BMI ≥30 kg/m2 1 1 —

b. Menarche to <18 years and BMI 
≥30 kg/m2

1 1 —

History of bariatric surgery 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. Restrictive procedures: decrease 
storage capacity of the stomach 
(vertical banded gastroplasty, 
laparoscopic adjustable gastric 
band, or laparoscopic sleeve 
gastrectomy)

1 1 —

b. Malabsorptive procedures: 
decrease absorption of nutrients 
and calories by shortening the 
functional length of the small 
intestine (Roux-en-Y gastric bypass 
or biliopancreatic diversion)

1 1 —

Cardiovascular Disease
Multiple risk factors for 
atherosclerotic cardiovascular 
disease (e.g., older age, smoking, 
diabetes, hypertension, low HDL, high 
LDL, or high triglyceride levels)

1 2 —

Hypertension 
Systolic blood pressure ≥160 mm Hg 
or diastolic blood pressure ≥100 mm 
Hg are associated with increased risk 
for adverse health events as a result 
of pregnancy (Box 2).

   

a. Adequately controlled 
hypertension

1 1 Clarification: For all categories of hypertension, classifications are based 
on the assumption that no other risk factors for cardiovascular disease 
exist. When multiple risk factors do exist, risk for cardiovascular disease 
might increase substantially. A single reading of blood pressure level is not 
sufficient to classify a woman as hypertensive.

b. Elevated blood pressure levels 
(properly taken measurements)

  Clarification: For all categories of hypertension, classifications are based 
on the assumption that no other risk factors for cardiovascular disease 
exist. When multiple risk factors do exist, risk for cardiovascular disease 
might increase substantially. A single reading of blood pressure level is not 
sufficient to classify a woman as hypertensive. 
Comment: Theoretical concern exists about the effect of LNG on lipids. Use 
of Cu-IUDs has no restrictions.

i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

1 1

ii. Systolic ≥160 mm Hg or diastolic 
≥100 mm Hg

1 2

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

c. Vascular disease 1 2 Clarification: For all categories of hypertension, classifications are based 
on the assumption that no other risk factors for cardiovascular disease 
exist. When multiple risk factors do exist, risk for cardiovascular disease 
might increase substantially. A single reading of blood pressure level is not 
sufficient to classify a woman as hypertensive.

Comment: Theoretical concern exists about the effect of LNG on lipids. Use 
of Cu-IUDs has no restrictions

History of high blood pressure during 
pregnancy (when current blood 
pressure is measurable and normal)

1 1 —

Deep venous thrombosis/
Pulmonary embolism

a. History of DVT/PE, not receiving 
anticoagulant therapy

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

1 2 —

• History of estrogen-associated 
DVT/PE
• Pregnancy-associated DVT/PE
• Idiopathic DVT/PE
• Known thrombophilia, 
including antiphospholipid 
syndrome
• Active cancer (metastatic, receiving 
therapy, or within 6 months after 
clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

1 2 —

b. Acute DVT/PE 2 2 Evidence: No direct evidence exists on the use of POCs among women with 
acute DVT/PE. Although findings on the risk for venous thrombosis with 
the use of POCs in otherwise healthy women are inconsistent, any small 
increased risk is substantially less than that with COCs (67–69).

c. DVT/PE and established 
anticoagulant therapy for at least 
3 months

  Evidence: No direct evidence exists on the use of POCs among women with 
acute DVT/PE. Although findings on the risk for venous thrombosis with 
the use of POCs in otherwise healthy women are inconsistent, any small 
increased risk is substantially less than that with COCs (67–69).

Evidence: Limited evidence indicates that insertion of the LNG-IUD does not 
pose major bleeding risks in women receiving chronic anticoagulant therapy 
(70–73).

Comment: The LNG-IUD might be a useful treatment for menorrhagia in 
women receiving long-term anticoagulation therapy.

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

2 2 —

• Known thrombophilia, 
including antiphospholipid 
syndrome
• Active cancer (metastatic, receiving 
therapy, or within 6 months after 
clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

2 2 —

d. Family history (first-degree 
relatives)

1 1 —

e. Major surgery

i. With prolonged immobilization 1 2 —

ii. Without prolonged 
immobilization

1 1 —

f. Minor surgery without 
immobilization

1 1

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Known thrombogenic mutations 
(e.g., factor V Leiden; prothrombin 
mutation; and protein S, protein C, and 
antithrombin deficiencies) 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 2 Clarification: Routine screening is not appropriate because of the rarity of 
the conditions and the high cost of screening.

Superficial venous disorders

a. Varicose veins 1 1 —

b. Superficial venous thrombosis 
(acute or history)

1 1 —

Current and history of ischemic 
heart disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 Initiation Continuation Comment: Theoretical concern exists about the effect of LNG on lipids. Use 
of Cu-IUDs has no restrictions.2 3

Stroke (history of cerebrovascular 
accident) 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 2 Comment: Theoretical concern exists about the effect of LNG on lipids. Use 
of Cu-IUDs has no restrictions.

Valvular heart disease 
Complicated valvular heart disease is 
a condition associated with increased 
risk for adverse health events as a 
result of pregnancy (Box 2).

Comment: According to the American Heart Association, administration of 
prophylactic antibiotics solely to prevent endocarditis is not recommended 
for patients who undergo genitourinary tract procedures, including insertion 
or removal of IUDs (74).

a. Uncomplicated 1 1

b. Complicated (pulmonary 
hypertension, risk for atrial 
fibrillation, or history of subacute 
bacterial endocarditis)

1 1

Peripartum cardiomyopathy 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

  Evidence: No direct evidence exists on the safety of IUDs among women 
with peripartum cardiomyopathy. Limited indirect evidence from 
noncomparative studies did not demonstrate any cases of arrhythmia or 
infective endocarditis in women with cardiac disease who used IUDs (75).

Comment: IUD insertion might induce cardiac arrhythmias in healthy 
women; women with peripartum cardiomyopathy have a high incidence of 
cardiac arrhythmias.

a. Normal or mildly impaired 
cardiac function (New York Heart 
Association Functional Class I or 
II: patients with no limitation of 
activities or patients with slight, 
mild limitation of activity) (76)

i. <6 months 2 2

ii. ≥6 months 2 2

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or IV: 
patients with marked limitation of 
activity or patients who should be at 
complete rest) (76)

2 2

Rheumatic Diseases
Systemic lupus erythematosus 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation

a. Positive (or unknown) 
antiphospholipid antibodies

1 1 3 Clarification: Persons with SLE are at increased risk for ischemic heart 
disease, stroke, and VTE. Categories assigned to such conditions in U.S. MEC 
should be the same for women with SLE who have these conditions. For all 
subconditions of SLE, classifications are based on the assumption that no 
other risk factors for cardiovascular disease are present; these classifications 
must be modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive methods, 
including hormonal contraceptives (73,77–94).

Evidence: Antiphospholipid antibodies are associated with a higher risk for 
both arterial and venous thrombosis (95,96)

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

b. Severe thrombocytopenia 3 2 2 Clarification: Persons with SLE are at increased risk for ischemic heart 
disease, stroke, and VTE. Categories assigned to such conditions in U.S. MEC 
should be the same for women with SLE who have these conditions. For all 
subconditions of SLE, classifications are based on the assumption that no 
other risk factors for cardiovascular disease are present; these classifications 
must be modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive methods, 
including hormonal contraceptives (73,77–94).

Clarification: Severe thrombocytopenia increases the risk for bleeding. The 
category should be assessed according to the severity of thrombocytopenia 
and its clinical manifestations. In women with very severe thrombocytopenia 
who are at risk for spontaneous bleeding, consultation with a specialist and 
certain pretreatments might be warranted.  

Evidence: The LNG-IUD might be a useful treatment for menorrhagia in 
women with severe thrombocytopenia (73).

c. Immunosuppressive therapy 2 1 2 Clarification: Persons with SLE are at increased risk for ischemic heart 
disease, stroke, and VTE. Categories assigned to such conditions in U.S. MEC 
should be the same for women with SLE who have these conditions. For all 
subconditions of SLE, classifications are based on the assumption that no 
other risk factors for cardiovascular disease are present; these classifications 
must be modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive methods, 
including hormonal contraceptives (73,77–94).

d. None of the above 1 1 2 Clarification: Persons with SLE are at increased risk for ischemic heart 
disease, stroke, and VTE. Categories assigned to such conditions in U.S. MEC 
should be the same for women with SLE who have these conditions. For all 
subconditions of SLE, classifications are based on the assumption that no 
other risk factors for cardiovascular disease are present; these classifications 
must be modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive methods, 
including hormonal contraceptives (73,77–94).

Rheumatoid arthritis Initiation Continuation Initiation Continuation  

a. Receiving immunosuppressive 
therapy

2 1 2 1 —

b. Not receiving immunosuppressive 
therapy

1 1 —

Neurologic Conditions
Headaches

a. Nonmigraine (mild or severe) 1 1 —

b. Migraine

i. Without aura (This category 
of migraine includes menstrual 
migraine.)

1 1 Evidence: No studies directly examined the risk for stroke among women 
with migraine using LNG-IUDs (97). Limited evidence demonstrated that 
women using LNG-IUDs do not have an increased risk for ischemic stroke 
compared with women not using hormonal contraceptives (98). 

Comment: Menstrual migraine is a subtype of migraine without aura. For 
more information see The International Headache Society Classification, 3rd 
edition (http://www.ihs-classification.org/_downloads/mixed/International-
Headache-Classification-III-ICHD-III-2013-Beta.pdf ).

ii. With aura 1 1

Epilepsy 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 —

Multiple sclerosis

a. With prolonged immobility 1 1 —

b. Without prolonged immobility 1 1 —

Depressive Disorders
Depressive disorders 1 1 Clarification: If a woman is receiving psychotropic medications or St. John’s 

wort, see Drug Interactions section.

Evidence: The frequency of psychiatric hospitalizations for women with 
bipolar disorder or depression did not significantly differ among women 
using DMPA, LNG-IUD, Cu-IUD, or sterilization (99).

See table footnotes on page 30.



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 25US Department of Health and Human Services/Centers for Disease Control and Prevention

TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Reproductive Tract Infections and Disorders
Vaginal bleeding patterns Initiation Continuation

a. Irregular pattern without heavy 
bleeding

1 1 1 —

b. Heavy or prolonged bleeding 
(includes regular and irregular 
patterns)

2 1 2 Clarification: Unusually heavy bleeding should raise suspicion of a serious 
underlying condition.

Evidence: Evidence from studies examining the treatment effects of the 
LNG-IUD among women with heavy or prolonged bleeding reported no 
increase in adverse effects and found the LNG-IUD to be beneficial in treating 
menorrhagia (100–107).

Unexplained vaginal bleeding 
(suspicious for serious condition) 
before evaluation

Initiation 
4

Continuation 
2

Initiation 
4

Continuation 
2

Clarification: If pregnancy or an underlying pathological condition (e.g., pelvic 
malignancy) is suspected, it must be evaluated and the category adjusted after 
evaluation. The IUD does not need to be removed before evaluation.

Endometriosis 2 1 Evidence: LNG-IUD use among women with endometriosis decreased 
dysmenorrhea, pelvic pain, and dyspareunia (108–112).

Benign ovarian tumors (including cysts) 1 1 —

Severe dysmenorrhea 2 1 Comment: Dysmenorrhea might intensify with Cu-IUD use. LNG-IUD use has 
been associated with reduction of dysmenorrhea.

Gestational trophoblastic disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. Suspected gestational 
trophoblastic disease (immediate 
postevacuation)

Clarification: For all subconditions of gestational trophoblastic disease, 
classifications are based on the assumption that women are under close 
medical supervision because of the need for monitoring of β-hCG levels for 
appropriate disease surveillance.

Evidence: Limited evidence suggests that women using an IUD after uterine 
evacuation for a molar pregnancy are not at greater risk for postmolar 
trophoblastic disease than are women using other methods of contraception (113).

Comment: The risk for expulsion immediately postevacuation for gestational 
trophoblastic disease is unknown. Expulsion is greater after IUD insertion 
immediately postevacuation for a spontaneous or induced abortion in the 
second trimester compared with IUD insertion after a first trimester abortion.

i. Uterine size first trimester 1 1

ii. Uterine size second trimester 2 2

b. Confirmed gestational 
trophoblastic disease (after initial 
evacuation and during monitoring)

Initiation Continuation Initiation Continuation  

i. Undetectable/nonpregnant 
β-hCG levels

1 1 1 1 Clarification: For all subconditions of gestational trophoblastic disease, 
classifications are based on the assumption that women are under close 
medical supervision because of the need for monitoring of β-hCG levels for 
appropriate disease surveillance.

Evidence: Limited evidence suggests that women using an IUD after uterine 
evacuation for a molar pregnancy are not at greater risk for postmolar 
trophoblastic disease than are women using other methods of contraception (113).

Comment: Once β-hCG levels have decreased to nonpregnant levels, the risk 
for disease progression is likely to be very low.

ii. Decreasing β-hCG levels 2 1 2 1 Clarification: For all subconditions of gestational trophoblastic disease, 
classifications are based on the assumption that women are under close 
medical supervision because of the need for monitoring of β-hCG levels for 
appropriate disease surveillance.

Clarification: For women at higher risk for disease progression, the benefits 
of effective contraception must be weighed against the potential need for 
early IUD removal.

Evidence: Limited evidence suggests that women using an IUD after uterine 
evacuation for a molar pregnancy are not at greater risk for postmolar 
trophoblastic disease than are women using other methods of contraception (113).

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

iii. Persistently elevated β-hCG 
levels or malignant disease, 
with no evidence or suspicion of 
intrauterine disease

2 1 2 1 Clarification: For all subconditions of gestational trophoblastic disease, 
classifications are based on the assumption that women are under close 
medical supervision because of the need for monitoring of β-hCG levels for 
appropriate disease surveillance.

Evidence: Limited evidence suggests that women using an IUD after uterine 
evacuation for a molar pregnancy are not at greater risk for postmolar 
trophoblastic disease than are women using other methods of contraception (113).

iv. Persistently elevated β-hCG 
levels or malignant disease, 
with evidence or suspicion of 
intrauterine disease

4 2 4 2 Clarification: For all subconditions of gestational trophoblastic disease, 
classifications are based on the assumption that women are under close 
medical supervision because of the need for monitoring of β-hCG levels for 
appropriate disease surveillance.

Evidence: Limited evidence suggests that women using an IUD after uterine 
evacuation for a molar pregnancy are not at greater risk for postmolar 
trophoblastic disease than are women using other methods of contraception 
(113).

Comment: For women with suspected or confirmed intrauterine disease, 
an IUD should not be inserted because of theoretical risk for perforation, 
infection, and hemorrhage. For women who already have an IUD in place, 
individual circumstance along with the benefits of effective contraception 
must be weighed against theoretical risks of either removal or continuation 
of the IUD.

Cervical ectropion 1 1 —

Cervical intraepithelial neoplasia 1 2 Comment: Theoretical concern exists that LNG-IUDs might enhance 
progression of cervical intraepithelial neoplasia.

Cervical cancer (awaiting treatment) Initiation Continuation Initiation Continuation Comment: Concern exists about the increased risk for infection and bleeding 
at insertion. The IUD most likely will need to be removed at the time of 
treatment but until then, the woman is at risk for pregnancy.

4 2 4 2

Breast disease 
Breast cancer is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. Undiagnosed mass 1 2 —

b. Benign breast disease 1 1 —

c. Family history of cancer 1 1 —

d. Breast cancer Comment: Breast cancer is a hormonally sensitive tumor. Concerns about 
progression of the disease might be less with LNG-IUDs than with COCs or 
higher-dose POCs.

i. Current 1 4

ii. Past and no evidence of current 
disease for 5 years

1 3

Endometrial hyperplasia 1 1 Evidence: Among women with endometrial hyperplasia, no adverse health 
events occurred with LNG-IUD use; most women experienced disease 
regression (114).

Endometrial cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation Comment: Concern exists about the increased risk for infection, perforation, 
and bleeding at insertion. The IUD most likely will need to be removed at the 
time of treatment, but until then, the woman is at risk for pregnancy.

4 2 4 2

Ovarian cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 Comment: Women with ovarian cancer who undergo fertility-sparing 
treatment and need contraception may use an IUD.

Uterine fibroids 2 2 Evidence: Among women with uterine fibroids using an LNG-IUD, most 
experienced improvements in serum levels of hemoglobin, hematocrit, 
and ferritin and in menstrual blood loss (115). Rates of LNG-IUD expulsion 
were higher in women with uterine fibroids (11%) than in women without 
fibroids (0%–3%); these findings were either not statistically significant or 
significance testing was not conducted (115). Rates of expulsion found in 
noncomparative studies ranged from 0%–20% (115).

Comment: Women with heavy or prolonged bleeding should be assigned 
the category for that condition.

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Anatomical abnormalities

a. Distorted uterine cavity (any 
congenital or acquired uterine 
abnormality distorting the 
uterine cavity in a manner that is 
incompatible with IUD insertion)

4 4 Comment: An anatomical abnormality that distorts the uterine cavity might 
preclude proper IUD placement.

b. Other abnormalities (including 
cervical stenosis or cervical 
lacerations) not distorting the 
uterine cavity or interfering with 
IUD insertion

2 2 —

Pelvic inflammatory disease Initiation Continuation Initiation Continuation

a. Past PID     Comment: IUDs do not protect against STDs, including HIV, or PID. In women 
at low risk for STDs, IUD insertion poses little risk for PID. i. With subsequent pregnancy 1 1 1 1

ii. Without subsequent pregnancy 2 2 2 2

b. Current PID 4 2 4 2 Clarification (continuation): Treat the PID using appropriate antibiotics. The 
IUD usually does not need to be removed if the woman wants to continue 
using it. Continued use of an IUD depends on the woman’s informed choice 
and her current risk factors for STDs and PID.

Evidence: Among IUD users treated for PID, clinical course did not differ 
regardless of whether the IUD was removed or left in place (116).

Sexually transmitted diseases Initiation Continuation Initiation Continuation

a. Current purulent cervicitis or 
chlamydial infection or gonococcal 
infection

4 2 4 2 Clarification (continuation): Treat the STD using appropriate antibiotics. The 
IUD usually does not need to be removed if the woman wants to continue 
using it. Continued use of an IUD depends on the woman’s informed choice 
and her current risk factors for STDs and PID.

Evidence: Among women who had an IUD inserted, the absolute risk for 
subsequent PID was low among women with STD at the time of insertion but 
greater than among women with no STD at the time of IUD insertion (117–123).

b. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

2 2 2 2 —

c. Other factors related to STDs 2 2 2 2 Clarification (initiation): Most women do not require additional STD 
screening at the time of IUD insertion. If a woman with risk factors for STDs 
has not been screened for gonorrhea and chlamydia according to CDC STD 
treatment guidelines (124), screening may be performed at the time of IUD 
insertion and insertion should not be delayed.

Evidence: Women who undergo same-day STD screening and IUD insertion 
have low incidence rates of PID. Algorithms for predicting PID among 
women with risk factors for STDs have poor predictive value. Risk for PID 
among women with risk factors for STDs is low (125).

HIV
High risk for HIV Initiation Continuation Initiation Continuation Evidence: Among women at risk for HIV, Cu-IUD use did not increase risk for 

HIV acquisition (126–136).
2 2 2 2

HIV infection 
For women with HIV infection 
who are not clinically well or not 
receiving ARV therapy, this condition 
is associated with increased risk for 
adverse health events as a result of 
pregnancy (Box 2).

Evidence: Among IUD users, limited evidence shows a low risk for PID among 
HIV-infected women using IUDs and no higher risk for pelvic infectious 
complications in HIV-infected than in HIV-noninfected women or among 
women with varying degrees of HIV severity. IUD use did not adversely affect 
progression of HIV during 6–45 months of follow-up or when compared with 
hormonal contraceptive use among HIV-infected women. Furthermore, IUD 
use among HIV-infected women was not associated with increased risk for 
transmission to sex partners or with increased genital viral shedding (137).a. Clinically well receiving ARV 

therapy
1 1 1 1

b. Not clinically well or not receiving 
ARV therapy

2 1 2 1

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Other Infections
Schistosomiasis 
Schistosomiasis with fibrosis of the 
liver is associated with increased risk 
for adverse health events as a result 
of pregnancy (Box 2).

   

a. Uncomplicated 1 1 —

b. Fibrosis of the liver (if severe, see 
Cirrhosis section)

1 1 —

Tuberculosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation

a. Nonpelvic 1 1 1 1 —

b. Pelvic 4 3 4 3 Comment: Insertion of an IUD might substantially worsen the condition.

Malaria 1 1 —

Endocrine Conditions
Diabetes 
Insulin-dependent diabetes; diabetes 
with nephropathy, retinopathy, or 
neuropathy; diabetes with other 
vascular disease; or diabetes of 
>20 years’ duration are associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. History of gestational disease 1 1 —

b. Nonvascular disease   Evidence: Limited evidence on the use of the LNG-IUD among women with 
insulin-dependent or non–insulin-dependent diabetes suggests that these 
methods have little effect on short-term or long-term diabetes control (e.g., 
glycosylated hemoglobin levels), hemostatic markers, or lipid profile (138,139).

i. Non-insulin dependent 1 2

ii. Insulin dependent 1 2

c. Nephropathy, retinopathy, or 
neuropathy

1 2 —

d. Other vascular disease or diabetes 
of >20 years’ duration

1 2 —

Thyroid disorders

a. Simple goiter 1 1 —

b. Hyperthyroid 1 1 —

c. Hypothyroid 1 1 —

Gastrointestinal Conditions
Inflammatory bowel disease 
(ulcerative colitis or Crohn’s disease)

1 1 Evidence: Although two case reports described three women with IBD 
who experienced exacerbation of disease 5 days–25 months after LNG-IUD 
insertion, no comparative studies have examined the safety of IUD use 
among women with IBD (140).

Gallbladder disease

a. Symptomatic

i. Treated by cholecystectomy 1 2 —

ii. Medically treated 1 2 —

iii. Current 1 2 —

b. Asymptomatic 1 2 —

History of cholestasis

a. Pregnancy related 1 1 —

b. Past COC related 1 2 Comment: Concern exists that history of COC related cholestasis might 
predict subsequent cholestasis with LNG use. Whether risk exists with use of 
LNG-IUD is unclear.

Viral hepatitis

a. Acute or flare 1 1 —

b. Carrier 1 1 —

c. Chronic 1 1 —

Cirrhosis 
Severe cirrhosis is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. Mild (compensated) 1 1 —

b. Severe (decompensated) 1 3 —

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

Liver tumors 
Hepatocellular adenoma and 
malignant liver tumors are associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

   

a. Benign

i. Focal nodular hyperplasia 1 2 —

ii. Hepatocellular adenoma 1 3 Comment: No evidence is available about hormonal contraceptive use 
in women with hepatocellular adenoma. COC use in healthy women is 
associated with development and growth of hepatocellular adenoma; 
whether other hormonal contraceptives have similar effects is not known.

b. Malignant (hepatoma) 1 3 —

Respiratory Conditions
Cystic fibrosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 Clarification: Persons with cystic fibrosis are at increased risk for diabetes, 
liver disease, gallbladder disease, and VTE (particularly related to use of 
central venous catheters) and are frequently prescribed antibiotics. Categories 
assigned to such conditions in U.S. MEC should be the same for women with 
cystic fibrosis who have these conditions. For cystic fibrosis, classifications 
are based on the assumption that no other conditions are present; these 
classifications must be modified in the presence of such conditions.

Anemias
Thalassemia 2 1 Comment: Concern exists about an increased risk for blood loss with Cu-IUDs.

Sickle cell disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

2 1 Comment: Concern exists about an increased risk for blood loss with Cu-IUDs.

Iron deficiency anemia 2 1 Comment: Concern exists about an increased risk for blood loss with Cu-IUDs.

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation Evidence: No comparative studies have examined IUD use among transplant 
patients. Four case reports of transplant patients using IUDs provided 
inconsistent results, including beneficial effects and contraceptive failures (141).

a. Complicated: graft failure (acute 
or chronic), rejection, or cardiac 
allograft vasculopathy

3 2 3 2

b. Uncomplicated 2 2 2 2

Drug Interactions
Antiretroviral therapy Initiation Continuation Initiation Continuation Clarification: No known interaction exists between ARV therapy and IUD 

use. However, IUD insertion is classified as category 2 if the woman is not 
clinically well or not receiving ARV therapy. Otherwise, both insertion and 
continuation are classified as category 1 (see HIV Infection section).

a. Nucleoside reverse transcriptase 
inhibitors (NRTIs)

i. Abacavir (ABC) 1/2 1 1/2 1 —

ii. Tenofovir (TDF) 1/2 1 1/2 1 —

iii. Zidovudine (AZT) 1/2 1 1/2 1 —

iv. Lamivudine (3TC) 1/2 1 1/2 1 —

v. Didanosine (DDI) 1/2 1 1/2 1 —

vi. Emtricitabine (FTC) 1/2 1 1/2 1 —

vii. Stavudine (D4T) 1/2 1 1/2 1 —

b. Nonnucleoside reverse 
transcriptase inhibitors (NNRTIs)

i. Efavirenz (EFV) 1/2 1 1/2 1 —

ii. Etravirine (ETR) 1/2 1 1/2 1 —

iii. Nevirapine (NVP) 1/2 1 1/2 1 —

iv. Rilpivirine (RPV) 1/2 1 1/2 1 —

c. Ritonavir-boosted protease 
inhibitors

i. Ritonavir-boosted atazanavir (ATV/r) 1/2 1 1/2 1 —

ii. Ritonavir-boosted darunavir (DRV/r) 1/2 1 1/2 1 —

See table footnotes on page 30.
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TABLE B1. (Continued) Classifications for intrauterine devices, including the copper-containing intrauterine device and levonorgestrel-
releasing intrauterine device

Condition

Category

Clarifications/Evidence/CommentsCu-IUD LNG-IUD

iii. Ritonavir-boosted 
fosamprenavir (FPV/r)

1/2 1 1/2 1 —

iv. Ritonavir-boosted lopinavir (LPV/r) 1/2 1 1/2 1 —

v. Ritonavir-boosted saquinavir (SQV/r) 1/2 1 1/2 1 —

vi. Ritonavir-boosted tipranavir (TPV/r) 1/2 1 1/2 1 —

d. Protease inhibitors without 
ritonavir

i. Atazanavir (ATV) 1/2 1 1/2 1 —

ii. Fosamprenavir (FPV) 1/2 1 1/2 1 —

iii. Indinavir (IDV) 1/2 1 1/2 1 —

iv. Nelfinavir (NFV) 1/2 1 1/2 1 —

e. CCR5 co-receptor antagonists

i. Maraviroc (MVC) 1/2 1 1/2 1 —

f. HIV integrase strand transfer 
inhibitors

i. Raltegravir (RAL) 1/2 1 1/2 1 —

ii. Dolutegravir (DTG) 1/2 1 1/2 1 —

iii. Elvitegravir (EVG) 1/2 1 1/2 1 —

g. Fusion inhibitors

i. Enfuvirtide 1/2 1 1/2 1 —

Anticonvulsant therapy

a. Certain anticonvulsants 
(phenytoin, carbamazepine, 
barbiturates, primidone, topiramate, 
and oxcarbazepine)

1 1 Evidence: Limited evidence suggests use of certain anticonvulsants does not 
interfere with the contraceptive effectiveness of the LNG-IUD (142).

b. Lamotrigine 1 1 Evidence: No drug interactions have been reported among women with epilepsy 
who are receiving lamotrigine and using the LNG-IUD (143).

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 —

b. Antifungals 1 1 —

c. Antiparasitics 1 1 —

d. Rifampin or rifabutin therapy 1 1 Evidence: One cross-sectional survey found that rifabutin had no impact on 
the effectiveness of the LNG-IUD (142).

Psychotropic medications Comment: For many common psychotropic agents, limited or no theoretical 
concern exists for clinically significant drug interactions when co-administered 
with hormonal contraceptives. However, either no or very limited data exist 
examining potential interactions for these classes of medications.

a. SSRIs 1 1 —

St. John’s wort 1 1 —

Abbreviations: ARV = antiretroviral; BMI = body mass index; COC = combined oral contraceptive; Cu-IUD = copper-containing IUD; DVT = deep venous thrombosis; hCG = human chorionic 
gonadotropin; HDL  =  high-density lipoprotein; HIV  =  human immunodeficiency virus; IBD  =  inflammatory bowel disease; IUD  =  intrauterine device; LDL  =  low-density lipoprotein; 
LNG = levonorgestrel; LNG-IUD = levonorgestrel-releasing IUD; PE = pulmonary embolism; PID = pelvic inflammatory disease; POC = progestin-only contraceptive; SLE = systemic lupus 
erythematosus; SSRI = selective serotonin reuptake inhibitor; STD = sexually transmitted disease; VTE = venous thromboembolism.  
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Appendix C

Classifications for Progestin-Only Contraceptives

Classifications for progestin-only contraceptives 
(POCs) include those for progestin-only implants, depot 
medroxyprogesterone acetate (DMPA; 150 mg intramuscularly 
or 104 mg subcutaneously), and progestin-only pills (POPs) (Box 
C1) (Table C1). POCs do not protect against sexually transmitted 
diseases (STDs), including human immunodeficiency virus 
(HIV), and women using these methods should be counseled 
that consistent and correct use of the male latex condom reduces 
the risk for transmission of HIV and other STDs. Use of female 
condoms can provide protection from transmission of STDs, 
although data are limited.

BOX C1. Categories for classifying progestin-only contraceptives

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  

TABLE C1. Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Personal Characteristics and Reproductive History
Pregnancy NA NA NA Clarification: Use of POCs is not required. No known harm to the 

woman, the course of her pregnancy, or the fetus occurs if POCs 
are inadvertently used during pregnancy. However, the relation 
between DMPA use during pregnancy and its effects on the fetus 
remains unclear.

Age Evidence: Most studies have found that women lose BMD 
during DMPA use but recover BMD after discontinuation. 
Limited evidence shows a weak association with fracture. 
However, one large study suggests that women who choose 
DMPA might be at higher risk for fracture before initiation 
(1). It is unclear whether adult women with long durations of 
DMPA use can regain BMD to baseline levels before entering 
menopause and whether adolescents can reach peak bone 
mass after discontinuation of DMPA. The relationship between 
these changes in BMD during the reproductive years and future 
fracture risk is unknown. Studies generally find no effect of 
POCs other than DMPA on BMD (1–48).

a. Menarche to <18 years 1 2 1

b. 18–45 years 1 1 1

c. >45 years 1 2 1

Parity

a. Nulliparous 1 1 1 —

b. Parous 1 1 1 —

Breastfeeding

a. <21 days postpartum 2 2 2 Clarification: Breastfeeding provides important health benefits 
for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially 
breastfed, exclusively breastfed through 6 months of life, and 
continuing breastfeeding through at least 1 year of life as key public 
health goals (49).

Evidence: Two small, randomized controlled trials found no 
adverse impact on breastfeeding with initiation of etonogestrel 
implants within 48 hours postpartum. Other studies found 
that initiation of POPs, injectables, and implants at ≤6 
weeks postpartum compared with nonhormonal use had 
no detrimental effect on breastfeeding outcomes or infant 
health, growth, and development in the first year postpartum. 
In general, these studies are of poor quality, lack standard 
definitions of breastfeeding or outcome measures, and have not 
included premature or ill infants (50,51).

Comment: Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding 
difficulties, certain medical conditions, and certain perinatal 
complications and those who deliver preterm. For these 
women, as for all women, discussions about contraception for 
breastfeeding women should include information about risks, 
benefits, and alternatives.

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

b. 21 to <30 days postpartum Clarification: Breastfeeding provides important health benefits 
for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially 
breastfed, exclusively breastfed through 6 months of life, and 
continuing breastfeeding through at least 1 year of life as key public 
health goals (49).

Evidence: Two small, randomized controlled trials found no 
adverse impact on breastfeeding with initiation of etonogestrel 
implants within 48 hours postpartum. Other studies found 
that initiation of POPs, injectables, and implants at ≤6 
weeks postpartum compared with nonhormonal use had 
no detrimental effect on breastfeeding outcomes or infant 
health, growth, and development in the first year postpartum. 
In general, these studies are of poor quality, lack standard 
definitions of breastfeeding or outcome measures, and have not 
included premature or ill infants (50,51). 

Comment: Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding 
difficulties, certain medical conditions, and certain perinatal 
complications and those who deliver preterm. For these 
women, as for all women, discussions about contraception for 
breastfeeding women should include information about risks, 
benefits, and alternatives.  

i. With other risk factors for VTE 
(e.g., age ≥35 years, previous 
VTE, thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

2 2 2

ii. Without other risk factors for VTE 2 2 2

c. 30–42 days postpartum Clarification: Breastfeeding provides important health benefits 
for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially 
breastfed, exclusively breastfed through 6 months of life, and 
continuing breastfeeding through at least 1 year of life as key public 
health goals (49).

Evidence: Two small, randomized controlled trials found no 
adverse impact on breastfeeding with initiation of etonogestrel 
implants within 48 hours postpartum. Other studies found 
that initiation of POPs, injectables, and implants at ≤6 
weeks postpartum compared with nonhormonal use had 
no detrimental effect on breastfeeding outcomes or infant 
health, growth, and development in the first year postpartum. 
In general, these studies are of poor quality, lack standard 
definitions of breastfeeding or outcome measures, and have not 
included premature or ill infants (50,51).

Comment: Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding 
difficulties, certain medical conditions, and certain perinatal 
complications and those who deliver preterm. For these 
women, as for all women, discussions about contraception for 
breastfeeding women should include information about risks, 
benefits, and alternatives.

i. With other risk factors for VTE 
(e.g., age ≥35 years, previous 
VTE, thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

1 1 1

ii. Without other risk factors for VTE 1 1 1

d. >42 days postpartum 1 1 1 Clarification: Breastfeeding provides important health benefits 
for mother and infant. The U.S. Department of Health and Human 
Services recommends increasing the proportion of infants initially 
breastfed, exclusively breastfed through 6 months of life, and 
continuing breastfeeding through at least 1 year of life as key public 
health goals (49).

Evidence: Overall, studies found that initiation of POPs, 
injectables, and implants at >6 weeks postpartum compared 
with nonhormonal use had no detrimental effect on 
breastfeeding outcomes or infant health, growth, and 
development in the first year postpartum. In general, these 
studies are of poor quality, lack standard definitions of 
breastfeeding or outcome measures, and have not included 
premature or ill infants (51).

Comment: Certain women might be at risk for breastfeeding 
difficulties, such as women with previous breastfeeding 
difficulties, certain medical conditions, and certain perinatal 
complications and those who deliver preterm. For these 
women, as for all women, discussions about contraception for 
breastfeeding women should include information about risks, 
benefits, and alternatives.

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Postpartum (nonbreastfeeding 
women)

a. <21 days postpartum 1 1 1 —

b. 21–42 days postpartum

i. With other risk factors for VTE 
(e.g., age ≥35 years, previous 
VTE, thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/
m2, postpartum hemorrhage, 
postcesarean delivery, 
preeclampsia, or smoking)

1 1 1 —

ii. Without other risk factors for VTE 1 1 1 —

c. >42 days postpartum 1 1 1 —

Postabortion

a. First trimester 1 1 1 Clarification: POCs may be started immediately postabortion.

Evidence: Limited evidence suggests that no adverse side effects 
occur when implants (Norplant) or progestin-only injectables 
(NET-EN) are initiated after first trimester abortion (52–55).

b. Second trimester 1 1 1 Clarification: POCs may be started immediately postabortion.

c. Immediate postseptic abortion 1 1 1 Clarification: POCs may be started immediately postabortion.

Past ectopic pregnancy 1 1 2 Comment: POP users have a higher absolute rate of ectopic 
pregnancy than do users of other POCs but still lower than 
women using no method.

History of pelvic surgery 1 1 1 —

Smoking

a. Age <35 years 1 1 1 —

b. Age ≥35 years

i. <15 cigarettes per day 1 1 1 —

ii. ≥15 cigarettes per day 1 1 1 —

Obesity —

a. BMI ≥30 kg/m2 1 1 1 —

b. Menarche to <18 years and BMI 
≥30 kg/m2

1 2 1 Evidence: Among adult women, generally no association has 
been found between baseline weight and weight gain among 
DMPA users compared with nonusers. Evidence is mixed for 
adolescent DMPA users, with some studies observing greater 
weight gain among obese compared with normal weight 
users but other studies showing no association; methodologic 
differences across studies might account for the differences 
in findings. Data on other POC methods and other adverse 
outcomes including weight gain are limited (56–73).

History of bariatric surgery 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease 
storage capacity of the stomach 
(vertical banded gastroplasty, 
laparoscopic adjustable gastric band, 
or laparoscopic sleeve gastrectomy)

1 1 1 Evidence: Limited evidence demonstrated no substantial 
decrease in effectiveness of oral contraceptives among women 
who underwent laparoscopic placement of an adjustable 
gastric band (74).

b. Malabsorptive procedures: 
decrease absorption of nutrients 
and calories by shortening the 
functional length of the small 
intestine (Roux-en-Y gastric bypass 
or biliopancreatic diversion)

1 1 3 Evidence: Limited evidence demonstrated no substantial 
decrease in effectiveness of oral contraceptives among women 
who underwent a biliopancreatic diversion; however, evidence 
from pharmacokinetic studies suggested conflicting results 
regarding oral contraceptive effectiveness among women who 
underwent a jejunoileal bypass (74).

Comment: Bariatric surgical procedures involving a 
malabsorptive component have the potential to decrease 
oral contraceptive effectiveness, perhaps further decreased 
by postoperative complications such as long-term diarrhea, 
vomiting, or both.

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Cardiovascular Disease
Multiple risk factors for 
atherosclerotic cardiovascular 
disease (e.g., older age, smoking, 
diabetes, hypertension, low HDL, high 
LDL, or high triglyceride levels)

2 3 2 Clarification: When multiple major risk factors exist, risk for 
cardiovascular disease might increase substantially. Certain POCs 
might increase the risk for thrombosis, although this increase 
is substantially less than with COCs. The effects of DMPA might 
persist for some time after discontinuation.

Clarification: The recommendations apply to known preexisting 
medical conditions or characteristics. Few if any screening tests 
are needed before initiation of contraception. See the U.S. Selected 
Practice Recommendations for Contraceptive Use (http://www.cdc.
gov/reproductivehealth/unintendedpregnancy/usspr.htm).

Hypertension 
Systolic blood pressure ≥160 mm Hg 
or diastolic blood pressure ≥100 mm 
Hg are associated with increased risk 
for adverse health events as a result of 
pregnancy (Box 2).

a. Adequately controlled 
hypertension

1 2 1 Clarification: For all categories of hypertension, classifications 
are based on the assumption that no other risk factors exist for 
cardiovascular disease. When multiple risk factors do exist, risk 
for cardiovascular disease might increase substantially. A single 
reading of blood pressure level is not sufficient to classify a 
woman as hypertensive.

Clarification: Women adequately treated for hypertension are 
at lower risk for acute myocardial infarction and stroke than 
are untreated women. Although no data exist, POC users with 
adequately controlled and monitored hypertension should be 
at lower risk for acute myocardial infarction and stroke than are 
untreated hypertensive POC users.

b. Elevated blood pressure levels 
(properly taken measurements)

Clarification: For all categories of hypertension, classifications 
are based on the assumption that no other risk factors exist for 
cardiovascular disease. When multiple risk factors do exist, risk 
for cardiovascular disease might increase substantially. A single 
reading of blood pressure level is not sufficient to classify a 
woman as hypertensive. 

Evidence: Limited evidence suggests that among women 
with hypertension, those who used POPs or progestin-only 
injectables had a small increased risk for cardiovascular events 
compared with women who did not use these methods (75).

i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

1 2 1

ii. Systolic ≥160 mm Hg or diastolic 
≥100 mm Hg

2 3 2

c. Vascular disease 2 3 2 Clarification: For all categories of hypertension, classifications 
are based on the assumption that no other risk factors exist for 
cardiovascular disease. When multiple risk factors do exist, risk 
for cardiovascular disease might increase substantially. A single 
reading of blood pressure level is not sufficient to classify a 
woman as hypertensive.

Comment: Concern exists about hypoestrogenic effects 
and reduced HDL levels, particularly among users of DMPA. 
However, little concern exists about these effects with regard 
to POPs. The effects of DMPA might persist for some time 
after discontinuation.

History of high blood pressure 
during pregnancy (when current 
blood pressure is measurable 
and normal)

1 1 1 —

Deep venous thrombosis/Pulmonary 
embolism

a. History of DVT/PE, not receiving 
anticoagulant therapy

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

2 2 2 —

• History of estrogen-associated 
DVT/PE
• Pregnancy-associated DVT/PE
• Idiopathic DVT/PE
• Known thrombophilia, including 
antiphospholipid syndrome
• Active cancer (metastatic, receiving 
therapy, or within 6 months after 
clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

2 2 2 —

b. Acute DVT/PE 2 2 2 Evidence: No direct evidence exists on use of POCs among 
women with acute DVT/PE. Although findings on the risk for 
venous thrombosis with use of POCs in otherwise healthy 
women is inconsistent, any small increased risk is substantially 
less than that with COCs (75–77).

c. DVT/PE and established 
anticoagulant therapy for at 
least 3 months

Evidence: No direct evidence exists on use of POCs among 
women with DVT/PE receiving anticoagulant therapy. Although 
findings on the risk for venous thrombosis with use of POCs is 
inconsistent in otherwise healthy women, any small increased 
risk is substantially less than that with COCs (75–77). 

Limited evidence indicates that intramuscular injections of 
DMPA in women receiving chronic anticoagulation therapy does 
not pose a significant risk for hematoma at the injection site or 
increase the risk for heavy or irregular vaginal bleeding (78).

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

2 2 2

• Known thrombophilia, including 
antiphospholipid syndrome
• Active cancer (metastatic, receiving 
therapy, or within 6 months after 
clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

2 2 2

d. Family history (first-degree 
relatives)

1 1 1 —

e. Major surgery

i. With prolonged immobilization 2 2 2 —

ii. Without prolonged 
immobilization

1 1 1 —

f. Minor surgery without 
immobilization

1 1 1 —

Known thrombogenic mutations 
(e.g., factor V Leiden; prothrombin 
mutation; and protein S, protein C, 
and antithrombin deficiencies) 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

2 2 2 Clarification: Routine screening is not appropriate because of 
the rarity of the conditions and the high cost of screening.

Superficial venous disorders

a. Varicose veins 1 1 1 —

b. Superficial venous thrombosis 
(acute or history)

1 1 1 —

Current and history of ischemic 
heart disease
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation Comment: Concern exists about hypoestrogenic effects 
and reduced HDL levels, particularly among users of DMPA. 
However, little concern exists about these effects with regard 
to POPs. The effects of DMPA might persist for some time 
after discontinuation.

2 3 3 2 3

Stroke (history of cerebrovascular 
accident) 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation Comment: Concern exists about hypoestrogenic effects 
and reduced HDL levels, particularly among users of DMPA. 
However, little concern exists about these effects with regard 
to POPs. The effects of DMPA might persist for some time 
after discontinuation.

2 3 3 2 3

Valvular heart disease 
Complicated valvular heart disease 
is associated with increased risk for 
adverse health events as a result of 
pregnancy (Box 2).

a. Uncomplicated 1 1 1 —

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

b. Complicated (pulmonary 
hypertension, risk for atrial 
fibrillation, or history of subacute 
bacterial endocarditis)

1 1 1 —

Peripartum cardiomyopathy 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Evidence: No direct evidence exists on the safety of POCs 
among women with peripartum cardiomyopathy. Limited 
indirect evidence from noncomparative studies of women 
with cardiac disease demonstrated few cases of hypertension, 
thromboembolism, and heart failure in women with cardiac 
disease using POPs and DMPA (79).

Comment: Progestin-only implants might induce cardiac 
arrhythmias in healthy women; women with peripartum 
cardiomyopathy have a high incidence of cardiac arrhythmias.

a. Normal or mildly impaired cardiac 
function (New York Heart Association 
Functional Class I or II: patients 
with no limitation of activities or 
patients with slight, mild limitation 
of activity) (80)

i. <6 months 1 1 1

ii. ≥6 months 1 1 1

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or IV: 
patients with marked limitation of 
activity or patients who should be at 
complete rest) (80)

2 2 2

Rheumatic Diseases
Systemic lupus erythematosus 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Initiation Continuation

a. Positive (or unknown) 
antiphospholipid antibodies

3 3 3 3 Clarification: Persons with SLE are at increased risk for ischemic 
heart disease, stroke, and VTE. Categories assigned to such 
conditions in U.S. MEC should be the same for women with SLE who 
have these conditions. For all subconditions of SLE, classifications 
are based on the assumption that no other risk factors for 
cardiovascular disease are present; these classifications must be 
modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive 
methods, including hormonal contraceptives (81–99).

Evidence: Antiphospholipid antibodies are associated with a 
higher risk for both arterial and venous thrombosis (100,101).

b. Severe thrombocytopenia 2 3 2 2 Clarification: Persons with SLE are at increased risk for ischemic 
heart disease, stroke, and VTE. Categories assigned to such 
conditions in U.S. MEC should be the same for women with SLE who 
have these conditions. For all subconditions of SLE, classifications 
are based on the assumption that no other risk factors for 
cardiovascular disease are present; these classifications must be 
modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive 
methods, including hormonal contraceptives (81–99).

Comment: Severe thrombocytopenia increases the risk for 
bleeding. POCs might be useful in treating menorrhagia 
in women with severe thrombocytopenia. However, given 
the increased or erratic bleeding that might be seen on 
initiation of DMPA and its irreversibility for 11–13 weeks after 
administration, initiation of this method in women with severe 
thrombocytopenia should be done with caution.

c. Immunosuppressive therapy 2 2 2 2 Clarification: Persons with SLE are at increased risk for ischemic 
heart disease, stroke, and VTE. Categories assigned to such 
conditions in U.S. MEC should be the same for women with SLE who 
have these conditions. For all subconditions of SLE, classifications 
are based on the assumption that no other risk factors for 
cardiovascular disease are present; these classifications must be 
modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive 
methods, including hormonal contraceptives (81–99).

See table footnotes on page 49.
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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

. Initiation Continuation

d. None of the above 2 2 2 2 Clarification: Persons with SLE are at increased risk for ischemic 
heart disease, stroke, and VTE. Categories assigned to such 
conditions in U.S. MEC should be the same for women with SLE who 
have these conditions. For all subconditions of SLE, classifications 
are based on the assumption that no other risk factors for 
cardiovascular disease are present; these classifications must be 
modified in the presence of such risk factors. Many women with 
SLE can be considered good candidates for most contraceptive 
methods, including hormonal contraceptives (81–99).

Rheumatoid arthritis

a. Receiving immunosuppressive 
therapy

1 2/3 1 Clarification (DMPA): DMPA use among women receiving long-
term corticosteroid therapy with a history of, or with risk factors for, 
nontraumatic fractures is classified as category 3. Otherwise, DMPA 
use for women with rheumatoid arthritis is classified as category 2.

Evidence: Limited evidence shows no consistent pattern of 
improvement or worsening of rheumatoid arthritis with use of 
oral contraceptives, progesterone, or estrogen (102).

b. Not receiving immunosuppressive 
therapy

1 2 1 Evidence: Limited evidence shows no consistent pattern of 
improvement or worsening of rheumatoid arthritis with use of 
oral contraceptives, progesterone, or estrogen (102).

Neurologic Conditions
Headaches

a. Nonmigraine (mild or severe) 1 1 1 —

b. Migraine Evidence: No studies directly examined the risk for stroke 
among women with migraine using POCs (103). Limited 
evidence demonstrated that women using POPs, DMPA, or 
implants do not have an increased risk for ischemic stroke 
compared with nonusers (104).

Comment: Menstrual migraine is a subtype of migraine without 
aura. For more information, see The International Headache 
Society Classification, 3rd edition (http://www.ihs-classification.
org/_downloads/mixed/International-Headache-Classification-
III-ICHD-III-2013-Beta.pdf ).

i. Without aura (This category 
of migraine includes 
menstrual migraine.)

1 1 1

ii. With aura 1 1 1

Epilepsy 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 1 Clarification: If a woman is taking anticonvulsants, see 
Drug Interactions section. Certain anticonvulsants lower 
POC effectiveness.

Multiple sclerosis Evidence: Limited evidence suggests that use of COCs or oral 
contraceptives (type not specified) among women with multiple 
sclerosis does not worsen the clinical course of disease (105).

Comment: Women with multiple sclerosis might have 
compromised bone health from disease-related disability, 
immobility, and use of corticosteroids. Use of DMPA, which 
has been associated with small changes in BMD, might 
be of concern.

a. With prolonged immobility 1 2 1

b. Without prolonged immobility 1 2 1

Depressive Disorders
Depressive disorders 1 1 1 Clarification: If a woman is taking psychotropic medications or 

St. John’s wort, see Drug Interactions section.

Evidence: The frequency of psychiatric hospitalizations for 
women with bipolar disorder or depression did not significantly 
differ among women using DMPA, LNG-IUD, Cu-IUD, or 
sterilization (106).

Reproductive Tract Infections and Disorders
Vaginal bleeding patterns

a. Irregular pattern without 
heavy bleeding

2 2 2 Comment: Irregular menstrual bleeding patterns are common 
among healthy women. POC use frequently induces an irregular 
bleeding pattern. Implant use might induce irregular bleeding 
patterns, especially during the first 3–6 months, although these 
patterns might persist longer.

b. Heavy or prolonged bleeding 
(includes regular and irregular 
patterns)

2 2 2 Clarification: Unusually heavy bleeding should raise the 
suspicion of a serious underlying condition.

See table footnotes on page 49.
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Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Unexplained vaginal bleeding 
(suspicious for serious condition) 
before evaluation

3 3 2 Clarification: If pregnancy or an underlying pathological 
condition (e.g., pelvic malignancy) is suspected, it must be 
evaluated and the category adjusted after evaluation.

Comment: POCs might cause irregular bleeding patterns, 
which might mask symptoms of underlying pathologic 
conditions. The effects of DMPA might persist for some time 
after discontinuation.

Endometriosis 1 1 1 —

Benign ovarian tumors 
(including cysts)

1 1 1 —

Severe dysmenorrhea 1 1 1 —

Gestational trophoblastic disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Clarification: For all subconditions of gestational trophoblastic 
disease, classifications are based on the assumption that women 
are under close medical supervision because of the need for 
monitoring of β-hCG levels for appropriate disease surveillance.

a. Suspected gestational 
trophoblastic disease (immediate 
postevacuation)

i. Uterine size first trimester 1 1 1

ii. Uterine size second trimester 1 1 1

b. Confirmed gestational 
trophoblastic disease (after initial 
evacuation and during monitoring)

i. Undetectable/nonpregnant β–
hCG levels

1 1 1

ii. Decreasing β–hCG levels 1 1 1

iii. Persistently elevated β-hCG 
levels or malignant disease, 
with no evidence or suspicion of 
intrauterine disease

1 1 1

iv. Persistently elevated β-hCG 
levels or malignant disease, 
with evidence or suspicion of 
intrauterine disease

1 1 1

Cervical ectropion 1 1 1 —

Cervical intraepithelial neoplasia 2 2 1 Evidence: Among women with persistent human papillomavirus 
infection, long-term DMPA use (≥5 years) might increase the risk 
for carcinoma in situ and invasive carcinoma (107).

Cervical cancer 
(awaiting treatment)

2 2 1 Comment: Theoretical concern exists that POC use might affect 
prognosis of the existing disease. While awaiting treatment, 
women may use POCs. In general, treatment of this condition 
can render a woman sterile.

Breast disease 
Breast cancer is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. Undiagnosed mass 2 2 2 Clarification: Evaluation should be pursued as early as possible.

b. Benign breast disease 1 1 1 —

c. Family history of cancer 1 1 1 —

d. Breast cancer Comment: Breast cancer is a hormonally sensitive tumor, and 
the prognosis for women with current or recent breast cancer 
might worsen with POC use.

i. Current 4 4 4

ii. Past and no evidence of current 
disease for 5 years

3 3 3

Endometrial hyperplasia 1 1 1 —

Endometrial cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 1 Comment: While awaiting treatment, women may use POCs. In 
general, treatment of this condition renders a woman sterile.

Ovarian cancer 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 1 Comment: While awaiting treatment, women may use POCs. In 
general, treatment of this condition can render a woman sterile.

Uterine fibroids 1 1 1 Comment: POCs do not appear to cause growth of uterine fibroids.

See table footnotes on page 49.



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 43US Department of Health and Human Services/Centers for Disease Control and Prevention

TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
only pills

Condition

Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Pelvic inflammatory disease Comment: Whether POCs, like COCs, reduce the risk for PID 
among women with STDs is unknown; however, they do not 
protect against HIV or lower genital tract STDs.

a. Past PID

 i. With subsequent pregnancy 1 1 1

 ii. Without subsequent pregnancy 1 1 1

b. Current PID 1 1 1

Sexually transmitted diseases

a. Current purulent cervicitis or 
chlamydial infection or gonococcal 
infection

1 1 1 —

b. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

1 1 1 —

c. Other factors related to STDs 1 1 1 —

HIV
High risk for HIV 1 1 1 Clarification (DMPA): Some studies suggest that women 

using progestin-only injectable contraception might be at 
increased risk for HIV acquisition; other studies do not show this 
association. CDC reviewed all available evidence and agreed 
that the data were not sufficiently conclusive to change current 
guidance. However, because of the inconclusive nature of the 
body of evidence on possible increased risk for HIV acquisition, 
women using progestin-only injectable contraception should 
be strongly advised to also always use condoms (male or 
female) and take other HIV preventive measures. Expansion 
of contraceptive method mix and further research on the 
relationship between hormonal contraception and HIV infection 
are essential. These recommendations will be continually 
reviewed in light of new evidence.

Evidence: Overall, evidence does not support an association 
between oral contraceptives and risk for HIV acquisition, 
evidence is inconsistent regarding an association between 
DMPA and increased risk for HIV acquisition, and no studies have 
suggested an increased risk for HIV acquisition with etonogestrel 
implants although data are limited (108).

HIV infection 
For women with HIV infection who 
are not clinically well or not using ARV 
therapy, this condition is associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 1 Clarification: Drug interactions might exist between hormonal 
contraceptives and ARV drugs; see Drug Interactions section.

Evidence: Overall, evidence does not support an association 
between POC use and progression of HIV. Limited direct 
evidence on an association between POC use and transmission 
of HIV to noninfected partners, as well as studies measuring 
genital viral shedding as a proxy for infectivity, have had mixed 
results. Studies measuring whether hormonal contraceptive 
methods affect plasma HIV viral load generally have found no 
effect (109–111).

Other Infections
Schistosomiasis 
Schistosomiasis with fibrosis of the 
liver is associated with increased risk 
for adverse health events as a result of 
pregnancy (Box 2).

a. Uncomplicated 1 1 1 Evidence: Among women with uncomplicated schistosomiasis, 
limited evidence showed that DMPA use had no adverse effects 
on liver function (112).

b. Fibrosis of the liver (if severe, see 
Cirrhosis section)

1 1 1 —

Tuberculosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

Clarification: If a woman is taking rifampin, see Drug 
Interactions section. Rifampin is likely to decrease the 
effectiveness of some POCs.

a. Nonpelvic 1 1 1

b. Pelvic 1 1 1

Malaria 1 1 1 —

See table footnotes on page 49.
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Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Endocrine Conditions
Diabetes 
Insulin-dependent diabetes; diabetes 
with nephropathy, retinopathy, or 
neuropathy; diabetes with other 
vascular disease; or diabetes of 
>20 years’ duration are associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. History of gestational disease 1 1 1 Evidence: POCs had no adverse effects on serum lipid levels 
in women with a history of gestational diabetes in two small 
studies (113,114). Limited evidence is inconsistent about the 
development of noninsulin-dependent diabetes among users of 
POCs with a history of gestational diabetes (115–118).

b. Nonvascular disease Evidence: Among women with insulin-dependent or non–
insulin-dependent diabetes, limited evidence on use of POCs 
(POPs, DMPA, and LNG implant) suggests that these methods 
have little effect on short-term or long-term diabetes control 
(e.g., glycosylated hemoglobin levels), hemostatic markers, or 
lipid profile (119–122).

i. Non-insulin dependent 2 2 2

ii. Insulin dependent 2 2 2

c. Nephropathy, retinopathy, or 
neuropathy

2 3 2 Comment: Concern exists about hypoestrogenic effects and 
reduced HDL levels, particularly among users of DMPA. The 
effects of DMPA might persist for some time after discontinuation. 
Some POCs might increase the risk for thrombosis, although this 
increase is substantially less than with COCs.

d. Other vascular disease or diabetes 
of >20 years’ duration

2 3 2 Comment: Concern exists about hypoestrogenic effects and 
reduced HDL levels, particularly among users of DMPA. The 
effects of DMPA might persist for some time after discontinuation. 
Some POCs might increase the risk for thrombosis, although this 
increase is substantially less than with COCs.

Thyroid disorders

a. Simple goiter 1 1 1 —

b. Hyperthyroid 1 1 1 —

c. Hypothyroid 1 1 1 —

Gastrointestinal Conditions
Inflammatory bowel disease 
(ulcerative colitis or Crohn’s disease)

1 2 2 Evidence: Risk for disease relapse among women with IBD using 
oral contraceptives (most studies did not specify formulation) 
did not increase significantly from that for nonusers (123).

Comment: Absorption of POPs among women with IBD might be 
reduced if the woman has substantial malabsorption caused by 
severe disease or small bowel surgery. 
Women with IBD have a higher prevalence of osteoporosis and 
osteopenia than the general population. Use of DMPA, which has 
been associated with small changes in BMD, might be of concern.

Gallbladder disease

a. Symptomatic

i. Treated by cholecystectomy 2 2 2 —

ii. Medically treated 2 2 2 —

iii. Current 2 2 2 —

b. Asymptomatic 2 2 2 —

History of cholestasis

a. Pregnancy related 1 1 1 —

b. Past COC related 2 2 2 Comment: Theoretical concern exists that a history of COC-
related cholestasis might predict subsequent cholestasis with 
POC use. However, this has not been documented.

Viral hepatitis

a. Acute or flare 1 1 1 —

b. Carrier 1 1 1 —

c. Chronic 1 1 1 —

Cirrhosis 
Severe cirrhosis is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. Mild (compensated) 1 1 1 —

b. Severe (decompensated) 3 3 3 —

See table footnotes on page 49.
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Category

Clarifications/Evidence/CommentsImplants DMPA POPs

Liver tumors 
Hepatocellular adenoma and 
malignant liver tumors are associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. Benign

i. Focal nodular hyperplasia 2 2 2 Evidence: Limited direct evidence suggests that hormonal 
contraceptive use does not influence either progression or 
regression of liver lesions among women with focal nodular 
hyperplasia (124).

ii. Hepatocellular adenoma 3 3 3 Comment: No evidence is available about hormonal 
contraceptive use among women with hepatocellular adenoma. 
COC use in healthy women is associated with development and 
growth of hepatocellular adenoma; whether other hormonal 
contraceptives have similar effects is not known.

b. Malignant (hepatoma) 3 3 3 —

Respiratory Conditions
Cystic fibrosis 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 2 1 Clarification: Persons with cystic fibrosis are at increased risk for 
diabetes, liver disease, gallbladder disease, and VTE (particularly 
related to use of central venous catheters) and are frequently 
prescribed antibiotics. Categories assigned to such conditions 
in U.S. MEC should be the same for women with cystic fibrosis 
who have these conditions. For cystic fibrosis, classifications are 
based on the assumption that no other conditions are present; 
these classifications must be modified in the presence of such 
conditions.

Clarification: Certain drugs to treat cystic fibrosis (e.g., 
lumacaftor) might reduce effectiveness of hormonal 
contraceptives, including oral, injectable, transdermal, and 
implantable contraceptives.

Evidence: Limited evidence suggests that use of COCs or oral 
contraceptives (type not specified) among women with cystic 
fibrosis is not associated with worsening of disease severity. Very 
limited evidence suggests that cystic fibrosis does not impair the 
effectiveness of hormonal contraception (125).

Comment: Women with cystic fibrosis have a higher prevalence 
of osteopenia, osteoporosis, and fragility fractures than the 
general population. Use of DMPA, which has been associated 
with small changes in BMD, might be of concern.

Anemias
Thalassemia 1 1 1 —

Sickle cell disease 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

1 1 1 Evidence: Among women with sickle cell disease, POC use did 
not have adverse effects on hematologic parameters and, in some 
studies, was beneficial with respect to clinical symptoms (126–133).

Iron deficiency anemia 1 1 1 Comment: Changes in the menstrual pattern associated with 
POC use have little effect on hemoglobin levels.

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with 
increased risk for adverse health 
events as a result of pregnancy (Box 2).

a. Complicated: graft failure (acute 
or chronic), rejection, or cardiac 
allograft vasculopathy

2 2 2 —

b. Uncomplicated 2 2 2 —

See table footnotes on page 49.
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Drug Interactions
Antiretroviral therapy Comment: These recommendations generally are for ARV agents 

used alone. However, most women receiving ARV therapy 
are using multiple drugs in combination. In general, whether 
interactions between ARVs and hormonal contraceptives differ 
when ARVs are given alone or in combination is unknown.

a. Nucleoside reverse transcriptase 
inhibitors (NRTIs)

i. Abacavir (ABC) 1 1 1 Evidence: NRTIs do not appear to have significant risk for 
interactions with hormonal contraceptive methods (134–139).ii. Tenofovir (TDF) 1 1 1

iii. Zidovudine (AZT) 1 1 1

iv. Lamivudine (3TC) 1 1 1

v. Didanosine (DDI) 1 1 1

vi. Emtricitabine (FTC) 1 1 1

vii. Stavudine (D4T) 1 1 1

b. Nonnucleoside reverse 
transcriptase inhibitors (NNRTIs)

i. Efavirenz (EFV) 2 1 2 Clarification: Evidence suggests drug interactions between EFV 
and certain hormonal contraceptives. These interactions might 
reduce the effectiveness of the hormonal contraceptive.

Evidence: One study found that women using etonogestrel 
implants with EFV had a higher pregnancy rate than women 
not using ARVs, although confidence intervals overlapped 
and absolute pregnancy rates were still lower than for other 
hormonal methods; another study found that etonogestrel 
levels were decreased and 5% of women had presumptive 
ovulation while using etonogestrel implants with EFV (140,141). 
Three studies of women using LNG implants showed increased 
pregnancy rates for women using EFV-containing ARV therapy 
compared with no ARV use, although absolute pregnancy 
rates were still lower than for other hormonal methods in one 
study (141–143); another study of LNG implant users found 
no difference in pregnancy rates with EFV compared with 
no EFV (144).No significant effects were found on pregnancy 
rates, DMPA levels, EFV levels, or HIV disease progression in 
women using DMPA and EFV compared with DMPA alone 
(141,144–148). No significant effects were found on HIV disease 
progression in women using LNG implants and EFV compared 
with no ARVs (143). No data have assessed effectiveness 
of contraceptive implants during later years of use when 
progestin concentrations are lower and risk for failure from drug 
interactions might be greater.

ii. Etravirine (ETR) 1 1 1 —

iii. Nevirapine (NVP) 1 1 1 Evidence: Five studies found no significant increase in 
pregnancy rates among women using implants and NVP 
compared with implants alone (141–144,149). Four studies 
found no significant increase in pregnancy rates among 
women using DMPA or other contraceptive injectables and NVP 
compared with DMPA or other contraceptive injectables alone 
(141,144,147,150). One study found no ovulations or changes 
in DMPA concentrations (145). No effect was found on HIV 
disease progression with use of NVP and DMPA or LNG implants 
(143,145,147–149,151). No data have assessed effectiveness 
of contraceptive implants during later years of use when 
progestin concentrations are lower and risk for failure from drug 
interactions might be greater.

iv. Rilpivirine (RPV) 1 1 1 —

See table footnotes on page 49.
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c. Ritonavir-boosted protease 
inhibitors

i. Ritonavir-boosted atazanavir 
(ATV/r)

2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors and 
certain hormonal contraceptives that might reduce the 
effectiveness of the hormonal contraceptive. Any potential effect 
on contraceptive effectiveness is likely to be lower with DMPA 
than with other POCs because of the higher dose of DMPA.

Evidence: One pharmacokinetic study demonstrated increased 
progestin concentrations with use of POPs and ATV/r compared 
with POPs alone (152).

ii. Ritonavir-boosted darunavir 
(DRV/r)

2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors and 
certain hormonal contraceptives that might reduce the 
effectiveness of the hormonal contraceptive. Any potential effect 
on contraceptive effectiveness is likely to be lower with DMPA 
than with other POCs because of the higher dose of DMPA.

iii. Ritonavir-boosted fosamprenavir 
(FPV/r)

2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors and 
certain hormonal contraceptives that might reduce the 
effectiveness of the hormonal contraceptive. Any potential effect 
on contraceptive effectiveness is likely to be lower with DMPA 
than with other POCs because of the higher dose of DMPA.

iv. Ritonavir-boosted lopinavir 
(LPV/r)

1 1 1 Evidence: One study demonstrated no pregnancies, no 
ovulations, no change in LPV/r level, and no change in HIV 
disease progression in women using DMPA (153); another study 
found a small increase in pregnancy rate in women using DMPA 
with LPV/r compared with no ARV therapy, however confidence 
intervals overlapped (141). Two studies found no increased risk for 
pregnancy in women using implants (141,142). Two studies found 
contraceptive hormones increased in women using LPV/r with 
DMPA or etonogestrel implants (140,153).

v. Ritonavir-boosted saquinavir 
(SQV/r)

2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors and 
certain hormonal contraceptives that might reduce the 
effectiveness of the hormonal contraceptive. Any potential effect 
on contraceptive effectiveness is likely to be lower with DMPA 
than with other POCs because of the higher dose of DMPA.

vi. Ritonavir-boosted tipranavir 
(TPV/r)

2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors and 
certain hormonal contraceptives that might reduce the 
effectiveness of the hormonal contraceptive. Any potential effect 
on contraceptive effectiveness is likely to be lower with DMPA 
than with other POCs because of the higher dose of DMPA.

d. Protease inhibitors without 
ritonavir

i. Atazanavir (ATV) 1 1 1 Comment: When ATV is administered with Cobicistat, 
theoretical concern exists for a drug interaction with hormonal 
contraceptives. Cobicistat is an inhibitor of CYP3A and CYP2D6 
and could theoretically increase contraceptive hormone levels. 
However, its effects on CYP enzymes and drug levels might vary 
when combined with other ARVs.

ii. Fosamprenavir (FPV) 2 2 2 Clarification: Theoretical concern exists that interactions 
between FPV and hormonal contraceptives leading to decreased 
levels of FPV might diminish effectiveness of the ARV drug. The 
drug interaction likely involves CYP3A4 pathways; POCs have 
less effect on CYP3A4 enzymes than CHCs.

iii. Indinavir (IDV) 1 1 1 —

See table footnotes on page 49.
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iv. Nelfinavir (NFV) 2 1 2 Clarification: Theoretically, drug interactions might occur 
between certain protease inhibitors and certain hormonal 
contraceptives that might reduce the effectiveness of the 
hormonal contraceptive. Any potential effect on contraceptive 
effectiveness is likely to be lower with DMPA than with other 
POCs because of the higher dose of DMPA. Concern exists that 
interactions between NFV and POCs might decrease NFV levels.

Evidence: One study found no pregnancies, no ovulations, no 
change in DMPA concentrations and no change in HIV disease 
progression with use of DMPA and NFV compared with DMPA 
alone; NFV concentrations were decreased with concomitant 
DMPA use (145,147).

e. CCR5 co-receptor antagonists

i. Maraviroc (MVC) 1 1 1

f. HIV integrase strand transfer 
inhibitors

i. Raltegravir (RAL) 1 1 1 —

ii. Dolutegravir (DTG) 1 1 1 —

iii. Elvitegravir (EVG) 1 1 1 Comment: When EVG is administered with Cobicistat, 
theoretical concern exists for a drug interaction with hormonal 
contraceptives. Cobicistat is an inhibitor of CYP3A and CYP2D6 
and could theoretically increase contraceptive hormone levels. 
However, its effects on CYP enzymes and drug levels may vary 
when combined with other ARVs.

g. Fusion inhibitors

i. Enfuvirtide 1 1 1 —

Anticonvulsant therapy —

a. Certain anticonvulsants 
(phenytoin, carbamazepine, 
barbiturates, primidone, topiramate, 
and oxcarbazepine)

2 1 3 Clarification: Although the interaction of certain anticonvulsants 
with POPs and etonogestrel implants is not harmful to women, it is 
likely to reduce the effectiveness of POPs and etonogestrel implants. 
Whether increasing the hormone dose of POPs alleviates this concern 
remains unclear. Use of other contraceptives should be encouraged 
for women who are long-term users of any of these drugs. Use of 
DMPA is a category 1 because its effectiveness is not decreased by 
use of certain anticonvulsants.

Evidence: Use of certain anticonvulsants might decrease the 
effectiveness of POCs (154–156).

b. Lamotrigine 1 1 1 Evidence: No drug interactions have been reported among 
women with epilepsy receiving lamotrigine and POCs (157).

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 1 —

b. Antifungals 1 1 1 —

c. Antiparasitics 1 1 1 —

d. Rifampin or rifabutin therapy 2 1 3 Clarification: Although the interaction of rifampin or rifabutin 
with POPs and etonogestrel implants is not harmful to women, 
it is likely to reduce the effectiveness of POPs and etonogestrel 
implants. Use of other contraceptives should be encouraged for 
women who are long-term users of any of these drugs. Use of 
DMPA is a category 1 because its effectiveness is not decreased 
by use of rifampin or rifabutin. Whether increasing the hormone 
dose of POPs alleviates this concern remains unclear.

See table footnotes on page 49.
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Psychotropic medications Comment: For many common psychotropic agents, limited 
or no theoretical concern exits for clinically significant drug 
interactions when co-administered with hormonal contraceptives. 
However, either no or very limited data exist examining potential 
interactions for these classes of medications.

a. SSRIs 1 1 1 Evidence: No evidence specifically examined the use of POCs 
with SSRIs. Limited clinical and pharmacokinetic data do not 
demonstrate concern for SSRIs decreasing the effectiveness 
of oral contraceptives. Limited evidence suggests that for 
women taking SSRIs, the use of hormonal contraceptives was 
not associated with differences in effectiveness of the SSRI for 
treatment or in adverse events when compared with women not 
taking hormonal contraceptives (158).

Comment: Drugs that are inhibitors of CYP3A4 or CYP2C9 
theoretically have the potential to increase levels of 
contraceptive steroid, which might increase adverse events. 
Fluvoxamine is an SSRI known to be a moderate inhibitor of both 
3A4 and 2C9; however, no clinical or pharmacokinetic studies 
were identified to explore potential drug-drug interactions.

St. John’s wort 2 1 2 Evidence: No evidence specifically examined the use of POCs 
with St John’s wort. Although clinical data are limited, studies with 
pharmacokinetic and pharmacodynamics outcomes raise concern 
that St. John’s wort might decrease effectiveness of hormonal 
contraceptives, including increased risk for breakthrough bleeding 
and ovulation and increased metabolism of estrogen and 
progestin. Any interactions might be dependent on the dose of 
St John’s wort, and the concentration of active ingredients across 
types of St. John’s wort preparations may vary (159).

Comment: Any potential effect on contraceptive effectiveness 
is likely to be lower with DMPA than with other POCs because of 
the higher dose of DMPA.

Abbreviations: ARV = antiretroviral; BMD = bone mineral density; BMI = body mass index; COC = combined oral contraceptive; DMPA = depot medroxyprogesterone acetate; DVT = deep 
venous thrombosis; hCG = human chorionic gonadotropin; HDL = high-density lipoprotein; HIV = human immunodeficiency virus; IBD = inflammatory bowel disease; LDL = low-density 
lipoprotein; LNG = levonorgestrel; NA = not applicable; NET-EN = norethisterone enantate; PE = pulmonary embolism; PID = pelvic inflammatory disease; POC = progestin-only contraceptive; 
POP = progestin-only pill; SSRI = selective serotonin reuptake inhibitor; STD = sexually transmitted disease; VTE = venous thromboembolism.
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Appendix D

Classifications for Combined Hormonal Contraceptives

Combined hormonal contraceptives (CHCs) include low-
dose (containing ≤35 µg ethinyl estradiol) combined oral 
contraceptives (COCs), the combined hormonal patch, and 
the combined vaginal ring (Box D1) (Table D1). Limited 
information is available about the safety of the combined 
hormonal patch and combined vaginal ring among women 
with specific medical conditions. Evidence indicates that the 
combined hormonal patch and the combined vaginal ring 
provide comparable safety and pharmacokinetic profiles to 
COCs with similar hormone formulations (1–33). Pending 
further studies, the evidence available for recommendations 
about COCs applies to the recommendations for the combined 
hormonal patch and vaginal ring. Therefore, the patch and 
ring should have the same categories  as COCs, except where 
noted. Therefore, the assigned categories should be considered 
a preliminary best judgement, which will be reevaluated as new 
data become available.

BOX D1. Categories for classifying combined hormonal contraceptives

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  

COCs, the patch, and the ring do not protect against 
sexually transmitted diseases (STDs), including human 
immunodeficiency virus (HIV), and women using these methods 
should be counseled that consistent and correct use of the male 
latex condom reduces the risk for transmission of HIV and other 
STDs. Use of female condoms can provide protection from 
transmission of STDs, although data are limited 
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TABLE D1. Classifications for combined hormonal contraceptives, including pill, patch, and ring  

Condition Category CHCs Clarifications/Evidence/Comments

Personal Characteristics and Reproductive History
Pregnancy NA Clari"cation: Use of CHCs is not required. No known harm to the woman, the course of 

her pregnancy, or the fetus occurs if CHCs are inadvertently used during pregnancy.

Age Evidence: Evidence is inconsistent about whether CHC use a$ects fracture risk 
(34–45), although three recent studies show no e$ect (34,35,45). CHC use might 
decrease BMD in adolescents, especially in those choosing very low-dose 
formulations (COCs containing <30 µg ethinyl estradiol) (46–59). CHC use has little to 
no e$ect on BMD in premenopausal women (60–74) and might preserve bone mass 
in those who are perimenopausal (75–83). BMD is a surrogate marker for fracture risk 
that might not be valid for premenopausal women and therefore might not 
accurately predict current or future (postmenopausal) fracture risk (84–86).

Comment: The risk for cardiovascular disease increases with age and might 
increase with CHC use. In the absence of other adverse clinical conditions, CHCs 
can be used until menopause.

a. Menarche to <40 years 1

b. ≥40 years 2

Parity

a. Nulliparous 1 —

b. Parous 1 —

Breastfeeding

a. <21 days postpartum 4 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

b. 21 to <30 days postpartum

i. With other risk factors for VTE (e.g., age ≥35 years, previous VTE, 
thrombophilia, immobility, transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2, postpartum hemorrhage, 
postcesarean delivery, preeclampsia, or smoking)

3 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Clari"cation: For women with other risk factors for VTE, these risk factors might 
increase the classi"cation to a category 4.

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

See table footnotes on page 69.
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TABLE D1. (Continued) Classifications for combined hormonal contraceptives, including pill, patch, and ring  

Condition Category CHCs Clarifications/Evidence/Comments

ii. Without other risk factors for VTE 3 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

c. 30–42 days postpartum

 i. With other risk factors for VTE (e.g., age ≥35 years, previous VTE, 
thrombophilia, immobility, transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2, postpartum hemorrhage, 
postcesarean delivery, preeclampsia, or smoking)

3 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Clari"cation: For women with other risk factors for VTE, these risk factors might 
increase the classi"cation to a category 4.

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

See table footnotes on page 69.
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ii. Without other risk factors for VTE 2 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

d. >42 days postpartum 2 Clari"cation: Breastfeeding provides important health bene"ts for mother and 
infant. The U.S. Department of Health and Human Services recommends increasing 
the proportion of infants initially breastfed, exclusively breastfed through 6 months 
of life, and continuing breastfeeding through at least 1 year of life as key public 
health goals (87).

Evidence: Clinical studies demonstrate con@icting results regarding e$ects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent e$ects on infant growth or illness have been reported. 
Adverse health outcomes or manifestations of exogenous estrogen in infants 
exposed to CHCs through breast milk have not been demonstrated; however, 
studies have been inadequately designed to determine whether a risk for either 
serious or subtle long-term e$ects exists (88).

Comment: Certain women might be at risk for breastfeeding diXculties, such as 
women with previous breastfeeding diXculties, certain medical conditions, or 
certain perinatal complications, and those who deliver preterm. For these women, 
as for all women, discussions about contraception for breastfeeding women should 
include information about risks, bene"ts, and alternatives.

Postpartum (nonbreastfeeding women)

a. <21 days postpartum 4 Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94). Risk for pregnancy during the 
"rst 21 days postpartum is very low but increases after that point; ovulation before 
"rst menses is common (95).

b. 21–42 days postpartum

i. With other risk factors for VTE (e.g., age ≥35 years, previous VTE, 
thrombophilia, immobility, transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2 postpartum hemorrhage, 
postcesarean delivery, preeclampsia, or smoking)

3 Clari"cation: For women with other risk factors for VTE, these risk factors might 
increase the classi"cation to a category 4.

Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

ii. Without other risk factors for VTE 2 Evidence: One study examined use of CHCs during the postpartum period and 
found that VTE rates were higher for CHC users compared with nonusers at all time 
points postpartum (89). Rates were signi"cantly di$erent only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the "rst 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the "rst 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

c. >42 days postpartum 1 —
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Postabortion Clari"cation: CHCs may be started immediately postabortion.

Evidence: Women who started taking COCs immediately after "rst trimester 
medical or surgical abortion did not experience more side e$ects or adverse 
vaginal bleeding outcomes or clinically signi"cant changes in coagulation 
parameters than did women who used a placebo, an IUD, a nonhormonal 
contraceptive method, or delayed COC initiation (96–102). Limited evidence on 
women using the ring immediately after "rst trimester medical or surgical abortion 
found no serious adverse events and no infection related to use of the combined 
vaginal ring during 3 cycles of follow-up postabortion (103).

a. First trimester 1

b. Second trimester 1

c. Immediate postseptic abortion 1

Past ectopic pregnancy 1 Comment: The risk for future ectopic pregnancy is increased among women who 
have had an ectopic pregnancy in the past. CHCs protect against pregnancy in 
general, including ectopic gestation.

History of pelvic surgery 1 —

Smoking Evidence: COC users who smoked were at increased risk for cardiovascular 
diseases, especially myocardial infarction, compared with those who did not 
smoke. Studies also showed an increased risk for myocardial infarction with 
increasing number of cigarettes smoked per day (104–116).

a. Age <35 years 2

b. Age ≥35 years

i. <15 cigarettes per day 3

ii. ≥15 cigarettes per day 4

Obesity Evidence: Obese women who use COCs are more likely than obese women who do 
not use COCs to experience VTE. Research examining the interaction between 
COCs and BMI on VTE risk is limited, particularly for women in the highest BMI 
categories (BMI ≥35 kg/m2). Although the absolute risk for VTE in otherwise 
healthy women of reproductive age is small, obese women are at 2–3 times higher 
risk for VTE than normal weight women regardless of COC use. Limited evidence 
suggests that obese women who use COCs do not have a higher risk for acute 
myocardial infarction or stroke than do obese nonusers (117). Limited evidence 
suggests that e$ectiveness of some COC formulations might decrease with 
increasing BMI, however the observed reductions in e$ectiveness are minimal and 
evidence is con@icting (118–125). E$ectiveness of the patch might be reduced in 
women >90 kg (126). Limited evidence suggests obese women are no more likely 
to gain weight during COC or vaginal ring use than normal weight or overweight 
women (117,127).

a. BMI ≥30 kg/m2 2

b. Menarche to <18 years and BMI ≥30 kg/m2 2

History of bariatric surgery 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease storage capacity of the stomach 
(vertical banded gastroplasty, laparoscopic adjustable gastric band, or 
laparoscopic sleeve gastrectomy)

1 Evidence: Limited evidence demonstrated no substantial decrease in e$ectiveness 
of oral contraceptives among women who underwent laparoscopic placement of 
an adjustable gastric band (128).

b. Malabsorptive procedures: decrease absorption of nutrients and 
calories by shortening the functional length of the small intestine 
(Roux-en-Y gastric bypass or biliopancreatic diversion)

COCs: 3 
Patch and ring: 1

Evidence: Limited evidence demonstrated no substantial decrease in e$ectiveness 
of oral contraceptives among women who underwent a biliopancreatic diversion; 
however, evidence from pharmacokinetic studies reported con@icting results of 
oral contraceptive e$ectiveness among women who underwent a jejunoileal 
bypass (128).

Comment: Bariatric surgical procedures involving a malabsorptive component 
have the potential to decrease oral contraceptive e$ectiveness, perhaps further 
decreased by postoperative complications, such as long-term diarrhea or vomiting.

Cardiovascular Disease
Multiple risk factors for atherosclerotic cardiovascular disease (e.g., 
older age, smoking, diabetes, hypertension, low HDL, high LDL, or high 
triglyceride levels)

3/4 Clari"cation: When a woman has multiple major risk factors, any of which alone 
would substantially increase her risk for cardiovascular disease, use of CHCs might 
increase her risk to an unacceptable level. However, a simple addition of categories 
for multiple risk factors is not intended; for example, a combination of two 
category 2 risk factors might not necessarily warrant a higher category.

Clari"cation: The recommendations apply to known preexisting medical 
conditions or characteristics. Few if any screening tests are needed before initiation 
of contraception. See the U.S. Selected Practice Recommendations for Contraceptive 
Use (http://www.cdc.gov/reproductivehealth/unintendedpregnancy/usspr.htm).
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Hypertension 
Systolic blood pressure ≥160 mm Hg or diastolic blood pressure ≥100 
mm Hg are associated with increased risk for adverse health events as a 
result of pregnancy (Box 2).

a. Adequately controlled hypertension 3 Clari"cation: For all categories of hypertension, classi"cations are based on the 
assumption that no other risk factors exist for cardiovascular disease. When 
multiple risk factors do exist, risk for cardiovascular disease might increase 
substantially. A single reading of blood pressure level is not suXcient to classify a 
woman as hypertensive.

Clari"cation: Women adequately treated for hypertension are at reduced risk for 
acute myocardial infarction and stroke compared with untreated women. 
Although no data exist, CHC users with adequately controlled and monitored 
hypertension should be at reduced risk for acute myocardial infarction and stroke 
compared with untreated hypertensive CHC users.

Evidence: Among women with hypertension, COC users were at higher risk than 
nonusers for stroke, acute myocardial infarction, and peripheral arterial disease 
(104,106,113–116,129–143). Discontinuation of COCs in women with hypertension 
might improve blood pressure control (144).

b. Elevated blood pressure levels 
(properly taken measurements)

Clari"cation: For all categories of hypertension, classi"cations are based on the 
assumption that no other risk factors exist for cardiovascular disease. When 
multiple risk factors do exist, risk for cardiovascular disease might increase 
substantially. A single reading of blood pressure level is not suXcient to classify a 
woman as hypertensive.

Evidence: Among women with hypertension, COC users were at higher risk than 
nonusers for stroke, acute myocardial infarction, and peripheral arterial disease 
(104,106,113–116,129–143). Discontinuation of COCs in women with hypertension 
might improve blood pressure control (144).

i. Systolic 140–159 mm Hg or diastolic 90–99 mm Hg 3

ii. Systolic ≥160 mm Hg or diastolic ≥100 mm Hg 4

c. Vascular disease 4

History of high blood pressure during pregnancy (when current blood 
pressure is measurable and normal)

2 Evidence: Women with a history of high blood pressure in pregnancy who also 
used COCs had a higher risk for myocardial infarction and VTE than did COC users 
who did not have a history of high blood pressure during pregnancy. The absolute 
risks for acute myocardial infarction and VTE in this population remained small 
(115,130,142,143,145–151).

Deep venous thrombosis/Pulmonary embolism

a. History of DVT/PE, not receiving anticoagulant therapy

i. Higher risk for recurrent DVT/PE (one or more risk factors) 4 —

• History of estrogen-associated DVT/PE
• Pregnancy-associated DVT/PE
• Idiopathic DVT/PE
• Known thrombophilia, including antiphospholipid syndrome
• Active cancer (metastatic, receiving therapy, or within 6 months 
after clinical remission), excluding nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE (no risk factors) 3 —

b. Acute DVT/PE 4 —

c. DVT/PE and established anticoagulant therapy for at least 3 months Clari"cation: Women using anticoagulant therapy are at risk for gynecologic 
complications of therapy, such as hemorrhagic ovarian cysts and severe 
menorrhagia. Hormonal contraceptive methods can be of bene"t in preventing or 
treating these complications. When a contraceptive method is used as a therapy, 
rather than solely to prevent pregnancy, the risk/bene"t ratio might di$er and 
should be considered on a case-by-case basis.

i. Higher risk for recurrent DVT/PE (one or more risk factors) 4

• Known thrombophilia, including antiphospholipid syndrome
• Active cancer (metastatic, receiving therapy, or within 6 months 
after clinical remission), excluding nonmelanoma skin cancer
• History of recurrent DTV/PE

ii. Lower risk for recurrent DVT/PE (no risk factors) 3

d. Family history ("rst-degree relatives) 2 Comment: Some conditions that increase the risk for DTV/PE are heritable.

e. Major surgery

i. With prolonged immobilization 4 —

ii. Without prolonged immobilization 2 —

f. Minor surgery without immobilization 1 —

Known thrombogenic mutations (e.g., factor V Leiden; prothrombin 
mutation; and protein S, protein C, and antithrombin de"ciencies) 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

4 Clari"cation: Routine screening is not appropriate because of the rarity of the 
conditions and the high cost of screening.

Evidence: Among women with thrombogenic mutations, COC users had a twofold 
to twentyfold higher risk for thrombosis than did nonusers (152–175).

Super"cial venous disorders

a. Varicose veins 1 Evidence: One study suggested that among women with varicose veins, the rate of 
VTE and super"cial venous thrombosis was higher in oral contraceptive users 
compared with nonusers; however, statistical signi"cance was not reported and 
the number of events was small (176).
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b. Super"cial venous thrombosis (acute or history) 3 Clari"cation: Super"cial venous thrombosis might be associated with an increased risk 
for VTE. If a woman has risk factors for concurrent DVT (e.g., known thrombophilia or 
cancer) or has current or history of DVT, see recommendations for DVT/PE. Super"cial 
venous thrombosis associated with a peripheral intravenous catheter is less likely to be 
associated with additional thrombosis and use of CHCs may be considered.

Evidence: One study demonstrated that among women with super"cial venous 
thrombosis, the risk for VTE was higher in oral contraceptive users compared with 
nonusers (176).

Current and history of ischemic heart disease 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

4 —

Stroke (history of cerebrovascular accident) 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

4 —

Valvular heart disease 
Complicated valvular heart disease is associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

a. Uncomplicated 2 —

b. Complicated (pulmonary hypertension, risk for atrial "brillation, or 
history of subacute bacterial endocarditis)

4 Comment: Among women with valvular heart disease, CHC use may further 
increase the risk for arterial thrombosis; women with complicated valvular heart 
disease are at greatest risk.

Peripartum cardiomyopathy 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

Evidence: No direct evidence exists about the safety of CHCs among women with 
peripartum cardiomyopathy. Limited indirect evidence from noncomparative 
studies of women with cardiac disease demonstrated few cases of hypertension 
and transient ischemic attack in women with cardiac disease using COCs. No cases 
of heart failure were reported (177).

Comment: COCs might increase @uid retention in healthy women; @uid retention 
may worsen heart failure in women with peripartum cardiomyopathy. COCs might 
induce cardiac arrhythmias in healthy women; women with peripartum 
cardiomyopathy have a high incidence of cardiac arrhythmias.

a. Normal or mildly impaired cardiac function (New York Heart 
Association Functional Class I or II: patients with no limitation of 
activities or patients with slight, mild limitation of activity) (178)

i. <6 months 4

ii. ≥6 months 3

b. Moderately or severely impaired cardiac function (New York Heart 
Association Functional Class III or IV: patients with marked limitation of 
activity or patients who should be at complete rest) (178)

4

Rheumatic Diseases
Systemic lupus erythematosus 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Positive (or unknown) antiphospholipid antibodies 4 Clari"cation: Persons with SLE are at increased risk for ischemic heart disease, stroke, 
and VTE. Categories assigned to such conditions in U.S. MEC should be the same for 
women with SLE who have these conditions. For all subconditions of SLE, 
classi"cations are based on the assumption that no other risk factors for cardiovascu-
lar disease are present; these classi"cations must be modi"ed in the presence of such 
risk factors. Many women with SLE can be considered good candidates for most 
contraceptive methods, including hormonal contraceptives (179–197).

Evidence: Antiphospholipid antibodies are associated with a higher risk for both 
arterial and venous thrombosis (198,199).

b. Severe thrombocytopenia 2 Clari"cation: Persons with SLE are at increased risk for ischemic heart disease, stroke, 
and VTE. Categories assigned to such conditions in U.S. MEC should be the same for 
women with SLE who have these conditions. For all subconditions of SLE, 
classi"cations are based on the assumption that no other risk factors for cardiovascu-
lar disease are present; these classi"cations must be modi"ed in the presence of such 
risk factors. Many women with SLE can be considered good candidates for most 
contraceptive methods, including hormonal contraceptives (179–197).

c. Immunosuppressive therapy 2 Clari"cation: Persons with SLE are at increased risk for ischemic heart disease, stroke, 
and VTE. Categories assigned to such conditions in U.S. MEC should be the same for 
women with SLE who have these conditions. For all subconditions of SLE, 
classi"cations are based on the assumption that no other risk factors for cardiovascu-
lar disease are present; these classi"cations must be modi"ed in the presence of such 
risk factors. Many women with SLE can be considered good candidates for most 
contraceptive methods, including hormonal contraceptives (179–197).

d. None of the above 2 Clari"cation: Persons with SLE are at increased risk for ischemic heart disease, stroke, 
and VTE. Categories assigned to such conditions in U.S. MEC should be the same for 
women with SLE who have these conditions. For all subconditions of SLE, 
classi"cations are based on the assumption that no other risk factors for cardiovascu-
lar disease are present; these classi"cations must be modi"ed in the presence of such 
risk factors. Many women with SLE can be considered good candidates for most 
contraceptive methods, including hormonal contraceptives (179–197).
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Rheumatoid arthritis Evidence: Limited evidence shows no consistent pattern of improvement or 
worsening of rheumatoid arthritis with use of oral contraceptives, progesterone, or 
estrogen (200).

a. Receiving immunosuppressive therapy 2

b. Not receiving immunosuppressive therapy 2

Neurologic Conditions
Headaches

a. Nonmigraine (mild or severe) 1 Clari"cation: Classi"cation depends on accurate diagnosis of those severe 
headaches that are migraines and those headaches that are not, as well as 
diagnosis of ever experiencing aura. Aura is a speci"c focal neurologic symptom. 
For more information about headache classi"cation see The International Headache 
Society Classi"cation, 3rd edition (http://www.ihs-classi"cation.org/_downloads/
mixed/International-Headache-Classi"cation-III-ICHD-III-2013-Beta.pdf). Any new 
headaches or marked changes in headaches should be evaluated.

b. Migraine Clari"cation: Classi"cation depends on accurate diagnosis of those severe 
headaches that are migraines and those headaches that are not, as well as 
diagnosis of ever experiencing aura. Aura is a speci"c focal neurologic symptom. 
For more information about headache classi"cation see The International Headache 
Society Classi"cation, 3rd edition (http://www.ihs-classi"cation.org/_downloads/
mixed/International-Headache-Classi"cation-III-ICHD-III-2013-Beta.pdf). Any new 
headaches or marked changes in headaches should be evaluated.

Clari"cation: Classi"cation is for women without any other risk factors for stroke 
(e.g., age, hypertension, and smoking).

Evidence: Among women with migraine, oral contraceptive use is associated with 
about a threefold increased risk for ischemic stroke compared with nonuse, 
although most studies did not specify migraine type or oral contraceptive 
formulation. The only study to examine migraine type found that the risk for 
ischemic stroke among women with migraine with aura was increased to a similar 
level among both oral contraceptive users and nonusers, compared with women 
without migraine (201). The risk for ischemic stroke is increased among women 
using COCs, compared with women not using COCs (104,202). The risk for ischemic 
stroke is also increased among women with migraine with aura, compared with 
women without migraine (203–205). One older meta-analysis found that migraine 
without aura was associated with an increased risk for ischemic stroke, while two 
more recent meta-analyses did not "nd such an association (203–205).

Comment: Menstrual migraine is a subtype of migraine without aura. For more 
information, see The International Headache Society Classi"cation, 3rd edition (http://
www.ihs-classi"cation.org/_downloads/mixed/International-Headache-
Classi"cation-III-ICHD-III-2013-Beta.pdf).

i. Without aura (This category of migraine includes 
menstrual migraine.)

2

ii. With aura 4

Epilepsy 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

1 Clari"cation: If a woman is taking anticonvulsants, see Drug Interactions section. 
Certain anticonvulsants lower COC e$ectiveness. The extent to which patch or ring 
use is similar to COC use in this regard remains unclear.

Multiple sclerosis Evidence: Limited evidence suggests that use of COCs or oral contraceptives (type 
not speci"ed) among women with multiple sclerosis does not worsen the clinical 
course of disease (206).

Comment: No data exist that evaluate the increased risk for VTE among women 
with multiple sclerosis using CHCs. However, women with multiple sclerosis are at 
higher risk than una$ected women for VTE.

a. With prolonged immobility 3

b. Without prolonged immobility 1

Depressive Disorders
Depressive disorders 1 Clari"cation: If a woman is receiving psychotropic medications or St. John’s wort, 

see Drug Interactions section.

Evidence: COC use was not associated with increased depressive symptoms in 
women with depression or scoring above threshold levels on a validated 
depression screening instrument compared with baseline or with nonusers with 
depression. One small study of women with bipolar disorder found that oral 
contraceptives did not signi"cantly change mood across the menstrual cycle (207).

Reproductive Tract Infections and Disorders
Vaginal bleeding patterns

a. Irregular pattern without heavy bleeding 1 Comment: Irregular menstrual bleeding patterns are common among healthy women.

b. Heavy or prolonged bleeding (includes regular and 
irregular patterns)

1 Clari"cation: Unusually heavy bleeding should raise the suspicion of a serious 
underlying condition.

Evidence: A Cochrane Collaboration Review identi"ed one randomized controlled 
trial evaluating the e$ectiveness of COC use compared with naproxen and danazol 
in treating menorrhagia. Women with menorrhagia did not report worsening of 
the condition or any adverse events related to COC use (208).
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Unexplained vaginal bleeding 
(suspicious for serious condition) before evaluation

2 Clari"cation: If pregnancy or an underlying pathological condition (e.g., pelvic 
malignancy) is suspected, it must be evaluated and the category adjusted 
after evaluation.

Comment: No conditions that cause vaginal bleeding will be worsened in the 
short-term by use of CHCs.

Endometriosis 1 Evidence: A Cochrane Collaboration Review identi"ed one randomized controlled 
trial evaluating the e$ectiveness of COC use compared with a gonadotropin-
releasing hormone analog in treating the symptoms of endometriosis. Women 
with endometriosis did not report worsening of the condition or any adverse 
events related to COC use (209).

Benign ovarian tumors (including cysts) 1

Severe dysmenorrhea 1 Evidence: Risk for side e$ects with COC use was not higher among women with 
dysmenorrhea than among women not using COCs. Some COC users had a 
reduction in pain and bleeding (210,211).

Gestational trophoblastic disease 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

Clari"cation: For all subconditions of gestational trophoblastic disease, 
classi"cations are based on the assumption that women are under close medical 
supervision because of the need for monitoring of β-hCG levels for appropriate 
disease surveillance. 

Evidence: After molar pregnancy evacuation, the balance of evidence found COC use 
did not increase the risk for postmolar trophoblastic disease, and β–hCG levels 
regressed more rapidly in some COC users than in nonusers (212). Limited evidence 
suggests that use of COCs during chemotherapy does not signi"cantly a$ect the 
regression or treatment of postmolar trophoblastic disease compared with women 
who used a nonhormonal contraceptive method or DMPA during chemotherapy (212).

a. Suspected gestational trophoblastic disease (immediate 
postevacuation)

i. Uterine size "rst trimester 1

ii. Uterine size second trimester 1

b. Con"rmed gestational trophoblastic disease (after initial evacuation 
and during monitoring)

i. Undetectable/nonpregnant β-hCG levels 1

ii. Decreasing β-hCG levels 1

iii. Persistently elevated β-hCG levels or malignant disease, with no 
evidence or suspicion of intrauterine disease

1

iv. Persistently elevated β-hCG levels or malignant disease, with 
evidence or suspicion of intrauterine disease

1

Cervical ectropion 1 Comment: Cervical ectropion is not a risk factor for cervical cancer, and restriction 
of CHC use is unnecessary.

Cervical intraepithelial neoplasia 2 Evidence: Among women with persistent human papillomavirus infection, 
long-term COC use (≥5 years) might increase the risk for carcinoma in situ and 
invasive carcinoma (213). Limited evidence on women with low-grade squamous 
intraepithelial lesions found use of the vaginal ring did not worsen the condition (9).

Cervical cancer (awaiting treatment) 2 Comment: Theoretical concern exists that CHC use might a$ect prognosis of the 
existing disease. While awaiting treatment, women may use CHCs. In general, 
treatment of this condition can render a woman sterile.

Breast disease 
Breast cancer is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Undiagnosed mass 2 Clari"cation: The woman should be evaluated as early as possible.

b. Benign breast disease 1 —

c. Family history of cancer 1 Evidence: Women with breast cancer susceptibility genes (e.g., BRCA1 and BRCA2) 
have a higher baseline risk for breast cancer than women without these genes. The 
baseline risk for breast cancer is also higher among women with a family history of 
breast cancer than among those who do not have such a history. However, 
evidence does not suggest that the increased risk for breast cancer among women 
with either a family history of breast cancer or breast cancer susceptibility genes is 
modi"ed by the use of COCs (214–231).

d. Breast cancer Comment: Breast cancer is a hormonally sensitive tumor, and the prognosis for 
women with current or recent breast cancer might worsen with CHC use.i. Current 4

ii. Past and no evidence of current disease for 5 years 3

Endometrial hyperplasia 1 —

Endometrial cancer 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

1 Comment: COC use reduces the risk for endometrial cancer; whether patch or ring 
use reduces the risk for endometrial cancer is not known. While awaiting 
treatment, women may use CHCs. In general, treatment of this condition renders a 
woman sterile.

Ovarian cancer 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

1 Comment: COC use reduces the risk for ovarian cancer; whether patch or ring use 
reduces the risk for ovarian cancer is not known. While awaiting treatment, women 
may use CHCs. In general, treatment of this condition can render a woman sterile.

Uterine "broids 1 Comment: COCs do not appear to cause growth of uterine "broids, and patch and 
ring also are not expected to cause growth.

See table footnotes on page 69.
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Pelvic in#ammatory disease Comment: COCs might reduce the risk for PID among women with STDs but do 
not protect against HIV or lower genital tract STDs. Whether use of patch or ring 
reduces the risk for PID among women with STDs is unknown; however, they do 
not protect against HIV or lower genital tract STDs.

a. Past PID

i. With subsequent pregnancy 1

ii. Without subsequent pregnancy 1

b. Current PID 1

Sexually transmitted diseases

a. Current purulent cervicitis or chlamydial infection or gonococcal 
infection

1 —

b. Vaginitis (including Trichomonas vaginalis and bacterial vaginosis) 1 —

c. Other factors related to STDs 1 —

HIV
High risk for HIV 1 Evidence: Overall, evidence does not support an association between oral 

contraceptives and risk for HIV acquisition (232).

HIV infection 
For women with HIV infection who are not clinically well or not receiving 
ARV therapy, this condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 Clari"cation: Drug interactions might exist between hormonal contraceptives and 
ARV drugs; see Drug Interactions section.

Evidence: Overall, evidence does not support an association between COC use and 
progression of HIV. Limited direct evidence does not support an association 
between COC use and transmission of HIV to noninfected partners; studies 
measuring genital viral shedding as a proxy for infectivity have had mixed results. 
Studies measuring whether hormonal contraceptive methods a$ect plasma HIV 
viral load generally have found no e$ect (233–235).

Other Infections
Schistosomiasis 
Schistosomiasis with "brosis of the liver is associated with increased risk 
for adverse health events as a result of pregnancy (Box 2).

  

a. Uncomplicated 1 Evidence: Among women with uncomplicated schistosomiasis, COC use had no 
adverse e$ects on liver function (236–242).

b. Fibrosis of the liver (if severe, see Cirrhosis section) 1 —

Tuberculosis 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

Clari"cation: If a woman is taking rifampin, see Drug Interactions section. Rifampin 
is likely to decrease COC e$ectiveness. The extent to which patch or ring use is 
similar to COC use in this regard remains unclear.

a. Nonpelvic 1

b. Pelvic 1

Malaria 1 —

Endocrine Conditions
Diabetes 
Insulin-dependent diabetes; diabetes with nephropathy, retinopathy, or 
neuropathy; diabetes with other vascular disease; or diabetes of 
>20 years’ duration are associated with increased risk for adverse health 
events as a result of pregnancy (Box 2).

  

a. History of gestational disease 1 Evidence: The development of non–insulin-dependent diabetes in women with a 
history of gestational diabetes is not increased by use of COCs (243–250). Likewise, 
lipid levels appear to be una$ected by COC use (251–253).

b. Nonvascular disease Evidence: Among women with insulin-dependent or non–insulin-dependent 
diabetes, COC use had limited e$ect on daily insulin requirements and no e$ect on 
long-term diabetes control (e.g., glycosylated hemoglobin levels) or progression to 
retinopathy. Changes in lipid pro"le and hemostatic markers were limited, and 
most changes remained within normal values (254–263).

i. Non-insulin dependent 2

ii. Insulin dependent 2

c. Nephropathy, retinopathy, or neuropathy 3/4 Clari"cation: The category should be assessed according to the severity of the condition.

d. Other vascular disease or diabetes of >20 years’ duration 3/4 Clari"cation: The category should be assessed according to the severity of the condition.

Thyroid disorders

a. Simple goiter 1 —

b. Hyperthyroid 1 —

c. Hypothyroid 1 —

Gastrointestinal Conditions
In#ammatory bowel disease (ulcerative colitis or Crohn’s disease) 2/3 Clari"cation: For women with mild IBD and with no other risk factor for VTE, the 

bene"ts of CHC use generally outweigh the risks (category 2). However, for women 
with IBD who are at increased risk for VTE (e.g., those with active or extensive 
disease, surgery, immobilization, corticosteroid use, vitamin de"ciencies, or @uid 
depletion), the risks of CHC use generally outweigh the bene"ts (category 3).

Evidence: Risk for disease relapse was not signi"cantly higher among women with 
IBD using oral contraceptives (most studies did not specify type) than among 
nonusers (264). Absorption of COCs among women with mild ulcerative colitis and 
no or small ileal resections was similar to the absorption among healthy women 
(264). Findings might not apply to women with Crohn’s disease or more extensive 
bowel resections. No data exist that evaluate the increased risk for VTE among 
women with IBD using CHCs. However, women with IBD are at higher risk than 
una$ected women for VTE (264).

See table footnotes on page 69.
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Gallbladder disease  Comment: CHCs might cause a small increased risk for gallbladder disease. CHCs 
might worsen existing gallbladder disease.a. Symptomatic

i. Treated by cholecystectomy 2

ii. Medically treated 3

iii. Current 3

b. Asymptomatic 2

History of cholestasis

a. Pregnancy related 2 Comment: History of pregnancy-related cholestasis might predict an increased risk 
for COC-related cholestasis.

b. Past COC related 3 Comment: History of COC-related cholestasis predicts an increased risk with 
subsequent COC use.

Viral hepatitis Initiation Continuation

a. Acute or @are 3/4 2 Clari"cation (initiation): The category should be assessed according to the severity 
of the condition.

Evidence: Data suggest that in women with chronic hepatitis, COC use does not 
increase the rate or severity of cirrhotic "brosis, nor does it increase the risk for 
hepatocellular carcinoma. For women who are carriers, COC use does not appear 
to trigger liver failure or severe dysfunction. Evidence is limited for COC use during 
active hepatitis (265).

b. Carrier 1 1 Evidence: Data suggest that in women with chronic hepatitis, COC use does not 
increase the rate or severity of cirrhotic "brosis, nor does it increase the risk for 
hepatocellular carcinoma. For women who are carriers, COC use does not appear 
to trigger liver failure or severe dysfunction. Evidence is limited for COC use during 
active hepatitis (265).

c. Chronic 1 1 Evidence: Data suggest that in women with chronic hepatitis, COC use does not 
increase the rate or severity of cirrhotic "brosis, nor does it increase the risk for 
hepatocellular carcinoma. For women who are carriers, COC use does not appear 
to trigger liver failure or severe dysfunction. Evidence is limited for COC use during 
active hepatitis (265).

Cirrhosis 
Severe cirrhosis is associated with increased risk for adverse health 
events as a result of pregnancy (Box 2).

  

a. Mild (compensated) 1 —

b. Severe (decompensated) 4 —

Liver tumors 
Hepatocellular adenoma and malignant liver tumors are associated with 
increased risk for adverse health events as a result of pregnancy (Box 2).

  

a. Benign

i. Focal nodular hyperplasia 2 Evidence: Limited direct evidence suggests that hormonal contraceptive use does 
not in@uence either progression or regression of liver lesions among women with 
focal nodular hyperplasia (266).

ii. Hepatocellular adenoma 4 —

b. Malignant (hepatoma) 4 —

Respiratory Conditions
Cystic "brosis 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

1 Clari"cation: Persons with cystic "brosis are at increased risk for diabetes, liver 
disease, gallbladder disease, and VTE (particularly related to use of central venous 
catheters) and are frequently prescribed antibiotics. Categories assigned to such 
conditions in U.S. MEC should be the same for women with cystic "brosis who have 
these conditions. For cystic "brosis, classi"cations are based on the assumption 
that no other conditions are present; these classi"cations must be modi"ed in the 
presence of such conditions.

Clari"cation: Certain drugs to treat cystic "brosis (e.g., lumacaftor) might reduce 
e$ectiveness of hormonal contraceptives, including oral, injectable, transdermal, 
and implantable contraceptives.

Evidence: Limited evidence suggests that use of COCs or oral contraceptives (type 
not speci"ed) among women with cystic "brosis is not associated with worsening 
of disease severity. Very limited evidence suggests that cystic "brosis does not 
impair the e$ectiveness of hormonal contraception (267).

Anemias
Thalassemia 1 Comment: Anecdotal evidence from countries where thalassemia is prevalent 

indicates that COC use does not worsen the condition.

Sickle cell disease 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

2 —

Iron de"ciency anemia 1 Comment: CHC use might decrease menstrual blood loss.

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).
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a. Complicated: graft failure (acute or chronic), rejection, cardiac 
allograft vasculopathy

4 Evidence: Limited evidence of COC and patch users indicated no overall changes in 
biochemical measures. However, one study reported discontinuations of COC use in 
two (8%) of 26 women as a result of serious medical complications, and in one case 
report, a woman developed cholestasis associated with high-dose COC use (268).

b. Uncomplicated 2 Clari"cation: Women with Budd-Chiari syndrome should not use CHCs because of 
the increased risk for thrombosis.

Evidence: Limited evidence of COC and patch users indicated no overall changes in 
biochemical measures. However, one study reported discontinuations of COC use in 
two (8%) of 26 women as a result of serious medical complications, and in one case 
report, a woman developed cholestasis associated with high-dose COC use (268).

Drug Interactions
Antiretroviral therapy Comment: These recommendations generally are for ARV agents used alone. 

However, most women receiving ARV therapy are using multiple drugs in 
combination. In general, whether interactions between ARVs and hormonal 
contraceptives di$er when ARVs are given alone or in combination is unknown.

a. Nucleoside reverse transcriptase inhibitors (NRTIs)

i. Abacavir (ABC) 1 Evidence: NRTIs do not appear to have signi"cant risk for interactions with 
hormonal contraceptive methods (269–274).ii. Tenofovir (TDF) 1

iii. Zidovudine (AZT) 1

iv. Lamivudine (3TC) 1

v. Didanosine (DDI) 1

vi. Emtricitabine (FTC) 1

vii. Stavudine (D4T) 1

b. Nonnucleoside reverse transcriptase inhibitors (NNRTIs)

i. Efavirenz (EFV) 2 Clari"cation: Evidence suggests drug interactions between EFV and certain 
hormonal contraceptives. These interactions might reduce the e$ectiveness of the 
hormonal contraceptive.

Evidence: Two studies suggested that pregnancy rates might be higher among 
women using COCs and EFV compared with COCs alone, although one study found 
no di$erence in pregnancy rates (275–277) Two studies found con@icting results on 
ovulations in women receiving COCs and EFV compared with EFV alone (278,279). 
Two pharmacokinetic studies demonstrated decreases in ethinyl estradiol and 
progestin concentrations in women receiving COCs and EFV compared with COCs 
alone (279,280). Pharmacokinetic studies demonstrated generally no changes in 
EFV concentrations with concomitant COC use (279,280).

ii. Etravirine (ETR) 1 Evidence: One study demonstrated no clinically relevant pharmacokinetic or 
pharmacodynamic changes in women using COCs and ETR compared with COCs 
alone (281).

iii. Nevirapine (NVP) 1 Evidence: Five studies found no signi"cant di$erences in pregnancy rates among 
women using COCs and NVP compared with women using COCs alone (275–
277,282,283). Three studies reported no ovulations among women receiving COCs 
and NVP (278,283,284). Two pharmacokinetic studies demonstrated decreased 
concentrations of ethinyl estradiol and progestin among women using COCs and 
NVP compared with COCs alone, and one study found no change in contraceptive 
hormone concentrations (278,284,285). Pharmacokinetic studies demonstrated 
generally no changes in NVP concentrations with concomitant COC use 
(278,285,286).

iv. Rilpivirine (RPV) 1 Evidence: One study demonstrated no clinical signi"cant pharmacokinetic 
changes or adverse events in women using COCs and RPV compared with COCs 
alone (287).

c. Ritonavir-boosted protease inhibitors

i. Ritonavir-boosted atazanavir (ATV/r) 2 Clari"cation: Theoretically, drug interactions might occur between certain 
ritonavir-boosted protease inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal contraceptive. 

Evidence: One pharmacokinetic study demonstrated decreased estrogen but 
increased progestin concentrations in women using COCs and ATV/r compared 
with COCs alone (288).

ii. Ritonavir-boosted darunavir (DRV/r) 2 Clari"cation: Theoretically, drug interactions might occur between certain 
ritonavir-boosted protease inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal contraceptive. 

Evidence: One pharmacokinetic study demonstrated no change in follicle-stimu-
lating hormone or luteinizing hormone but decreases in ethinyl estradiol and 
norethindrone in women using COCs with DRV/r compared with COCs alone (289).
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iii. Ritonavir-boosted fosamprenavir (FPV/r) 2 Clari"cation: Theoretically, drug interactions might occur between certain 
ritonavir-boosted protease inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal contraceptive. 

Evidence: Information from the package label states that both ethinyl estradiol 
and norethindrone concentrations decreased with concurrent administration of 
COCs and FPV/r (290).

iv. Ritonavir-boosted lopinavir (LPV/r) 1 Evidence: One study demonstrated a non-signi"cant increase in pregnancy rates 
among women using COCs and LPV/r compared with COCs alone (275). One study 
demonstrated no ovulations in women using the combined hormonal patch and 
LPV/r compared with combined hormonal patch alone; ethinyl estradiol 
concentrations for COC and patch users decreased but norelgestromin concentra-
tions increased with use of the patch (291).

v. Ritonavir-boosted saquinavir (SQV/r) 2 Clari"cation: Theoretically, drug interactions might occur between certain 
ritonavir-boosted protease inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal contraceptive. 

Evidence: One pharmacokinetic study demonstrated no change in SQV 
concentrations in women using COC and SQV compared with COCs alone (292).

iv. Ritonavir-boosted tipranavir (TPV/r) 2 Clari"cation: Theoretically, drug interactions might occur between certain 
ritonavir-boosted protease inhibitors and certain hormonal contraceptives that 
might reduce the e$ectiveness of the hormonal contraceptive. 

Evidence: Information from the package label states that ethinyl estradiol 
concentrations decrease but norethindrone concentrations increased with 
concurrent administration of COCs and TPV/r (293).

d. Protease inhibitors without ritonavir

i. Atazanavir (ATV) 2 Clari"cation: Theoretical concern exists that increased levels of ethinyl estradiol 
because of interactions with ATV might increase the risk for adverse events.

Evidence: Information from the package label states that there are inconsistent 
changes in ethinyl estradiol concentrations and increases in progestin concentra-
tions with concurrent administration of two di$erent COCs and ATV (294).

Comment: When ATV is administered with Cobicistat, theoretical concern exists for 
a drug interaction with hormonal contraceptives. Cobicistat is an inhibitor of 
CYP3A and CYP2D6 and could theoretically increase contraceptive hormone levels. 
However, its e$ects on CYP enzymes and drug levels may vary when combined 
with other ARVs.

ii. Fosamprenavir (FPV) 3 Clari"cation: Concern exists that interactions between FPV and hormonal 
contraceptives leading to decreased levels of FPV might diminish e$ectiveness of 
the ARV drug.

Evidence: Information from the package label states that amprenavir concentra-
tions decreased with concurrent administration of COCs and amprenavir. 
Norethindrone concentrations increased and ethinyl estradiol concentrations did 
not change (290).

iii. Indinavir (IDV) 1 Evidence: One small study found no pregnancies in women using COCs and IDV (277).

iv. Nel"navir (NFV) 2 Clari"cation: Evidence suggests drug interactions between certain protease 
inhibitors and certain hormonal contraceptives. These interactions might reduce 
the e$ectiveness of the hormonal contraceptive.

Evidence: One small study suggested that women using COCs and NFV may have 
had higher pregnancy rates than those using COCs alone (277).

e. CCR5 co-receptor antagonists

i. Maraviroc (MVC) 1 Evidence: COC concentrations were not altered by co-administration with MVC (295).

f. HIV integrase strand transfer inhibitors

i. Raltegravir (RAL) 1 Evidence: One pharmacokinetic study demonstrated increased concentrations of 
norgestimate and no change in ethinyl estradiol among women using COCs and 
RAL compared with COCs alone (296).

ii. Dolutegravir (DTG) 1 Evidence: One study demonstrated no clinically relevant pharmacokinetic or 
pharmacodynamic changes in women using COCs and DTG compared with COCs 
alone (297).
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iii. Elvitegravir (EVG) 1 Evidence: Information from the package label states that ethinyl estradiol 
concentrations decreased and norgestimate concentrations increased with 
concurrent administration of COCs and EVG (298).

Comment: When ATV is administered with Cobicistat, theoretical concern exists for 
a drug interaction with hormonal contraceptives. Cobicistat is an inhibitor of 
CYP3A and CYP2D6 and could theoretically increase contraceptive hormone levels. 
However, its e$ects on CYP enzymes and drug levels may vary when combined 
with other ARVs.

g. Fusion inhibitors

i. Enfuvirtide 1 —

Anticonvulsant therapy

a. Certain anticonvulsants (phenytoin, carbamazepine, barbiturates, 
primidone, topiramate, oxcarbazepine)

3 Clari"cation: Although the interaction of certain anticonvulsants with CHCs is not 
harmful to women, it is likely to reduce the e$ectiveness of CHCs. Use of other 
contraceptives should be encouraged for women who are long-term users of any 
of these drugs. When a COC is chosen, a preparation containing a minimum of 30 
µg ethinyl estradiol should be used.

Evidence: Use of certain anticonvulsants might decrease the e$ectiveness of COCs 
(299–302).

b. Lamotrigine 3 Clari"cation: The recommendation for lamotrigine applies only for situations 
where lamotrigine monotherapy is taken concurrently with COCs. Anticonvulsant 
treatment regimens that combine lamotrigine and non–enzyme-inducing 
antiepileptic drugs (e.g., sodium valproate) do not interact with COCs.

Evidence: Pharmacokinetic studies show levels of lamotrigine decrease 
signi"cantly during COC use (303–307). Some women who used both COCs and 
lamotrigine experienced increased seizure activity in one trial (303).

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 Evidence: Most broad-spectrum antibiotics do not a$ect the contraceptive 
e$ectiveness of COCs (308–344), patch (345), or ring (346).

b. Antifungals 1 Evidence: Studies of antifungal agents have shown no clinically signi"cant 
pharmacokinetic interactions with COCs (347–356), or ring (357).

c. Antiparasitics 1 Evidence: Studies of antiparasitic agents have shown no clinically signi"cant 
pharmacokinetic interactions with COCs (236,358–362).

d. Rifampin or rifabutin therapy 3 Clari"cation: Although the interaction of rifampin or rifabutin therapy with CHCs is 
not harmful to women, it is likely to reduce the e$ectiveness of CHCs. Use of other 
contraceptives should be encouraged for women who are long-term users of 
either of these drugs. When a COC is chosen, a preparation containing a minimum 
of 30 µg ethinyl estradiol should be used.

Evidence: The balance of the evidence suggests that rifampin reduces the 
e$ectiveness of COCs (363–378). Data on rifabutin are limited, but e$ects on 
metabolism of COCs are less than with rifampin, and small studies have not shown 
evidence of ovulation (365,372).

Psychotropic medications  Comment: For many common psychotropic agents, limited or no theoretical 
concern exists for clinically signi"cant drug interactions when co-administered 
with hormonal contraceptives. However, either no or very limited data exist 
examining potential interactions for these classes of medications. For psychotropic 
agents that are CYP1A2 substrates, such as duloxetine, mirtazapine, ziprasidone, 
olanzapine, clomipramine, imipramine, and amitriptyline, co-administration with 
CHCs could theoretically yield increased concentrations of the psychotropic drug. 
For agents with narrow therapeutic windows, such as tricyclic antidepressants, 
increased drug concentrations might pose safety concerns that could necessitate 
closer monitoring.

a. SSRIs 1 Evidence: Limited clinical and pharmacokinetic data do not demonstrate concern 
for SSRIs decreasing the e$ectiveness of oral contraceptives. Limited evidence 
suggests that for women taking SSRIs, the use of hormonal contraceptives was not 
associated with di$erences in e$ectiveness of the SSRI for treatment or in adverse 
events when compared with women not taking hormonal contraceptives (379).

Comment: Drugs that are inhibitors of CYP3A4 or CYP2C9 theoretically have the 
potential to increase levels of contraceptive steroids which might increase adverse 
events. Fluvoxamine is an SSRI known to be a moderate inhibitor of both CYP3A4 
and CYP2C9; however, no clinical or pharmacokinetic studies were identi"ed to 
explore potential drug-drug interactions.
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St. John’s wort 2 Evidence: Although clinical data are limited, studies with pharmacokinetic and 
pharmacodynamics outcomes raise concern that St. John’s wort might decrease 
e$ectiveness of hormonal contraceptives, including increased risk for break-
through bleeding and ovulation and increased metabolism of estrogen and 
progestins. Any interactions might be dependent on the dose of St John’s wort, 
and the concentration of active ingredients across types of St. John’s wort 
preparations may vary (380).

Abbreviations: ARV = antiretroviral; BMD = bone mineral density; BMI = body mass index; CHC = combined hormonal contraceptive; COC = combined oral contraceptive; DVT = deep venous 
thrombosis; hCG = human chorionic gonadotropin; HDL = high-density lipoprotein; HIV = human immunodeficiency virus; IBD = inflammatory bowel disease; LDL = low-density lipoprotein; 
PE = pulmonary embolism; PID = pelvic inflammatory disease; SLE = systemic lupus erythematosus; SSRI = selective serotonin reuptake inhibitor; STD = sexually transmitted infection; 
VTE = venous thromboembolism.
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Appendix E

Classifications for Barrier Methods

BOX E1. Categories for classifying barrier methods  

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.  

TABLE E1. Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

Personal Characteristics and Reproductive History
Pregnancy NA NA NA Clari"cation: None of these methods are relevant for 

contraception during known pregnancy. However, for 
women who remain at risk for STDs/HIV during 
pregnancy, the correct and consistent use of condoms is 
recommended.

Age

a. Menarche to <40 years 1 1 1 —

b. ≥40 years 1 1 1 —

Parity

a. Nulliparous 1 1 1 —

b. Parous 1 1 2 Clari"cation: Risk for cervical cap failure is higher in 
parous women than in nulliparous women.

Postpartum (breastfeeding and nonbreastfeeding)

a. <6 weeks postpartum 1 1 NA Clari"cation: Diaphragm and cap are unsuitable until 
uterine involution is complete.

b. ≥6 weeks postpartum 1 1 1 —

Postabortion

a. First trimester 1 1 1 —

b. Second trimester 1 1 1 Clari"cation: Diaphragm and cap are unsuitable until 6 
weeks after second trimester abortion.

c. Immediate postseptic abortion 1 1 1 —

Past ectopic pregnancy 1 1 1 —

History of pelvic surgery 1 1 1 —

Smoking

a. Age <35 years 1 1 1 —

b. Age ≥35 years

i. <15 cigarettes per day 1 1 1 —

ii. ≥15 cigarettes per day 1 1 1 —

Obesity    Comment: Severe obesity might make diaphragm and 
cap placement diXcult.a. BMI ≥30 kg/m2 1 1 1

b. Menarche to <18 years and BMI ≥30 kg/m2 1 1 1

See table footnotes on page 87.

Classifications for barrier contraceptive methods include 
those for condoms, which include male latex condoms, male 
polyurethane condoms, and female condoms; spermicides; and 
diaphragm with spermicide or cervical cap (Box E1) (Table E1). 

Women with conditions that make pregnancy an unacceptable 
risk should be advised that barrier methods for pregnancy 
prevention might not be appropriate for those who cannot 
use them consistently and correctly because of the relatively 
higher typical-use failure rates of these methods. Women 
should be counseled that consistent and correct use of the 
male latex condom reduces the risk for transmission of human 
immunodeficiency virus (HIV) and other sexually transmitted 
diseases (STDs). Use of female condoms can provide protection 
from transmission of STDs, although data are limited.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

History of bariatric surgery 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease storage capacity of the 
stomach (vertical banded gastroplasty, laparoscopic 
adjustable gastric band, or laparoscopic sleeve 
gastrectomy)

1 1 1 —

b. Malabsorptive procedures: decrease absorption of 
nutrients and calories by shortening the functional length 
of the small intestine (Roux-en-Y gastric bypass or 
biliopancreatic diversion)

1 1 1 —

Cardiovascular Disease
Multiple risk factors for atherosclerotic cardiovascular 
disease (e.g., older age, smoking, diabetes, hypertension, 
low HDL, high LDL, or high triglyceride levels)

1 1 1 —

Hypertension 
Systolic blood pressure ≥160 mm Hg or diastolic blood 
pressure ≥100 mm Hg are associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

    

a. Adequately controlled hypertension 1 1 1 —

b. Elevated blood pressure levels 
(properly taken measurements)

i. Systolic 140–159 mm Hg or diastolic 90–99 mm Hg 1 1 1 —

ii. Systolic ≥160 mm Hg or diastolic ≥100 mm Hg 1 1 1 —

c. Vascular disease 1 1 1 —

History of high blood pressure during pregnancy (when 
current blood pressure is measurable and normal)

1 1 1 —

Deep venous thrombosis/Pulmonary embolism

a. History of DVT/PE, not receiving anticoagulant therapy

i. Higher risk for recurrent DVT/PE (one or more risk 
factors)

1 1 1 —

• History of estrogen-associated DVT/PE
• Pregnancy-associated DVT/PE
• Idiopathic DVT/PE
• Known thrombophilia, including antiphospholipid 
syndrome
• Active cancer (metastatic, receiving therapy, or within 
6 months after clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE (no risk factors) 1 1 1 —

b. Acute DVT/PE 1 1 1 —

c. DVT/PE and established anticoagulant therapy for at 
least 3 months

i. Higher risk for recurrent DVT/PE (one or more risk 
factors)

1 1 1

• Known thrombophilia, including antiphospholipid 
syndrome
• Active cancer (metastatic, receiving therapy, or within 
6 months after clinical remission), excluding 
nonmelanoma skin cancer
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE (no risk factors) 1 1 1 —

d. Family history ("rst-degree relatives) 1 1 1 —

e. Major surgery

i. With prolonged immobilization 1 1 1 —

ii. Without prolonged immobilization 1 1 1 —

f. Minor surgery without immobilization 1 1 1 —

See table footnotes on page 87.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

Known thrombogenic mutations (e.g., factor V Leiden; 
prothrombin mutation; or protein S, protein C, and 
antithrombin de"ciencies) 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 Clari"cation: Routine screening is not appropriate 
because of the rarity of the conditions and the high cost 
of screening.

Super"cial venous disorders

a. Varicose veins 1 1 1 —

b. Super"cial venous thrombosis (acute or history) 1 1 1 —

Current and history of ischemic heart disease 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Stroke (history of cerebrovascular accident) 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Valvular heart disease 
Complicated valvular heart disease is associated with 
increased risk for adverse health events as a result of 
pregnancy (Box 2).

    

a. Uncomplicated 1 1 1 —

b. Complicated (pulmonary hypertension, risk for atrial 
"brillation, or history of subacute bacterial endocarditis)

1 1 2 —

Peripartum cardiomyopathy 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

    

a. Normal or mildly impaired cardiac function (New York 
Heart Association Functional Class I or II: patients with no 
limitation of activities or patients with slight, mild 
limitation of activity) (1)

i. <6 months 1 1 1 —

ii. ≥6 months 1 1 1 —

b. Moderately or severely impaired cardiac function (New 
York Heart Association Functional Class III or IV: patients 
with marked limitation of activity or patients who should 
be at complete rest) (1)

1 1 1 —

Rheumatic Diseases
Systemic lupus erythematosus 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

    

a. Positive (or unknown) antiphospholipid antibodies 1 1 1 —

b. Severe thrombocytopenia 1 1 1 —

c. Immunosuppressive therapy 1 1 1 —

d. None of the above 1 1 1 —

Rheumatoid arthritis

a. Receiving immunosuppressive therapy 1 1 1 —

b. Not receiving immunosuppressive therapy 1 1 1 —

Neurologic Conditions
Headaches —

a. Nonmigraine (mild or severe) 1 1 1 —

b. Migraine

i. Without aura (This category of migraine includes 
menstrual migraine.)

1 1 1 Comment: Menstrual migraine is a subtype of migraine 
without aura. For more information see The International 
Headache Society Classi"cation, 3rd edition (http://www.
ihs-classi"cation.org/_downloads/mixed/International-
Headache-Classi"cation-III-ICHD-III-2013-Beta.pdf).

ii. With aura 1 1 1 —

Epilepsy 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Multiple sclerosis

a. With prolonged immobility 1 1 1 —

b. Without prolonged immobility 1 1 1 —

Depressive Disorders
Depressive disorders 1 1 1 —

Reproductive Tract Infections and Disorders
Unexplained vaginal bleeding 
(suspicious for serious condition) before evaluation

1 1 1 Clari"cation: If pregnancy or an underlying pathological 
condition (e.g., pelvic malignancy) is suspected, it must 
be evaluated and the category adjusted after evaluation.

See table footnotes on page 87.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

Endometriosis 1 1 1 —

Benign ovarian tumors (including cysts) 1 1 1 —

Severe dysmenorrhea 1 1 1 —

Gestational trophoblastic disease 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

    

a. Suspected gestational trophoblastic disease 
(immediate postevacuation)

i. Uterine size "rst trimester 1 1 1 —

ii. Uterine size second trimester 1 1 1 —

b. Con"rmed gestational trophoblastic disease 
(after initial evacuation and during monitoring)

i. Undetectable/nonpregnant β–hCG levels 1 1 1 —

ii. Decreasing β–hCG levels 1 1 1 —

iii. Persistently elevated β-hCG levels or malignant 
disease, with no evidence or suspicion of intrauterine 
disease

1 1 1 —

iv. Persistently elevated β-hCG levels or malignant 
disease, with evidence or suspicion of intrauterine 
disease

1 1 1 —

Cervical ectropion 1 1 1 —

Cervical intraepithelial neoplasia 1 1 1 Clari"cation: The cap should not be used. Diaphragm use 
has no restrictions.

Cervical cancer (awaiting treatment) 1 2 1 Clari"cation: The cap should not be used. Diaphragm use 
has no restrictions.

Comment: Repeated and high-dose use of the spermicide 
nonoxynol-9 can cause vaginal and cervical irritation or 
abrasions.

Breast disease 
Breast cancer is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

    

a. Undiagnosed mass 1 1 1 —

b. Benign breast disease 1 1 1 —

c. Family history of cancer 1 1 1 —

d. Breast cancer

i. Current 1 1 1 —

ii. Past and no evidence of current disease for 5 years 1 1 1 —

Endometrial hyperplasia 1 1 1 —

Endometrial cancer 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Ovarian cancer 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Uterine "broids 1 1 1 —

Anatomical abnormalities 1 1 NA Clari"cation: The diaphragm cannot be used in certain 
cases of prolapse. Cap use is not appropriate for a woman 
with markedly distorted cervical anatomy.

Pelvic in#ammatory disease

a. Past PID

i. With subsequent pregnancy 1 1 1 —

ii. Without subsequent pregnancy 1 1 1 —

b. Current PID 1 1 1 —

Sexually transmitted diseases 

a. Current purulent cervicitis or chlamydial infection or 
gonococcal infection

1 1 1 —

b. Vaginitis (including Trichomonas vaginalis and bacterial 
vaginosis)

1 1 1 —

c. Other factors related to STDs 1 1 1 —

HIV
High risk for HIV 1 4 4 Evidence: Repeated and high-dose use of the spermicide 

nonoxynol-9 was associated with increased risk for 
genital lesions, which might increase the risk for HIV 
infection (2).

Comment: Diaphragm use is assigned category 4 because 
of concerns about the spermicide, not the diaphragm.

See table footnotes on page 87.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

HIV infection 
For women with HIV infection who are not clinically well or 
not receiving ARV therapy, this condition is associated with 
increased risk for adverse health events as a result of 
pregnancy (Box 2).

1 3 3 Comment: Use of spermicides or diaphragms (with 
spermicide) can disrupt the cervical mucosa, which might 
increase viral shedding and HIV transmission to 
noninfected sex partners.

Other Infections
Schistosomiasis 
Schistosomiasis with "brosis of the liver is associated with 
increased risk for adverse health events as a result of 
pregnancy (Box 2).

a. Uncomplicated 1 1 1 —

b. Fibrosis of the liver 1 1 1 —

Tuberculosis 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Nonpelvic 1 1 1 —

b. Pelvic 1 1 1 —

Malaria 1 1 1 —

History of toxic shock syndrome 1 1 3 Comment: Toxic shock syndrome has been reported in 
association with contraceptive sponge and diaphragm use.

Urinary tract infection 1 1 2 Comment: Use of diaphragms and spermicides might 
increase risk for urinary tract infection.

Endocrine Conditions
Diabetes 
Insulin-dependent diabetes; diabetes with nephropathy, 
retinopathy, or neuropathy; diabetes with other vascular 
disease; or diabetes of >20 years’ duration are associated 
with increased risk for adverse health events as a result of 
pregnancy (Box 2).

a. History of gestational disease 1 1 1 —

b. Nonvascular disease

i. Non-insulin dependent 1 1 1 —

ii. Insulin dependent 1 1 1 —

c. Nephropathy, retinopathy, or neuropathy 1 1 1 —

d. Other vascular disease or diabetes of >20 years’ 
duration

1 1 1 —

Thyroid disorders

a. Simple goiter 1 1 1 —

b. Hyperthyroid 1 1 1 —

c. Hypothyroid 1 1 1 —

Gastrointestinal Conditions
In#ammatory bowel disease 
(ulcerative colitis or Crohn’s disease)

1 1 1 —

Gallbladder disease

a. Symptomatic

i. Treated by cholecystectomy 1 1 1 —

ii. Medically treated 1 1 1 —

iii. Current 1 1 1 —

b. Asymptomatic 1 1 1 —

History of cholestasis

a. Pregnancy related 1 1 1 —

b. Past COC related 1 1 1 —

Viral hepatitis

a. Acute or @are 1 1 1 —

b. Carrier 1 1 1 —

c. Chronic 1 1 1 —

Cirrhosis 
Severe cirrhosis is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Mild (compensated) 1 1 1 —

b. Severe (decompensated) 1 1 1 —

See table footnotes on page 87.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

Liver tumors 
Hepatocellular adenoma and malignant liver tumors are 
associated with increased risk for adverse health events as a 
result of pregnancy (Box 2).

a. Benign

i. Focal nodular hyperplasia 1 1 1 —

ii. Hepatocellular adenoma 1 1 1 —

b. Malignant (hepatoma) 1 1 1 —

Respiratory Conditions
Cystic "brosis 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Anemias
Thalassemia 1 1 1 —

Sickle cell disease 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 —

Iron de"ciency anemia 1 1 1 —

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

a. Complicated: graft failure (acute or chronic), rejection, 
or cardiac allograft vasculopathy

1 1 1 —

b. Uncomplicated 1 1 1 —

Drug Interactions
Antiretroviral therapy    Clari"cation: No drug interaction between ARV therapy 

and barrier method use is known. However, HIV infection 
is classi"ed as category 3 for spermicides and diaphragms 
(see HIV section).

a. Nucleoside reverse transcriptase inhibitors (NRTIs)

i. Abacavir (ABC) 1 3 3

ii. Tenofovir (TDF) 1 3 3

iii. Zidovudine (AZT) 1 3 3

iv. Lamivudine (3TC) 1 3 3

v. Didanosine (DDI) 1 3 3

vi. Emtricitabine (FTC) 1 3 3

vii. Stavudine (D4T) 1 3 3

b. Nonnucleoside reverse transcriptase inhibitors (NNRTIs)

i. Efavirenz (EFV) 1 3 3

ii. Etravirine (ETR) 1 3 3

iii. Nevirapine (NVP) 1 3 3

iv. Rilpivirine (RPV) 1 3 3

c. Ritonavir-boosted protease inhibitors

i. Ritonavir-boosted atazanavir (ATV/r) 1 3 3

ii. Ritonavir-boosted darunavir (DRV/r) 1 3 3

iii. Ritonavir-boosted fosamprenavir (FPV/r) 1 3 3

iv. Ritonavir-boosted lopinavir (LPV/r) 1 3 3

v. Ritonavir-boosted saquinavir (SQV/r) 1 3 3

vi. Ritonavir-boosted tipranavir (TPV/r) 1 3 3

d. Protease inhibitors without ritonavir

i. Atazanavir (ATV) 1 3 3

ii. Fosamprenavir (FPV) 1 3 3

iii. Indinavir (IDV) 1 3 3

iv. Nel"navir (NFV) 1 3 3

e. CCR5 co-receptor antagonists

i. Maraviroc (MVC) 1 3 3

f. HIV integrase strand transfer inhibitors

i. Raltegravir (RAL) 1 3 3

ii. Dolutegravir (DTG) 1 3 3

iii. Elvitegravir (EVG) 1 3 3

g. Fusion inhibitors

i. Enfuvirtide 1 3 3

Anticonvulsant therapy

a. Certain anticonvulsants (phenytoin, carbamazepine, 
barbiturates, primidone, topiramate, or oxcarbazepine)

1 1 1 —

b. Lamotrigine 1 1 1 —

See table footnotes on page 87.
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TABLE E1. (Continued) Classifications for barrier methods, including condoms, spermicides, diaphragms (with spermicide), and cap

Condition

Category

Clarifications/Evidence/CommentsCondom Spermicide
Diaphragm (with 
spermicide)/Cap

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 1 —

b. Antifungals 1 1 1 —

c. Antiparasitics 1 1 1 —

d. Rifampin or rifabutin therapy 1 1 1 —

Psychotropic medications

a. SSRIs 1 1 1 —

St. John’s wort 1 1 1 —

Allergy to latex 3 1 3 Clari"cation: The condition of allergy to latex does not 
apply to plastic condoms/diaphragms.

Abbreviations: ARV = antiretroviral; BMI = body mass index; COC = combined oral contraceptive; DVT = deep venous thrombosis; hCG = human chorionic gonadotropin; HDL = high-density 
lipoprotein; HIV = human immunodeficiency virus; LDL = low-density lipoprotein; NA = not applicable; PE = pulmonary embolism; PID = pelvic inflammatory disease; SSRI = selective serotonin 
reuptake inhibitor; STD = sexually transmitted disease.
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Appendix F

Classifications for Fertility Awareness–Based Methods

Fertility awareness–based (FAB) methods of family planning 
involve identifying the fertile days of the menstrual cycle, 
whether by observing fertility signs such as cervical secretions 
and basal body temperature or by monitoring cycle days 
(Box F1) (Table F1). FAB methods can be used in combination 
with abstinence or barrier methods during the fertile time. If 
barrier methods are used, see the Classifications for Barrier 
Methods (Appendix E).

No medical conditions worsen because of FAB methods. 
In general, FAB methods can be used without concern for 
health effects in persons who choose them. However, several 
conditions make their use more complex. The existence of 
these conditions suggests that 1) use of these methods should 
be delayed until the condition is corrected or resolved, or 
2) persons using FAB methods need special counseling, and 
a provider with particular training in use of these methods is 
generally necessary to ensure correct use.

Women with conditions that make pregnancy an unacceptable 
risk should be advised that FAB methods might not be 
appropriate for them because of the relatively higher typical-use 
failure rates of these methods. Symptoms-based and calendar-
based methods do not protect against sexually transmitted 
diseases (STDs), including human immunodeficiency virus 
(HIV), and women using these methods should be counseled 
that consistent and correct use of the male latex condom reduces 
the risk for transmission of HIV and other STDs. Use of female 
condoms can provide protection from transmission of STDs, 
although data are limited.

BOX F1. Definitions for terms associated with fertility awareness–
based methods

• Symptoms-based methods: FAB methods based on 
observation of fertility signs (e.g., cervical secretions or basal 
body temperature) such as the cervical mucus method, the 
symptothermal method, and the TwoDay method.

• Calendar-based methods: FAB methods based on 
calendar calculations such as the calendar rhythm 
method and the standard days method.

• Accept: No medical reason exists to deny the particular 
FAB method to a woman in this circumstance.

• Caution: The method normally is provided in a routine 
setting but with extra preparation and precautions. For 
FAB methods, this usually means that special counseling 
might be needed to ensure correct use of the method by 
a woman in this circumstance.

• Delay: Use of this method should be delayed until the 
condition is evaluated or corrected. Alternative 
temporary methods of contraception should be offered.

Abbreviation: FAB = fertility awareness–based.
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TABLE F1. Fertility awareness–based methods, including symptoms-based and calendar-based methods

Condition

Category

Clarifications/Evidence/Comments
Symptoms-based 

method
Calendar-based 

method

Personal Characteristics and Reproductive History
Pregnancy NA NA Clari"cation: FAB methods are not relevant during pregnancy.

Life stage   Comment: Menstrual irregularities are common in postmenarche and perimenopause 
and might complicate the use of FAB methods.a. Postmenarche Caution Caution

b. Perimenopause Caution Caution

Breastfeeding   Comment: Use of FAB methods when breastfeeding might be less e$ective than when 
not breastfeeding.

a. <6 weeks postpartum Delay Delay Comment: Women who are primarily breastfeeding and are amenorrheic are unlikely to 
have suXcient ovarian function to produce detectable fertility signs and hormonal changes 
during the "rst 6 months postpartum. However, the likelihood of resumption of fertility 
increases with time postpartum and with substitution of breast milk by other foods.

b. ≥6 weeks Caution Delay

c. After menses begin Caution Caution Clari"cation: When the woman notices fertility signs, particularly cervical secretions, she 
can use a symptoms-based method. First postpartum menstrual cycles in breastfeeding 
women vary signi"cantly in length. Return to regularity takes several cycles. When she has 
had at least three postpartum menses and her cycles are regular again, she can use a 
calendar-based method. When she has had at least four postpartum menses and her most 
recent cycle lasted 26–32 days, she can use the standard days method. Before that time, a 
barrier method should be o$ered if the woman plans to use a FAB method later.

Postpartum (nonbreastfeeding women)

a. <4 weeks Delay Delay Clari"cation: Nonbreastfeeding women are not likely to have detectable fertility signs 
or hormonal changes before 4 weeks postpartum. Although the risk for pregnancy is 
low, ovulation before "rst menses is common; therefore, a method appropriate for the 
postpartum period should be o$ered.

b. ≥4 weeks Accept Delay Clari"cation: Nonbreastfeeding women are likely to have suXcient ovarian function to 
produce detectable fertility signs, hormonal changes, or both at this time; likelihood 
increases rapidly with time postpartum. Women can use calendar-based methods as 
soon as they have completed three postpartum menses. Methods appropriate for the 
postpartum period should be o$ered before that time.

Postabortion Caution Delay Clari"cation: After abortion, women are likely to have suXcient ovarian function to 
produce detectable fertility signs, hormonal changes, or both; likelihood increases with 
time postabortion. Women can start using calendar-based methods after they have had 
at least one postabortion menses (e.g., women who before this pregnancy primarily had 
cycles of 26–32 days can then use the standard days method). Methods appropriate for 
the postabortion period should be o$ered before that time.

Reproductive Tract Infections and Disorders
Irregular vaginal bleeding Delay Delay Clari"cation: Presence of this condition makes FAB methods unreliable. Therefore, 

barrier methods should be recommended until the bleeding pattern is compatible with 
proper method use. The condition should be evaluated and treated as necessary.

Vaginal discharge Delay Accept Clari"cation: Because vaginal discharge makes recognition of cervical secretions 
diXcult, the condition should be evaluated and treated if needed before providing 
methods based on cervical secretions.

Other
Use of drugs that a$ect cycle regularity, 
hormones, or fertility signs

Caution /Delay Caution/Delay Clari"cation: Use of certain mood-altering drugs such as lithium, tricyclic antidepres-
sants, and antianxiety therapies, as well as certain antibiotics and anti-in@ammatory 
drugs, might alter cycle regularity or a$ect fertility signs. The condition should be 
carefully evaluated and a barrier method o$ered until the degree of e$ect has been 
determined or the drug is no longer being used.

Diseases that elevate body temperature

a. Chronic diseases Caution Accept Clari"cation: Elevated temperatures might make basal body temperature diXcult to interpret 
but have no e$ect on cervical secretions. Thus, use of a method that relies on temperature 
should be delayed until the acute febrile disease abates. Temperature-based methods are not 
appropriate for women with chronically elevated temperatures. In addition, some chronic 
diseases interfere with cycle regularity, making calendar-based methods diXcult to interpret.

b. Acute diseases Delay Accept

Abbreviations: FAB = fertility awareness–based; NA = not applicable.
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Appendix G

Lactational Amenorrhea Method

The Bellagio Consensus provided the scientific basis for 
defining the conditions under which breastfeeding can be used 
safely and effectively for birth-spacing purposes; programmatic 
guidelines were developed at a meeting of family planning 
experts for its use as a method of family planning, and the 
method was then given the name the lactational amenorrhea 
method (1,2). These guidelines include the following three 
criteria, all of which must be met to ensure adequate protection 
from an unplanned pregnancy: 1) amenorrhea; 2) fully or 
nearly fully breastfeeding (no interval of >4–6 hours between 
breastfeeds); and 3) <6 months postpartum.

All major medical organizations recommend exclusive 
breastfeeding for the first 6 months of life, with continuing 
breastfeeding through the first year and beyond for as long as 
mutually desired (3). No medical conditions exist for which 
use of the lactational amenorrhea method for contraception is 
restricted. However, breastfeeding might not be recommended 
for women or infants with certain conditions.

Women with conditions that make pregnancy an unacceptable 
risk should be advised that the lactational amenorrhea method 
might not be appropriate for them because of its relatively higher 
typical-use failure rates. The lactational amenorrhea method does 
not protect against sexually transmitted diseases (STDs), including 
human immunodeficiency virus (HIV), and women using this 
method should be counseled that consistent and correct use of 
the male latex condom reduces the risk for transmission of HIV 
and other STDs. Use of female condoms can provide protection 
from transmission of STDs, although data are limited.

HIV Infection

HIV can be transmitted from mother to infant through 
breastfeeding. Therefore, in the United States, where 
replacement feeding is affordable, feasible, acceptable, 
sustainable, and safe, breastfeeding for women with HIV is 
not recommended (3,4).

Other Medical Conditions

The American Academy of Pediatrics (AAP) also recommends 
against breastfeeding for women with active untreated 
tuberculosis disease, untreated brucellosis, varicella, H1N1 
influenza, or positivity for human T-cell lymphotropic virus 
types I or II or for those who have herpes simplex lesions on 
a breast. In addition, infants with classic galactosemia should 
not breastfeed (3).

Medication Used During Breastfeeding

AAP recommends that the benefits of breastfeeding outweigh 
the risk of exposure to most therapeutic agents via human 
milk. More information about specific drugs and radioactive 
compounds is provided by AAP (5) and LactMed (http://
toxnet.nlm.nih.gov).
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Appendix H

Coitus Interruptus (Withdrawal)

Coitus interruptus, also known as withdrawal, is a traditional 
family planning method in which the man completely removes 
his penis from the vagina and away from the external genitalia 
of the female partner before he ejaculates. Coitus interruptus 
prevents sperm from entering the woman’s vagina, thereby 
preventing contact between spermatozoa and the ovum.
�is method might be appropriate for couples

• who are highly motivated and able to use this method 
effectively;

• with religious or philosophical reasons for not using other 
methods of contraception;

• who need contraception immediately and have entered 
into a sexual act without alternative methods available;

• who need a temporary method while awaiting the start of 
another method; or

• who have intercourse infrequently.

Some benefits of coitus interruptus are that the method, if used 
correctly, does not affect breastfeeding and is always available 
for primary use or use as a back-up method. In addition, coitus 
interruptus involves no economic cost or use of chemicals and 
has no directly associated health risks. Coitus interruptus does not 
protect against sexually transmitted diseases (STDs), including 
human immunodeficiency virus (HIV), and women using this 
method should be counseled that consistent and correct use of the 
male latex condom reduces the risk for transmission of HIV and 
other STDs. Use of female condoms can provide protection from 
transmission of STDs, although data are limited.

Coitus interruptus is unforgiving of incorrect use, and its 
effectiveness depends on the willingness and ability of the couple 
to use withdrawal with every act of intercourse. Women with 
conditions that make pregnancy an unacceptable risk should be 
advised that coitus interruptus might not be appropriate for them 
because of its relatively higher typical-use failure rates.
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Appendix I

Female and Male Sterilization

Tubal sterilization for women and vasectomy for men are 
permanent, safe, and highly effective methods of contraception. 
In general, no medical conditions absolutely restrict a person’s 
eligibility for sterilization (with the exception of known 
allergy or hypersensitivity to any materials used to complete 
the sterilization method). However, certain conditions 
place a woman at high surgical risk; in these cases, careful 
consideration should be given to the risks and benefits of 
other acceptable alternatives, including long-acting, highly 
effective, reversible methods and vasectomy. Female and male 
sterilization do not protect against sexually transmitted diseases 
(STDs), including human immunodeficiency virus (HIV), 
and women using these methods should be counseled that 
consistent and correct use of the male latex condom reduces 
the risk for transmission of HIV and other STDs. Use of female 
condoms can provide protection from transmission of STDs, 
although data are limited.

Because these methods are intended to be irreversible, 
persons who choose sterilization should be certain that they 
want to prevent pregnancy permanently. Most persons who 

choose sterilization remain satisfied with their decision. 
However, a small proportion of women regret this decision 
(1%–26% from different studies, with higher rates of regret 
reported by women who were younger at sterilization) (1,2). 
Regret among men about vasectomy has been reported to be 
approximately 5% (3), similar to the proportion of women 
who report regretting their husbands’ vasectomy (6%) (4). 
Therefore, all persons should be appropriately counseled about 
the permanency of sterilization and the availability of highly 
effective, reversible methods of contraception.
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BOX J1. Categories for classifying emergency contraception

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.

TABLE J1. Classifications for emergency contraception, including the copper-containing intrauterine device, ulipristal acetate, levonorgestrel, 
and combined oral contraceptives*

Condition

Category

Clarifications/Evidence/CommentsCu-IUD UPA LNG COC

Personal Characteristics and Reproductive History
Pregnancy 4 NA NA NA Clari"cation (IUD): The IUD is not indicated during pregnancy and should 

not be used because of the risk for serious pelvic infection and septic 
spontaneous abortion.

Clari"cation (ECPs): Although this method is not indicated for a woman with 
a known or suspected pregnancy, no harm to the woman, the course of her 
pregnancy, or the fetus if ECPs are inadvertently used is known to exist.

Evidence: Evidence suggests that poor pregnancy outcomes are rare 
among pregnant women who used ECPs during conception cycle or early in 
pregnancy (1).

Breastfeeding 1 1 1 1 Clari"cation (UPA): Breastfeeding is not recommended for 24 hours after 
taking UPA because it is excreted in breast milk, with highest concentra-
tions in the "rst 24 hours, and maximum maternal serum levels are reached 
1–3 hours after administration. Mean UPA concentrations in breast milk 
decrease markedly from 0 to 24–48 hours and then slowly decrease over 5 
days (2). Breast milk should be expressed and discarded for 24 hours after 
taking UPA.

Evidence: Breastfeeding outcomes do not seem to di$er between women 
exposed to LNG and those who are not exposed. One pharmacokinetic 
study demonstrated that LNG passes to breast milk but in minimal 
quantities (1).

Past ectopic pregnancy 1 1 1 1 —

History of bariatric surgery 
This condition is associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease storage capacity 
of the stomach (vertical banded gastroplasty, 
laparoscopic adjustable gastric band, or laparoscopic 
sleeve gastrectomy)

1 1 1 1 —

b. Malabsorptive procedures: decrease absorption of 
nutrients and calories by shortening the functional 
length of the small intestine (Roux-en-Y gastric 
bypass or biliopancreatic diversion)

1 1 1 1 Comment: Bariatric surgical procedures involving a malabsorptive 
component have the potential to decrease oral contraceptive e$ectiveness, 
perhaps further decreased by postoperative complications such as 
long-term diarrhea, vomiting, or both. Because of these malabsorptive 
concerns, an emergency IUD might be more appropriate than ECPs.

See table footnotes on page 94.

Appendix J

Classifications for Emergency Contraception

A copper-containing intrauterine device (Cu-IUD) can be 
used within 5 days of unprotected intercourse as an emergency 
contraceptive. However, when the time of ovulation can be 
estimated, the Cu-IUD can be inserted beyond 5 days after 
intercourse, if necessary, as long as the insertion does not occur 
>5 days after ovulation. The eligibility criteria for interval 
Cu-IUD insertion also apply for the insertion of Cu-IUDs as 
emergency contraception (Box J1) (Table J1). 

Classifications for emergency contraceptive pills (ECPs) are 
given for ulipristal acetate (UPA), levonorgestrel (LNG), and 
combined oral contraceptives (COCs). Cu-IUDs, UPA, LNG, 
and COCs do not protect against sexually transmitted diseases 
(STDs), including human immunodeficiency virus (HIV), 
and women using these methods should be counseled that 
consistent and correct use of the male latex condom reduces 

the risk for transmission of HIV and other STDs. Use of female 
condoms can provide protection from transmission of STDs, 
although data are limited.  
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TABLE J1. (Continued) Classifications for emergency contraception, including the copper-containing intrauterine device, ulipristal acetate, 
levonorgestrel, and combined oral contraceptives*

Condition

Category

Clarifications/Evidence/CommentsCu-IUD UPA LNG COC

Cardiovascular Disease
History of severe cardiovascular disease (ischemic 
heart disease, cerebrovascular attack, or other 
thromboembolic conditions) 
This condition is associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

1 2 2 2 Comment: The duration of ECP use is less than that of regular use of COCs 
or POPs and thus would be expected to have less clinical impact.

Rheumatic Diseases
Rheumatoid arthritis

a. Receiving immunosuppressive therapy 2 1 1 1 —

b. Not receiving immunosuppressive therapy 1 1 1 1 —

Neurologic Conditions
Migraine 1 1 1 2 Comment: The duration of ECP use is less than that of regular use of COCs 

and thus would be expected to have less clinical impact.

Gastrointestinal Conditions
In#ammatory bowel disease (ulcerative colitis or 
Crohn’s disease)

1 1 1 1 —

Severe liver disease (including jaundice)

This condition is associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

1 2 2 2 Comment: The duration of ECP use is less than that of regular use of COCs 
or POPs and thus would be expected to have less clinical impact.

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with increased risk for 
adverse health events as a result of pregnancy (Box 2).

a. Complicated: graft failure (acute or chronic), 
rejection, or cardiac allograft vasculopathy

3 1 1 1 —

b. Uncomplicated 2 1 1 1 —

Other
Repeated ECP use 1 1 1 1 Clari"cation: Recurrent ECP use is an indication that the woman requires 

further counseling about other contraceptive options. Frequently repeated 
ECP use might be harmful for women with conditions classi"ed as 2, 3, or 4 
for CHC or POC use. 

Evidence: In one case-control study, risk for ectopic pregnancy compared 
with intrauterine pregnancy did not increase after repeated use of LNG 
ECPs compared with nonuse (1).

Sexual assault 2 1 1 1 Clari"cation (IUD): Women who have experienced sexual assault are at 
increased risk for STDs. According to CDC STD treatment guidelines, routine 
presumptive treatment of chlamydia, gonorrhea, and trichomonas is 
recommended after sexual assault (3). Women with current purulent 
cervicitis or chlamydial infection or gonococcal infection should not 
undergo IUD insertion (category 4). 

Obesity (BMI ≥30 kg/m2) 1 2 2 2 Clari"cation (ECPs): ECPs might be less e$ective among women with BMI 
≥30 kg/m2 than among women with BMI <25 kg/m2. Despite this, no safety 
concerns exist.

Evidence: Limited evidence from secondary data analyses suggests that 
women with BMI ≥30 kg/m2 experience an increased risk for pregnancy 
after use of LNG compared with women with BMI <25 kg/m2. Two analyses 
suggest obese women might also experience an increased risk for 
pregnancy after use of UPA compared with nonobese women, although 
this increase was not signi"cant in one study (4).

CYP3A4 inducers (e.g., bosentan, carbamazepine, 
felbamate, griseofulvin, oxcarbazepine, phenytoin, 
rifampin, St. John’s wort, topiramate, efavirenz, and 
lumacaftor)

1 2 2 2 Clari"cation (ECPs): Strong CYP3A4 inducers might reduce the e$ective-
ness of ECPs.

Evidence: According to labelling information, rifampin markedly decreases 
UPA levels by ≥90%, which might decrease its eXcacy (2). Therefore, 
theoretical concerns extend to use of other CYP3A4 inducers as well as to 
COC and LNG ECPs, which have metabolic pathways similar to those of UPA. 
A small pharmacokinetic study found that concomitant efavirenz use 
decreased LNG levels in women taking LNG ECPs (0.75 mg) by 56% 
compared with LNG ECPs alone (5).

Abbreviations: BMI = body mass index; CHC = combined hormonal contraceptive; COC = combined hormonal contraceptive; Cu-IUD = copper-containing intrauterine device; ECP = emergency 
contraceptive pill; HIV = human immunodeficiency virus; IUD = intrauterine device; LNG = levonorgestrel; NA = not applicable; POC = progestin-only contraceptive; POP = progestin-only 
pill; STD = sexually transmitted disease; UPA = ulipristal acetate.
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TABLE K1. Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Personal Characteristics And Reproductive History
Pregnancy 4* 4* NA* NA* NA* NA*

Age Menarche to  
<20 years: 2

Menarche to  
<20 years: 2

Menarche to  
<18 years: 1

Menarche to  
<18 years: 2

Menarche to  
<18 years: 1

Menarche to  
<40 years: 1

≥20 years: 1 ≥20 years: 1 18–45 years: 1 18–45 years: 1 18–45 years: 1 ≥40 years: 2

>45 years: 1 >45 years: 2 >45 years: 1

Parity

a. Nulliparous 2 2 1 1 1 1

b. Parous 1 1 1 1 1 1

Breastfeeding

a. <21 days postpartum — — 2* 2* 2* 4*

b. 21 to <30 days postpartum

i. With other risk factors for VTE (e.g., 
age ≥35 years, previous VTE, 
thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, preeclampsia, 
or smoking)

— — 2* 2* 2* 3*

ii. Without other risk factors for VTE — — 2* 2* 2* 3*

c. 30–42 days postpartum

i. With other risk factors for VTE (e.g., 
age ≥35 years, previous VTE, 
thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, preeclampsia, 
or smoking)

— — 1* 1* 1* 3*

ii. Without other risk factors for VTE — — 1* 1* 1* 2*

d. >42 days postpartum — — 1* 1* 1* 2*

See table footnotes on page 103.

Appendix K

Summary of Classifications for Hormonal Contraceptive Methods and Intrauterine Devices

Health-care providers can use the summary table as a quick 
reference guide to the classifications for hormonal contraceptive 
methods and intrauterine contraception to compare classifications 
across these methods (Box K1) (Table K1). See the respective 
appendix for each method for clarifications to the numeric 
categories, as well as for summaries of the evidence and additional 
comments. Hormonal contraceptives and intrauterine devices 
do not protect against sexually transmitted diseases (STDs), 
including human immunodeficiency virus (HIV), and women 
using these methods should be counseled that consistent and 
correct use of the male latex condom reduces the risk for 
transmission of HIV and other STDs. Use of female condoms 
can provide protection from transmission of STDs, although 
data are limited.  

BOX K1. Categories for classifying hormonal contraceptives and 
intrauterine devices

1 = A condition for which there is no restriction for the 
use of the contraceptive method.

2 = A condition for which the advantages of using the 
method generally outweigh the theoretical or proven risks.

3 = A condition for which the theoretical or proven risks 
usually outweigh the advantages of using the method.

4 = A condition that represents an unacceptable health 
risk if the contraceptive method is used.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Postpartum (nonbreastfeeding 
women)

a. <21 days postpartum — — 1 1 1 4

b. 21–42 days postpartum

i. With other risk factors for VTE (e.g., 
age ≥35 years, previous VTE, 
thrombophilia, immobility, 
transfusion at delivery, peripartum 
cardiomyopathy, BMI ≥30 kg/m2, 
postpartum hemorrhage, 
postcesarean delivery, preeclampsia, 
or smoking)

— — 1 1 1 3*

ii. Without other risk factors for VTE — — 1 1 1 2

c. >42 days postpartum — — 1 1 1 1

Postpartum (including cesarean 
delivery)

a. <10 minutes after delivery of the 
placenta

i. Breastfeeding 1* 2* — — — —

ii. Nonbreastfeeding 1* 1* — — — —

b. 10 minutes after delivery of the 
placenta to <4 weeks (breastfeeding 
or nonbreastfeeding)

2* 2* — — — —

c. ≥4 weeks (breastfeeding or 
nonbreastfeeding)

1* 1* — — — —

d. Postpartum sepsis 4 4 — — — —

Postabortion

a. First trimester 1* 1* 1* 1* 1* 1*

b. Second trimester 2* 2* 1* 1* 1* 1*

c. Immediate postseptic abortion 4 4 1* 1* 1* 1*

Past ectopic pregnancy 1 1 1 1 2 1

History of pelvic surgery (see 
Postpartum [Including Cesarean 
Delivery] section)

1 1 1 1 1 1

Smoking

a. Age <35 years 1 1 1 1 1 2

b. Age ≥35 years

 i. <15 cigarettes per day 1 1 1 1 1 3

 ii. ≥15 cigarettes per day 1 1 1 1 1 4

Obesity

a. BMI ≥30 kg/m2 1 1 1 1 1 2

b. Menarche to <18 years and BMI 
≥30 kg/m2

1 1 1 2 1 2

History of bariatric surgery 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Restrictive procedures: decrease 
storage capacity of the stomach 
(vertical banded gastroplasty, 
laparoscopic adjustable gastric band, 
or laparoscopic sleeve gastrectomy)

1 1 1 1 1 1

b. Malabsorptive procedures: 
decrease absorption of nutrients and 
calories by shortening the functional 
length of the small intestine 
(Roux-en-Y gastric bypass or 
biliopancreatic diversion)

1 1 1 1 3 COCs: 3

Patch and ring: 1

Cardiovascular Disease
Multiple risk factors for atherosclerotic 
cardiovascular disease (e.g., older age, 
smoking, diabetes, hypertension, low 
HDL, high LDL, or high triglyceride levels)

1 2 2* 3* 2* 3/4*

Hypertension 
Systolic blood pressure ≥160 mm Hg or 
diastolic blood pressure ≥100 mm Hg 
are associated with increased risk for 
adverse health events as a result of 
pregnancy (Box 2).

a. Adequately controlled 
hypertension

1* 1* 1* 2* 1* 3*

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

b. Elevated blood pressure levels 
(properly taken measurements)

 i. Systolic 140–159 mm Hg or 
diastolic 90–99 mm Hg

1* 1* 1* 2* 1* 3*

 ii. Systolic ≥160 mm Hg or diastolic 
≥100 mm Hg

1* 2* 2* 3* 2* 4*

c. Vascular disease 1* 2* 2* 3* 2* 4*

History of high blood pressure during 
pregnancy (when current blood 
pressure is measurable and normal)

1 1 1 1 1 2

Deep venous thrombosis/ 
Pulmonary embolism

a. History of DVT/PE, not receiving 
anticoagulant therapy

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

1 2 2 2 2 4

• History of estrogen-associated 
DVT/PE 
• Pregnancy-associated DVT/PE 
• Idiopathic DVT/PE 
• Known thrombophilia, including 
antiphospholipid syndrome 
• Active cancer (metastatic, 
receiving therapy, or within 
6 months after clinical remission), 
excluding nonmelanoma skin 
cancer  
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

1 2 2 2 2 3

b. Acute DVT/PE 2 2 2 2 2 4

c. DVT/PE and established anticoagu-
lant therapy for at least 3 months

i. Higher risk for recurrent DVT/PE 
(one or more risk factors)

2 2 2 2 2 4*

• Known thrombophilia, including 
antiphospholipid syndrome 
• Active cancer (metastatic, 
receiving therapy, or within 
6 months after clinical remission), 
excluding nonmelanoma skin 
cancer 
• History of recurrent DVT/PE

ii. Lower risk for recurrent DVT/PE 
(no risk factors)

2 2 2 2 2 3*

d. Family history ("rst-degree 
relatives)

1 1 1 1 1 2

e. Major surgery

 i. With prolonged immobilization 1 2 2 2 2 4

 ii. Without prolonged 
immobilization

1 1 1 1 1 2

f. Minor surgery without 
immobilization

1 1 1 1 1 1

Known thrombogenic mutations (e.g., 
factor V Leiden; prothrombin mutation; 
and protein S, protein C, and 
antithrombin de"ciencies) 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

1* 2* 2* 2* 2* 4*

Super"cial venous disorders

a. Varicose veins 1 1 1 1 1 1

b. Super"cial venous thrombosis 
(acute or history)

1 1 1 1 1 3*

Current and history of ischemic 
heart disease 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

 Initiation Continuation Initiation Continuation  Initiation Continuation  

1 2 3 2 3 3 2 3 4

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Stroke (history of cerebrovascular 
accident) 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation

1 2 2 3 3 2 3 4

Valvular heart disease 
Complicated valvular heart disease is 
associated with increased risk for 
adverse health events as a result of 
pregnancy (Box 2). 

a. Uncomplicated 1 1 1 1 1 2

b. Complicated (pulmonary 
hypertension, risk for atrial "brillation, 
or history of subacute bacterial 
endocarditis)

1 1 1 1 1 4

Peripartum cardiomyopathy 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

      

a. Normal or mildly impaired cardiac 
function (New York Heart Association 
Functional Class I or II: patients with no 
limitation of activities or patients with 
slight, mild limitation of activity) (1)

i. <6 months 2 2 1 1 1 4

ii. ≥6 months 2 2 1 1 1 3

b. Moderately or severely impaired 
cardiac function (New York Heart 
Association Functional Class III or IV: 
patients with marked limitation of 
activity or patients who should be at 
complete rest) (1).

2 2 2 2 2 4

Rheumatic Diseases
Systemic lupus erythematosus 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation

a. Positive (or unknown) antiphospho-
lipid antibodies

1* 1* 3* 3* 3* 3* 3* 4*

b. Severe thrombocytopenia 3* 2* 2* 2* 3* 2* 2* 2*

c. Immunosuppressive therapy 2* 1* 2* 2* 2* 2* 2* 2*

d. None of the above 1* 1* 2* 2* 2* 2* 2* 2*

Rheumatoid arthritis Initiation Continuation Initiation Continuation

a. Receiving immunosuppressive 
therapy

2 1 2 1 1 2/3* 1 2

b. Not receiving immunosuppressive 
therapy

1 1 1 2 1 2

Neurologic Conditions
Headaches

a. Nonmigraine (mild or severe) 1 1 1 1 1 1*

b. Migraine

 i. Without aura (This category of 
migraine includes menstrual 
migraine.)

1 1 1 1 1 2*

 ii. With aura 1 1 1 1 1 4*

Epilepsy 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2). 

1 1 1* 1* 1* 1*

Multiple sclerosis

a. With prolonged immobility 1 1 1 2 1 3

b. Without prolonged immobility 1 1 1 2 1 1

Depressive Disorders
Depressive disorders 1* 1* 1* 1* 1* 1*

Reproductive Tract Infections and Disorders
Vaginal bleeding patterns Initiation Continuation

a. Irregular pattern without heavy 
bleeding

1 1 1 2 2 2 1

b. Heavy or prolonged bleeding 
(includes regular and irregular 
patterns)

2* 1* 2* 2* 2* 2* 1*

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Unexplained vaginal bleeding 
(suspicious for serious condition) 
before evaluation

Initiation Continuation Initiation Continuation

4* 2* 4* 2* 3* 3* 2* 2*

Endometriosis 2 1 1 1 1 1

Benign ovarian tumors (including 
cysts)

1 1 1 1 1 1

Severe dysmenorrhea 2 1 1 1 1 1

Gestational trophoblastic disease 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Suspected gestational trophoblastic 
disease (immediate postevacuation)

i. Uterine size "rst trimester 1* 1* 1* 1* 1* 1*

ii. Uterine size second trimester 2* 2* 1* 1* 1* 1*

b. Con"rmed gestational trophoblas-
tic disease (after initial evacuation and 
during monitoring)

Initiation Continuation Initiation Continuation 

i. Undetectable/nonpregnant β-hCG 
levels

1* 1* 1* 1* 1* 1* 1* 1*

ii. Decreasing β-hCG levels 2* 1* 2* 1* 1* 1* 1* 1*

iii. Persistently elevated β-hCG levels 
or malignant disease, with no 
evidence or suspicion of intrauterine 
disease

2* 1* 2* 1* 1* 1* 1* 1*

iv. Persistently elevated β-hCG levels 
or malignant disease, with evidence 
or suspicion of intrauterine disease

4* 2* 4* 2* 1* 1* 1* 1*

Cervical ectropion 1 1 1 1 1 1

Cervical intraepithelial neoplasia 1 2 2 2 1 2

Cervical cancer (awaiting treatment) Initiation Continuation Initiation Continuation

4 2 4 2 2 2 1 2

Breast disease 
Breast cancer is associated with 
increased risk of adverse health events 
as a result of pregnancy (Box 2).

      

a. Undiagnosed mass 1 2 2* 2* 2* 2*

b. Benign breast disease 1 1 1 1 1 1

c. Family history of cancer 1 1 1 1 1 1

d. Breast cancer

 i. Current 1 4 4 4 4 4

 ii. Past and no evidence of current 
disease for 5 years

1 3 3 3 3 3

Endometrial hyperplasia 1 1 1 1 1 1

Endometrial cancer 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2). 

Initiation Continuation Initiation Continuation  

4 2 4 2 1 1 1 1

Ovarian cancer 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2). 

1 1 1 1 1 1

Uterine "broids 2 2 1 1 1 1

Anatomical abnormalities

a. Distorted uterine cavity (any 
congenital or acquired uterine 
abnormality distorting the uterine 
cavity in a manner that is incompat-
ible with IUD insertion)

4 4 — — — —

b. Other abnormalities (including 
cervical stenosis or cervical 
lacerations) not distorting the uterine 
cavity or interfering with IUD insertion

2 2 — — — —

Pelvic in#ammatory disease       

a. Past PID Initiation Continuation Initiation Continuation

i. With subsequent pregnancy 1 1 1 1 1 1 1 1

ii. Without subsequent pregnancy 2 2 2 2 1 1 1 1

b. Current PID 4 2* 4 2* 1 1 1 1

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Sexually transmitted diseases Initiation Continuation Initiation Continuation

a. Current purulent cervicitis or 
chlamydial infection or gonococcal 
infection

4 2* 4 2* 1 1 1 1

b. Vaginitis (including Trichomonas 
vaginalis and bacterial vaginosis)

2 2 2 2 1 1 1 1

c. Other factors related to STDs 2* 2 2* 2 1 1 1 1

HIV
Initiation Continuation Initiation Continuation

High risk for HIV 2 2 2 2 1 1* 1 1

HIV infection  
For women with HIV infection who are 
not clinically well or not receiving ARV 
therapy, this condition is associated 
with increased risk for adverse health 
events as a result of pregnancy (Box 2).

— — — — 1* 1* 1* 1*

a. Clinically well receiving ARV 
therapy

1 1 1 1 — — — —

b. Not clinically well or not receiving 
ARV therapy

2 1 2 1 — — — —

Other Infections
Schistosomiasis 
Schistosomiasis with "brosis of the liver 
is associated with increased risk for 
adverse health events as a result of 
pregnancy (Box 2).

      

a. Uncomplicated 1 1 1 1 1 1

b. Fibrosis of the liver (if severe, see 
Cirrhosis)

1 1 1 1 1 1

Tuberculosis 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation  

a. Nonpelvic 1 1 1 1 1* 1* 1* 1*

b. Pelvic 4 3 4 3 1* 1* 1* 1*

Malaria 1 1 1 1 1 1

Endocrine Conditions
Diabetes 
Insulin-dependent diabetes; diabetes 
with nephropathy, retinopathy, or 
neuropathy; diabetes with other 
vascular disease; or diabetes of 
>20 years’ duration are associated with 
increased risk of adverse health events 
as a result of pregnancy (Box 2).

      

a. History of gestational disease 1 1 1 1 1 1

b. Nonvascular disease

 i. Non-insulin dependent 1 2 2 2 2 2

 ii. Insulin dependent 1 2 2 2 2 2

c. Nephropathy, retinopathy, or 
neuropathy

1 2 2 3 2 3/4*

d. Other vascular disease or diabetes 
of >20 years’ duration

1 2 2 3 2 3/4*

Thyroid disorders

a. Simple goiter 1 1 1 1 1 1

b. Hyperthyroid 1 1 1 1 1 1

c. Hypothyroid 1 1 1 1 1 1

Gastrointestinal Conditions
In#ammatory bowel disease 
(ulcerative colitis or Crohn’s disease)

1 1 1 2 2 2/3*

Gallbladder disease

a. Symptomatic

i. Treated by cholecystectomy 1 2 2 2 2 2

ii. Medically treated 1 2 2 2 2 3

iii. Current 1 2 2 2 2 3

b. Asymptomatic 1 2 2 2 2 2

History of cholestasis

a. Pregnancy related 1 1 1 1 1 2

b. Past COC related 1 2 2 2 2 3

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

Viral hepatitis Initiation Continuation

a. Acute or @are 1 1 1 1 1 3/4* 2

b. Carrier 1 1 1 1 1 1 1

c. Chronic 1 1 1 1 1 1 1

Cirrhosis 
Severe cirrhosis is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

      

a. Mild (compensated) 1 1 1 1 1 1

b. Severe (decompensated) 1 3 3 3 3 4

Liver tumors 
Hepatocellular adenoma and malignant 
liver tumors are associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2). 

      

a. Benign

i. Focal nodular hyperplasia 1 2 2 2 2 2

ii. Hepatocellular adenoma 1 3 3 3 3 4

b. Malignant (hepatoma) 1 3 3 3 3 4

Respiratory Conditions
Cystic "brosis 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2). 

1* 1* 1* 2* 1* 1*

Anemias
Thalassemia 2 1 1 1 1 1

Sickle cell disease 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

2 1 1 1 1 2

Iron-de"ciency anemia 2 1 1 1 1 1

Solid Organ Transplantation
Solid organ transplantation 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

Initiation Continuation Initiation Continuation

a. Complicated: graft failure (acute or 
chronic), rejection, or cardiac allograft 
vasculopathy

3 2 3 2 2 2 2 4

b. Uncomplicated 2 2 2 2 2 2 2 2*

Drug Interactions
Antiretroviral therapy Initiation Continuation Initiation Continuation

a. Nucleoside reverse transcriptase 
inhibitors (NRTIs)

i. Abacavir (ABC) 1/2* 1* 1/2* 1* 1 1 1 1

ii. Tenofovir (TDF) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Zidovudine (AZT) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Lamivudine (3TC) 1/2* 1* 1/2* 1* 1 1 1 1

v. Didanosine (DDI) 1/2* 1* 1/2* 1* 1 1 1 1

vi. Emtricitabine (FTC) 1/2* 1* 1/2* 1* 1 1 1 1

vii. Stavudine (D4T) 1/2* 1* 1/2* 1* 1 1 1 1

b. Nonnucleoside reverse transcrip-
tase inhibitors (NNRTIs)

i. Efavirenz (EFV) 1/2* 1* 1/2* 1* 2* 1* 2* 2*

ii. Etravirine (ETR) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Nevirapine (NVP) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Rilpivirine (RPV) 1/2* 1* 1/2* 1* 1 1 1 1

c. Ritonavir-boosted protease 
inhibitors

i. Ritonavir-boosted atazanavir 
(ATV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

ii. Ritonavir-boosted darunavir 
(DRV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

iii. Ritonavir-boosted fosamprenavir 
(FPV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

iv. Ritonavir-boosted lopinavir 
(LPV/r)

1/2* 1* 1/2* 1* 1 1 1 1

v. Ritonavir-boosted saquinavir 
(SQV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

vi. Ritonavir-boosted tipranavir 
(TPV/r)

1/2* 1* 1/2* 1* 2* 1* 2* 2*

See table footnotes on page 103.
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TABLE K1. (Continued) Summary of classifications for hormonal contraceptive methods and intrauterine devices

Condition Cu-IUD LNG-IUD Implants DMPA POP CHCs

d. Protease inhibitors without 
ritonavir

i. Atazanavir (ATV) 1/2* 1* 1/2* 1* 1 1 1 2*

ii. Fosamprenavir (FPV) 1/2* 1* 1/2* 1* 2* 2* 2* 3*

iii. Indinavir (IDV) 1/2* 1* 1/2* 1* 1 1 1 1

iv. Nel"navir (NFV) 1/2* 1* 1/2* 1* 2* 1* 2* 2*

e. CCR5 co-receptor antagonists

i. Maraviroc (MVC) 1/2* 1* 1/2* 1* 1 1 1 1

f. HIV integrase strand transfer 
inhibitors

i. Raltegravir (RAL) 1/2* 1* 1/2* 1* 1 1 1 1

ii. Dolutegravir (DTG) 1/2* 1* 1/2* 1* 1 1 1 1

iii. Elvitegravir (EVG) 1/2* 1* 1/2* 1* 1 1 1 1

g. Fusion inhibitors

i. Enfuvirtide 1/2* 1* 1/2* 1* 1 1 1 1

Anticonvulsant therapy

a. Certain anticonvulsants (phenytoin, 
carbamazepine, barbiturates, 
primidone, topiramate, and 
oxcarbazepine)

1 1 2* 1* 3* 3*

b. Lamotrigine 1 1 1 1 1 3*

Antimicrobial therapy

a. Broad-spectrum antibiotics 1 1 1 1 1 1

b. Antifungals 1 1 1 1 1 1

c. Antiparasitics 1 1 1 1 1 1

d. Rifampin or rifabutin therapy 1 1 2* 1* 3* 3*

Psychotropic medications

a. SSRIs 1 1 1 1 1 1

St. John’s wort 1 1 2 1 2 2

Abbreviations: BMI = body mass index; COC = combined oral contraceptive; Cu-IUD = copper-containing IUD; DMPA = depot medroxyprogesterone acetate; 
DVT = deep venous thrombosis; hCG = human chorionic gonadotropin; HDL = high-density lipoprotein; HIV = human immunodeficiency virus.; IUD = intrauterine 
device; LDL = low-density lipoprotein; LNG-IUD = levonorgestrel-releasing IUD; NA = not applicable; PE = pulmonary embolism; PID = pelvic inflammatory disease; 
POP = progestin-only pill; SSRI = selective serotonin reuptake inhibitor; STD = sexually transmitted disease.
* Consult the appendix for this contraceptive method for a clarification to this classification.
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Summary

This report provides recommendations developed collaboratively by CDC and the Office of Population Affairs (OPA) of the 
U.S. Department of Health and Human Services (HHS). The recommendations outline how to provide quality family planning 
services, which include contraceptive services, pregnancy testing and counseling, helping clients achieve pregnancy, basic infertility 
services, preconception health services, and sexually transmitted disease services. The primary audience for this report is all current 
or potential providers of family planning services, including those working in service sites that are dedicated to family planning 
service delivery as well as private and public providers of more comprehensive primary care.

The United States continues to face substantial challenges to improving the reproductive health of the U.S. population. Nearly 
one half of all pregnancies are unintended, with more than 700,000 adolescents aged 15–19 years becoming pregnant each year 
and more than 300,000 giving birth. One of eight pregnancies in the United States results in preterm birth, and infant mortality 
rates remain high compared with those of other developed countries.

This report can assist primary care providers in offering family planning services that will help women, men, and couples achieve 
their desired number and spacing of children and increase the likelihood that those children are born healthy. The report provides 
recommendations for how to help prevent and achieve pregnancy, emphasizes offering a full range of contraceptive methods for 
persons seeking to prevent pregnancy, highlights the special needs of adolescent clients, and encourages the use of the family planning 
visit to provide selected preventive health services for women, in accordance with the recommendations for women issued by the 
Institute of Medicine and adopted by HHS.

Corresponding preparers: Loretta Gavin, PhD, Division of Reproductive 
Health, National Center for Chronic Disease Prevention and Health 
Promotion, CDC. Telephone: 770-488-6284; E-mail: lcg6@cdc.gov; 
Susan Moskosky, MS, Office of Population Affairs, US Department of 
Health and Human Services. Telephone: 240-453-2818; E-mail: 
susan.moskosky@hhs.gov.

Introduction
The United States continues to face challenges to improving 

the reproductive health of the U.S. population. Nearly half (49%) 
of all pregnancies are unintended (1). Although adolescent birth 
rates declined by more than 61% during 1991–2012, the United 
States has one of the highest adolescent pregnancy rates in the 
developed world, with >700,000 adolescents aged 15–19 years 
becoming pregnant each year and >300,000 giving birth (2,3). 
Approximately one of eight pregnancies in the United States 
results in a preterm birth, and infant mortality rates remain high 
compared with other developed countries (3,4). Moreover, all 
of these outcomes affect racial and ethnic minority populations 
disproportionately (1–4).

Family planning services can help address these and other public 
health challenges by providing education, counseling, and medical 
services (5). Family planning services include the following:

providing contraception to help women and men plan 
and space births, prevent unintended pregnancies, and 
reduce the number of abortions;
offering pregnancy testing and counseling;
helping clients who want to conceive;
providing basic infertility services;
providing preconception health services to improve infant 
and maternal outcomes and improve women’s and men’s 
health; and
providing sexually transmitted disease (STD) screening 
and treatment services to prevent tubal infertility and 
improve the health of women, men, and infants.

This report provides recommendations developed 
collaboratively by CDC and the Office of Population Affairs 
(OPA) of the U.S. Department of Health and Human Services 
(HHS). The recommendations outline how to provide family 
planning services by:
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defining a core set of family planning services for women 
and men,
describing how to provide contraceptive and other clinical 
services, serve adolescents, and perform quality 
improvements, and
encouraging the use of the family planning visit to provide 
selected preventive health services for women, in accordance 
with the recommendations for women issued by the 
Institute of Medicine (IOM) and adopted by HHS (6).

The collaboration between CDC and OPA drew on the 
strengths of both agencies. CDC has a long-standing history of 
developing evidence-based recommendations for clinical care, 
and OPA’s Title X Family Planning Program (7) has served as 
the national leader in direct family planning service delivery 
since the Title X program was established in 1970.

This report provides recommendations for providing care to 
clients of reproductive age who are in need of family planning 
services. These recommendations are intended for all current 
or potential providers of family planning services, including 
those funded by the Title X program.

Current Context of Family 
Planning Services

Women of reproductive age often report that their family 
planning provider is also their usual source of health care (8). 
As the U.S. health-care system evolves in response to increased 
efforts to expand health insurance coverage, contain costs, and 
emphasize preventive care (9), providers of family planning 
services will face new challenges and opportunities in care 
delivery. For example, they will have increased opportunities 
to serve new clients and to serve as gateways for their clients to 
other essential health-care services. In addition, primary care 
and other providers who provide a range of health-care services 
will be expected to integrate family planning services for all 
persons of reproductive age, including those whose primary 
reason for their health-care visit might not be family planning. 
Strengthened, multidirectional care coordination also will be 
needed to improve health outcomes. For example, this type 
of care coordination will be needed with clients referred to 
specialist care after initial screening at a family planning visit, 
as well as with specialists referring clients with family planning 
needs to family planning providers.

Defining Quality in Family 
Planning Service Delivery

The central premise underpinning these recommendations 
is that improving the quality of family planning services will 
lead to improved reproductive health outcomes (10–12). IOM 

defines health-care quality as the extent to which health-care 
services improve health outcomes in a manner that is consistent 
with current professional knowledge (10,13). According to 
IOM, quality health care has the following attributes: 

Safety. These recommendations integrate other CDC 
recommendations about which contraceptive methods can 
be provided safely to women with various medical 
conditions, and integrate CDC and U.S. Preventive 
Services Task Force (USPSTF) recommendations on STD, 
preconception, and related preventive health services.
Effectiveness. These recommendations support offering 
a full range of Food and Drug Administration 
(FDA)–approved contraceptive methods as well as 
counseling that highlights the effectiveness of contraceptive 
methods overall and, in specific patient situations, draws 
attention to the effectiveness of specific clinical preventive 
health services and identifies clinical preventive health 
services for which the potential harms outweigh the 
benefits (i.e., USPSTF “D” recommendations).
Client-centered approach. These recommendations 
encourage taking a client-centered approach by 
1) highlighting that the client’s primary purpose for 
visiting the service site must be respected, 2) noting the 
importance of confidential services and suggesting ways 
to provide them, 3) encouraging the availability of a broad 
range of contraceptive methods so that clients can make 
a selection based on their individual needs and preferences, 
and 4) reinforcing the need to deliver services in a 
culturally competent manner so as to meet the needs of 
all clients, including adolescents, those with limited 
English proficiency, those with disabilities, and those who 
are lesbian, gay, bisexual, transgender, or questioning their 
sexual identity (LGBTQ). Organizational policies, 
governance structures, and individual attitudes and 
practices all contribute to the cultural competence of a 
health-care entity and its staff. Cultural competency within 
a health-care setting refers to attitudes, practices, and 
policies that enable professionals to work effectively in 
cross-cultural situations (14–16).
Timeliness. These recommendations highlight the 
importance of ensuring that services are provided to clients 
in a timely manner.
Efficiency. These recommendations identify a core set of 
services that providers can focus on delivering, as well as 
ways to maximize the use of resources.
Accessibility. These recommendations address how to 
remove barriers to contraceptive use, use the family planning 
visit to provide access to a broader range of primary care 
and behavioral health services, use the primary care visit to 
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provide access to contraceptive and other family planning 
services, and strengthen links to other sources of care.
Equity. These recommendations highlight the need for 
providers of family planning services to deliver high-
quality care to all clients, including adolescents, LGBTQ 
persons, racial and ethnic minorities, clients with limited 
English proficiency, and persons living with disabilities.
Value. These recommendations highlight services (i.e., 
contraception and other clinical preventive services) that 
have been shown to be very cost-effective (17–19).

Methods

Recommendations Development Process

The recommendations were developed jointly under the 
auspices of CDC’s Division of Reproductive Health and 
OPA, in consultation with a wide range of experts and key 
stakeholders. More information about the processes used to 
conduct systematic reviews, the role of technical experts in 
reviewing the evidence, and the process of using the evidence 
to develop recommendations is provided (Appendix A). A 
multistage process was used to develop the recommendations 
that drew on established procedures for developing clinical 
guidelines (20,21). First, an Expert Work Group* was formed 
comprising family planning clinical providers, program 
administrators, and representatives from relevant federal 
agencies and professional medical associations to help define 
the scope of the recommendations. Next, literature about 
three priority topics (i.e., counseling and education, serving 
adolescents, and quality improvement) was reviewed by using 
the USPSTF methodology for conducting systematic reviews 
(22). The results were presented to three technical panels† 

comprising subject matter experts (one panel for each priority 
topic) who considered the quality of the evidence and made 
suggestions for what recommendations might be supported on 
the basis of the evidence. In a separate process, existing clinical 
recommendations on women’s and men’s preventive services 
were compiled from more than 35 federal and professional 
medical associations, and these results were presented to two 
technical panels of subject matter experts, one that addressed 
women’s clinical services and one that addressed men’s clinical 
services. The panels provided individual feedback about 
which clinical preventive services should be offered in a family 
planning setting and which clinical recommendations should 
receive the highest consideration.

CDC and OPA used the input from the subject matter 
experts to develop a set of core recommendations and asked 
the Expert Work Group to review them. The members of 
the Expert Work Group were more familiar with the family 
planning service delivery context than the members of the 
Technical Panel and thus could better comment on the 
feasibility and appropriateness of the recommendations, 
as well as the supporting evidence. The Expert Work 
Group considered the core recommendations by using the 
following criteria: 1) the quality of the evidence; 2) the 
positive and negative consequences of implementing the 
recommendations on health outcomes, costs or cost-savings, 
and implementation challenges; and 3) the relative importance 
of these consequences, (e.g., the likelihood that implementation 
of the recommendation will have a substantial effect on health 
outcomes might be considered more than the logistical 
challenges of implementing it) (20). In certain cases, when 
the evidence from the literature reviews was inconclusive or 
incomplete, recommendations were made on the basis of expert 
opinion. Finally, CDC and OPA staff considered the individual 
feedback from Expert Work Group members when finalizing 
the core recommendations and writing the recommendations 
document. A description of how the recommendations link 
to the evidence is provided together with the rationale for the 
inclusion of each recommendation in this report (Appendix B).

The evidence used to prepare these recommendations 
will appear in background papers that will be published 
separately. Resources that will help providers implement the 
recommendations will be provided through a web-based tool 
kit that will be available at http://www.hhs.gov/opa.

Audience for the Recommendations

The primary audience for this report is all providers or 
potential providers of family planning services to clients of 
reproductive age, including providers working in clinics that 
are dedicated to family planning service delivery, as well as 
private and public providers of more comprehensive primary 
care. Providers of dedicated family planning services might be 
less familiar with the specific recommendations for the delivery 
of preconception services. Providers of more comprehensive 
primary care might be less familiar with the delivery of 
contraceptive services, pregnancy testing and counseling, and 
services to help clients achieve pregnancy.

This report can be used by medical directors to write clinical 
protocols that describe how care should be provided. Job aids 
and other resources for use in service sites are being developed 
and will be made available when ready through OPA’s website 
(http://www.hhs.gov/opa).

* A list of the members of the Expert Work Group appears on page 52.
† A list of the members of the technical panels appears on pages 52 and 53.
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In this report, the term “provider” refers to any staff member 
who is involved in providing family planning services to a 
client. This includes physicians, physician assistants, nurse 
practitioners, nurse-midwives, nursing staff, and health 
educators. The term “service site” represents the numerous 
settings in which family planning services are delivered, which 
include freestanding service sites, community health centers, 
private medical facilities, and hospitals. A list of special terms 
used in this report is provided (Box 1).

The recommendations are designed to guide general clinical 
practice; however, health-care providers always should consider 
the individual clinical circumstances of each person seeking 
family planning services. Similarly, these recommendations 
might need to be adapted to meet the needs of particular 
populations, such as clients who are HIV-positive or who are 
substance users.

Organization of the Recommendations

This report is divided into nine sections. An initial section 
provides an overview of steps to assess the needs of a client 
and decide what family planning services to offer. Subsequent 
sections describe how to provide each of the following services: 
contraceptive services, pregnancy testing and counseling, helping 
clients achieve pregnancy, basic infertility services, preconception 
health services, STD services and related preventive health services. 
A final section on quality improvement describes actions that all 
providers of family planning services should consider to ensure 
that services are of high quality. More detailed information about 
selected topics addressed in the recommendations is provided 
(Appendices A–F).

These recommendations focus on the direct delivery of care 
to individual clients. However, parallel steps might need to be 
taken to maintain the systems required to support the provision of 
quality services for all clients (e.g., record-keeping procedures that 
preserve client confidentiality, procedures that improve efficiency 
and reduce clients’ wait time, staff training to ensure that all clients 
are treated with respect, and the establishment and maintenance 
of a strong system of care coordination and referrals).

Client Care

Family planning services are embedded within a broader 
framework of preventive health services (Figure 1). In this 
report, health services are divided into three main categories:

Family planning services. These include contraceptive 
services for clients who want to prevent pregnancy and space 
births, pregnancy testing and counseling, assistance to achieve 
pregnancy, basic infertility services, STD services (including 
HIV/AIDS), and other preconception health services (e.g., 
screening for obesity, smoking, and mental health). STD/HIV 

and other preconception health services are considered family 
planning services because they improve women’s and men’s 
health and can influence a person’s ability to conceive or to 
have a healthy birth outcome.
Related preventive health services. These include services 
that are considered to be beneficial to reproductive health, 

BOX 1. Definitions of quality terms used in this report

Accessible. The timely use of personal health services 
to achieve the best possible health outcomes.*

Client-centered. Care is respectful of, and responsive 
to, individual client preferences, needs, and values; client 
values guide all clinical decisions.†

Effective. Services are based on scientific knowledge and 
provided to all who could benefit and are not provided to 
those not likely to benefit.†

Efficient. Waste is avoided, including waste of equipment, 
supplies, ideas, and energy.†

Equitable. Care does not vary in quality because of the 
personal characteristics of clients (e.g., sex, race/ethnicity, 
geographic location, insurance status, or socioeconomic 
status).†

Evidence-based. The process of integrating science-
based interventions with community preferences to 
improve the health of populations.§ 

Health-care quality. The degree to which health-care 
services for individuals and populations increase the 
likelihood of desired health outcomes and are consistent 
with current professional knowledge.† 

Process. Whether services are provided correctly and 
completely and how clients perceive the care they receive.¶

Safe. Avoids injuries to clients from the care that is 
intended to help them.† 

Structure. The characteristics of the settings in which 
providers deliver health care, including material resources, 
human resources, and organizational structure.¶

Timely. Waits and sometimes harmful delays for both 
those who receive and those who provide care are reduced.†

Value. The care provides good return relative to the costs 
involved, such as a return on investment or a reduction in 
the per capita cost of health care.*

* Source: Institute of Medicine. Future directions for the national healthcare 
quality and disparities reports. Ulmer C, Bruno M, Burke S, eds.
Washington,  DC: The National  Academies  Press ;  2010.

† Source: Institute of Medicine. Crossing the quality chasm: a new health 
system for the 21st century. Committee on Quality of Health Care in 
America, ed. Washington, DC: National Academies of Science; 2001.

§ Source: Kohatsu ND, Robinson JG, Torner JC. Evidence-based public 
health: an evolving concept. Am J Prev Med 2004;27:417–21.

¶ Source: Donabedian A. The quality of care. JAMA 1988;260:1743–8.
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are closely linked to family planning services, and are 
appropriate to deliver in the context of a family planning visit 
but that do not contribute directly to achieving or preventing 
pregnancy (e.g., breast and cervical cancer screening).
Other preventive health services. These include 
preventive health services for women that were not 
included above (6), as well as preventive services for men. 
Screening for lipid disorders, skin cancer, colorectal cancer, 
or osteoporosis are examples of this type of service. 
Although important in the context of primary care, these 
have no direct link to family planning services.

Providers of family planning services should be trained and 
equipped to offer all family planning and related preventive 
health services so that they can provide optimal care to clients, 
with referral for specialist care, as needed. Other preventive 
health services should be available either on-site or by referral, 
but these recommendations do not address this category 
of services. Information about preventive services that are 
beyond the scope of this report is available at http://www.
uspreventiveservicestaskforce.org.

Determining the Client’s Need for Services

These recommendations apply to two types of encounters 
with women and men of reproductive age. In the first type of 
encounter, the primary reason for a client’s visit to a health-
care provider is related to preventing or achieving pregnancy, 

(i.e., contraceptive services, pregnancy testing and counseling, 
or becoming pregnant). Other aspects of managing pregnancy 
(e.g., prenatal and delivery care ) are not addressed in these 
recommendations. For clients seeking to prevent or achieve 
pregnancy, providers should assess whether the client needs 
other related services and offer them to the client. In the second 
type of encounter, the primary reason for a client’s visit to a 
health-care provider is not related to preventing or achieving 
pregnancy. For example, the client might come in for acute 
care (e.g., a male client coming in for STD symptoms or as 
a contact of a person with an STD), for chronic care, or for 
another preventive service. In this situation, providers not only 
should address the client’s primary reason for the visit but also 
assess the client’s need for services related to preventing or 
achieving pregnancy.

A clinical pathway of family planning services for women and 
men of reproductive age is provided (Figure 2). The following 
questions can help providers determine what family planning 
services are most appropriate for a given visit. 

What is the client’s reason for the visit? It is essential to 
understand the client’s goals for the visit and address those 
needs to the extent possible.
Does the client have another source of primary health 
care? Understanding whether a provider is the main source 
of primary care for a client will help identify what 
preventive services a provider should offer. If a provider is 
the client’s main source of primary care, it will be 
important to assess the client’s needs for the other services 
listed in this report. If the client receives ongoing primary 
care from another provider, the provider should confirm 
that the client’s preventive health needs are met while 
avoiding the delivery of duplicative services.
What is the client’s reproductive life plan? An assessment 
should be made of the client’s reproductive life plan, which 
outlines personal goals about becoming pregnant (23–25) 
(Box 2).The provider should avoid making assumptions 
about the client’s needs based on his or her characteristics, 
such as sexual orientation or disabilities. For clients whose 
initial reason for coming to the service site was not related to 
preventing or achieving pregnancy, asking questions about 
his or her reproductive life plan might help identify unmet 
reproductive health-care needs. Identifying a need for 
contraceptive services might be particularly important given 
the high rate of unintended pregnancy in the United States.

 – If the client does not want a child at this time and is 
sexually active, then offer contraceptive services.

 – If the client desires pregnancy testing, then provide 
pregnancy testing and counseling.

 – If the client wants to have a child now, then provide 
services to help the client achieve pregnancy.

FIGURE 1. Family planning and related and other preventive health 
services
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 – If the client wants to have a child and is experiencing 
difficulty conceiving, then provide basic infertility services.

Does the client need preconception health services? 
Preconception health services (such as screening for 
obesity, smoking, and mental health) are a subset of all 
preventive services for women and men. Preconception 
health care is intended to promote the health of women 
and men of reproductive age before conception, with the 
goal of improving pregnancy-related outcomes (24). 
Preconception health services are also important because 
they improve the health of women and men, even if they 
choose not to become pregnant. The federal and 
professional medical recommendations cited in this report 
should be followed when determining which preconception 
health services a client might need.
Does the client need STD services? The need for STD 
services, including HIV/AIDS testing, should be considered 

at every visit. Many clients requesting contraceptive services 
also might meet the criteria for being at risk of one or more 
STDs. Screening for chlamydia and gonorrhea is especially 
important in a family planning context because these STDs 
contribute to tubal infertility if left untreated. STD services 
are also necessary to maximize preconception health. The 
federal recommendations cited in this report should be 
followed when determining which STD services a client 
might need. Aspects of managing symptomatic STDs are 
not addressed in these recommendations.
What other related preventive health services does the 
client need? Whether the client needs related preventive 
health services, such as breast and cervical cancer screening 
for female clients, should be assessed. The federal and 
professional medical recommendations cited in this report 
should be followed when determining which related 
preventive health services a client might need.

FIGURE 2. Clinical pathway of family planning services for women and men of reproductive age
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The individual client’s needs should be considered when 
determining what services to offer at a given visit. It might not 
be feasible to deliver all the needed services in a single visit, and 
they might need to be delivered over the course of several visits. 
Providers should tailor services to meet the specific needs of 
the population they serve. For example, clients who are trying 
to achieve pregnancy and those at high risk of unintended 
pregnancy should be given higher priority for preconception 
health services. In some cases, the provider will deliver the 
initial screening service but then refer to another provider for 
further diagnosis or follow-up care.

The delivery of preconception, STD, and related preventive 
health services should not become a barrier to a client’s ability 
to receive services related to preventing or achieving pregnancy. 
For these clients, receiving services related to preventing or 
achieving pregnancy is the priority; if other family planning 
services cannot be delivered at the initial visit, then follow-up 
visits should be scheduled.

In addition, professional recommendations for how to 
address the needs of diverse clients, such as LGBTQ persons 
(26–32) or persons with disabilities (33), should be consulted 
and integrated into procedures, as appropriate. For example, 
as noted before, providers should avoid making assumptions 
about a client’s gender identity, sexual orientation, race, 
or ethnicity; all requests for services should be treated 
without regard to these characteristics. Similarly, services for 
adolescents should be provided in a “youth-friendly” manner, 
which means that they are accessible, equitable, acceptable, 
appropriate, comprehensive, effective, and efficient for youth, 
as recommended by the World Health Organization (34).

Contraceptive Services
Providers should offer contraceptive services to clients who 

wish to delay or prevent pregnancy. Contraceptive services 
should include consideration of a full range of FDA-approved 
contraceptive methods, a brief assessment to identify the 
contraceptive methods that are safe for the client, contraceptive 
counseling to help a client choose a method of contraception 
and use it correctly and consistently, and provision of one or 
more selected contraceptive method(s), preferably on site, but 
by referral if necessary. Contraceptive counseling is defined as 
a process that enables clients to make and follow through on 
decisions about their contraceptive use. Education is an integral 
component of the contraceptive counseling process that helps 
clients to make informed decisions and obtain the information 
they need to use contraceptive methods correctly.

Key steps in providing contraceptive services, including 
contraceptive counseling and education, have been outlined 
(Box 3). These key steps are in accordance with the five principles 
of quality counseling (Appendix C). To help a client who is 
initiating or switching to a new method of contraception, 
providers should follow these steps. These steps most likely will 
be implemented iteratively when working with a client and 
should help clients adopt, change, or maintain contraceptive use.

Step 1. Establish and maintain rapport with the client. 
Providers should strive to establish and maintain rapport. 
Strategies to achieve these goals include the following:

using open-ended questions;
demonstrating expertise, trustworthiness, and accessibility;
ensuring privacy and confidentiality;
explaining how personal information will be used;
encouraging the client to ask questions and share 
information;
listening to and observing the client; and
being encouraging and demonstrating empathy and 
acceptance.

Step 2. Obtain clinical and social information from 
the client. Providers should ask clients about their medical 
history to identify methods that are safe. In addition, to learn 
more about factors that might influence a client’s choice of a 
contraceptive method, providers should confirm the client’s 
pregnancy intentions or reproductive life plan, ask about the 
client’s contraceptive experiences and preferences, and conduct 
a sexual health assessment. When available, standardized tools 
should be used.

Medical history. A medical history should be taken to 
ensure that methods of contraception being considered 
by a client are safe for that particular client. For a female 
client, the medical history should include menstrual 
history (including last menstrual period, menstrual 
frequency, length and amount of bleeding, and other 

BOX 2. Recommended questions to ask when assessing a client’s 
reproductive life plan

Providers should discuss a reproductive life plan with 
clients receiving contraceptive, pregnancy testing and 
counseling, basic infertility, sexually transmitted disease, 
and preconception health services in accordance with 
CDC’s recommendation that all persons capable of having 
a child should have a reproductive life plan.*

 Providers should assess the client’s reproductive life plan 
by asking the client questions such as:

Do you have any children now?
Do you want to have (more) children?
How many (more) children would you like to have 
and when?

* Source: CDC. Recommendations to improve preconception health and 
health care—United States: a report of the CDC/ATSDR Preconception 
Care Work Group and the Select Panel on Preconception Care. MMWR 
2006;55(No. RR-6).
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patterns of uterine/vaginal bleeding), gynecologic and 
obstetrical history, contraceptive use, allergies, recent 
intercourse, recent delivery, miscarriage, or termination, 
and any relevant infectious or chronic health condition 
and other characteristics and exposures (e.g., age, 
postpartum, and breastfeeding) that might affect the 
client’s medical eligibility criteria for contraceptive 
methods (35). Clients considering combined hormonal 
contraception should be asked about smoking tobacco, in 
accordance with CDC guidelines on contraceptive use 
(35). Additional details about the methods of contraception 
that are safe to use for female clients with specific medical 
conditions and characteristics (e.g., hypertension) are 
addressed in previously published guidelines (35). For a 
male client, a medical history should include use of 
condoms, known allergies to condoms, partner use of 
contraception, recent intercourse, whether his partner is 
currently pregnant or has had a child, miscarriage, or 
termination, and the presence of any infectious or chronic 
health condition. However, the taking of a medical history 
should not be a barrier to making condoms available in 
the clinical setting (i.e., a formal visit should not be a 
prerequisite for a client to obtain condoms).
Pregnancy intention or reproductive life plan. Each 
client should be encouraged to clarify decisions about her 
or his reproductive life plan (i.e., whether the client wants 
to have any or more children and, if so, the desired timing 
and spacing of those children) (24).
Contraceptive experiences and preferences. Method-
specific experiences and preferences should be assessed by 
asking questions such as, “What method(s) are you 
currently using, if any?”; “What methods have you used 
in the past?”; “Have you previously used emergency 

contraception?”; “Did you use contraception at last sex?”; 
“What difficulties did you experience with prior methods 
if any (e.g., side effects or noncompliance)?”; “Do you 
have a specific method in mind?”; and “Have you discussed 
method options with your partner, and does your partner 
have any preferences for which method you use?” Male 
clients should be asked if they are interested in vasectomy.
Sexual health assessment. A sexual history and risk 
assessment that considers the client’s sexual practices, 
partners, past STD history, and steps taken to prevent 
STDs (36) is recommended to help the client select the 
most appropriate method(s) of contraception. Correct and 
consistent condom use is recommended for those at risk 
for STDs. CDC recommendations for how to conduct a 
sexual health assessment have been summarized (Box 4).

Step 3. Work with the client interactively to select the most 
effective and appropriate contraceptive method. Providers 
should work with the client interactively to select an effective 
and appropriate contraceptive method. Specifically, providers 
should educate the client about contraceptive methods that 
the client can safely use, and help the client consider potential 
barriers to using the method(s) under consideration. Use of 
decision aids (e.g., computerized programs that help a client 
to identify a range of methods that might be appropriate for 
the client based on her physical characteristics such as health 
conditions or preferences about side effects) before or while 
waiting for the appointment can facilitate and maximize the 
utility of the time spent on this step.

Providers should inform clients about all contraceptive 
methods that can be used safely. Before the health-care visit, 
clients might have only limited information about all or 
specific methods of contraception (37). A broad range of 
methods, including long-acting reversible contraception (i.e., 
intrauterine devices [IUDs] and implants), should be discussed 
with all women and adolescents, if medically appropriate.

Providers are encouraged to present information on potential 
reversible methods of contraception by using a tiered approach 
(i.e., presenting information on the most effective methods first, 
before presenting information on less effective methods) (38,39). 
This information should include an explanation that long-
acting reversible contraceptive methods are safe and effective for 
most women, including those who have never given birth and 
adolescents (35). Information should be tailored and presented 
to ensure a client-centered approach. It is not appropriate to omit 
presenting information on a method solely because the method 
is not available at the service site. If not all methods are available 
at the service site, it is important to have strong referral links in 
place to other providers to maximize opportunities for clients 
to obtain their preferred method that is medically appropriate.

BOX 3. Steps in providing contraceptive services, including 
contraceptive counseling* and education

Establish and maintain rapport with the client.
Obtain clinical and social information from the client.
Work with the client interactively to select the most 
effective and appropriate contraceptive method.
Conduct a physical assessment related to 
contraceptive use, only when warranted.
Provide the contraceptive method along with 
instructions about correct and consistent use, help the 
client develop a plan for using the selected method 
and for follow up, and confirm client understanding.

* Key principles of providing quality counseling including education have 
been outlined (Appendix C).
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For clients who have completed childbearing or do not plan 
to have children, permanent sterilization (female or male) is an 
option that may be discussed. Both female and male sterilization 
are safe, are highly effective, and can be performed in an office 
or outpatient surgery setting (40,41). Women and men should 
be counseled that these procedures are not intended to be 
reversible and that other highly effective, reversible methods of 
contraception (e.g., implants or IUDs) might be an alternative 
if they are unsure about future childbearing. Clients interested 
in sterilization should be referred to an appropriate source of 
care if the provider does not perform the procedure.

When educating clients about contraceptive methods that 
the clients can use safely, providers should ensure that clients 
understand the following:

Method effectiveness. A contraceptive method’s rate of 
typical effectiveness, or the percentage of women 
experiencing an unintended pregnancy during the first 
year of typical use, is an important consideration (Figure 3; 
Appendix D) (38,42).
Correct use of the method. The mode of administration 
and understanding how to use the method correctly might 
be important considerations for the client when choosing 

a method. For example, receiving a contraceptive injection 
every 3 months might not be acceptable to a woman who 
fears injections. Similarly, oral contraceptives might not 
be acceptable to a woman who is concerned that she might 
not be able to remember to take a pill every day.
Noncontraceptive benefits. Many contraceptives have 
noncontraceptive benefits, in addition to preventing 
pregnancy, such as reducing heavy menstrual bleeding. 
Although the noncontraceptive benefits are not generally 
the major determinant for selecting a method, awareness 
of these benefits can help clients decide between two or 
more suitable methods and might enhance the client’s 
motivation to use the method correctly and consistently.
Side effects. Providers should inform the client about risks 
and side effects of the method(s) under consideration, help 
the client understand that certain side effects of contraceptive 
methods might disappear over time, and encourage the 
client to weigh the experience of coping with side effects 
against the experience and consequences of an unintended 
pregnancy. The provider should be prepared to discuss and 
correct misperceptions about side effects. Clients also should 
be informed about warning signs for rare, but serious, 
adverse events with specific contraceptive methods, such as 
stroke and venous thromboembolism with use of combined 
hormonal methods.
Protection from STDs, including HIV. Clients should 
be informed that contraceptive methods other than 
condoms offer no protection against STDs, including 
HIV. Condoms, when used correctly and consistently, 
help reduce the risk of STDs, including HIV, and provide 
protection against pregnancy. Dual protection (i.e., 
protection from both pregnancy and STDs) is important 
for clients at risk of contracting an STD, such as those 
with multiple or potentially infected partner(s). Dual 
protection can be achieved through correct and consistent 
use of condoms with every act of sexual intercourse, or 
correct and consistent use of a condom to prevent infection 
plus another form of contraception to prevent pregnancy. 
(For more information about preventing and treating 
STDs, see STD Services.)

When educating clients about the range of contraceptive 
methods, providers should ensure that clients have information 
that is medically accurate, balanced, and provided in a 
nonjudgmental manner. To assist clients in making informed 
decisions, providers should educate clients in a manner that 
can be readily understood and retained. The content, format, 
method, and medium for delivering education should be 
evidence-based (see Appendix E).

When working with male clients, when appropriate, providers 
should discuss information about female-controlled methods 

BOX 4. Steps in conducting a sexual health assessment*

Practices: Explore the types of sexual activity in which 
the patient engages (e.g., vaginal, anal, or oral sex).
Pregnancy prevention: Discuss current and future 
contraceptive options. Ask about current and previous 
use of methods, use of contraception at last sex, 
difficulties with contraception, and whether the client 
has a particular method in mind.
Partners: Ask questions to determine the number, gender 
(men, women, or both), and concurrency of the patient’s 
sex partners (if partner had sex with another partner while 
still in a sexual relationship with the patient). It might be 
necessary to define the term “partner” to the patient or use 
other, relevant terminology.
Protection from sexually transmitted diseases 
(STDs): Ask about condom use, with whom they do 
or do not use condoms, and situations that make it 
harder or easier to use condoms. Topics such as 
monogamy and abstinence also can be discussed.
Past STD history: Ask about any history of STDs, 
including whether their partners have ever had an 
STD. Explain that the likelihood of an STD is higher 
with a past history of an STD.

* Source: CDC. Sexually transmitted diseases treatment guidelines, 2010. 
MMWR 2010;59(No. RR-12).
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(including emergency contraception) encourage discussion of 
contraception with partners, and provide information about how 
partners can access contraceptive services. Male clients should 
also be reminded that condoms should be used correctly and 
consistently to reduce risk of STDs, including HIV.

When working with any client, encourage partner 
communication about contraception, as well as understanding 
partner barriers (e.g., misperceptions about side effects) and 
facilitators (e.g., general support) of contraceptive use (43–46).

The provider should help the client consider potential 
barriers to using the method(s) under consideration. This 
includes consideration of the following factors:

Social-behavioral factors. Social-behavioral factors might 
influence the likelihood of correct and consistent use of 

contraception (47). Providers should help the client 
consider the advantages and disadvantages of the 
method(s) being considered, the client’s feelings about 
using the method(s), how her or his partner is likely to 
respond, the client’s peers’ perceptions of the method(s), 
and the client’s confidence in being able to use the method 
correctly and consistently (e.g., using a condom during 
every act of intercourse or remembering to take a pill every 
day) (37).
Intimate partner violence and sexual violence. Current 
and past intimate partner sexual or domestic violence 
might impede the correct and consistent use of 
contraception, and might be a consideration when 
choosing a method (47–49). For example, an IUD might 

FIGURE 3. The typical effectiveness of Food and Drug Administration–approved contraceptive methods
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be preferred because it does not require the partner’s 
participation. The medical history might provide 
information on signs of current or past violence and, if 
not, providers should ask clients about relationship issues 
that might be potential barriers to contraceptive use. In 
addition, clients experiencing intimate partner violence 
or sexual violence should be referred for appropriate care.
Mental health and substance use behaviors. Mental health 
(e.g., depression, anxiety disorders, and other mental 
disorders) and substance use behaviors (e.g., alcohol use, 
prescription abuse, and illicit drug use) might affect a client’s 
ability to correctly and consistently use contraception 
(47,50). The medical history might provide information 
about the signs of such conditions or behaviors, and if not, 
providers should ask clients about substance use behaviors 
or mental health disorders, such as depression or anxiety, 
that might interfere with the motivation or ability to follow 
through with contraceptive use. If needed, clients with 
mental health disorders or risky substance use behaviors 
should be referred for appropriate care.

Step 4. Conduct a physical assessment related to 
contraceptive use, when warranted. Most women will need 
no or few examinations or laboratory tests before starting a 
method of contraception. Guidance on necessary examinations 
and tests related to initiation of contraception is available (42). 
A list of assessments that need to be conducted when providing 
reversible contraceptive services to a female client seeking to 
initiate or switch to a new method of reversible contraception is 
provided (Table 1) (42). Clinical evaluation of a client electing 
permanent sterilization should be guided by the clinician who 
performs the procedure. Recommendations for contraceptive 
use are available (42). Key points include the following:

Blood pressure should be taken before initiating the use 
of combined hormonal contraception.
Providers should assess the current pregnancy status of 
clients receiving contraception (42), which provides 
guidance on how to be reasonably certain that a woman 
is not pregnant at the time of contraception initiation. In 
most cases, a detailed history provides the most accurate 
assessment of pregnancy risk in a woman about to start 
using a contraceptive method. Routine pregnancy testing 
for every woman is not necessary.
Weight measurement is not needed to determine medical 
eligibility for any method of contraception because all 
methods generally can be used among obese women. 
However, measuring weight and calculating BMI at baseline 
might be helpful for monitoring any changes and counseling 
women who might be concerned about weight change 
perceived to be associated with their contraceptive method.

Unnecessary medical procedures and tests might create 
logistical, emotional, or economic barriers to contraceptive 
access for some women, particularly adolescents and low-
income women, who have high rates of unintended 
pregnancies (1,51,52). For both adolescent and adult 
female clients, the following examinations and tests are 
not needed routinely to provide contraception safely to a 
healthy client (although they might be needed to address 
other non-contraceptive health needs) (42):

 – pelvic examinations, unless inserting an intrauterine 
device (IUD) or fitting a diaphragm;

 – cervical cytology or other cancer screening, including 
clinical breast exam;

 – human immunodeficiency virus (HIV) screening; and
 – laboratory tests for lipid, glucose, liver enzyme, and 
hemoglobin levels or thrombogenic mutations.

For male clients, no physical examination needs to be 
performed before distributing condoms.

Step 5. Provide the contraceptive method along with 
instructions about correct and consistent use, help the 
client develop a plan for using the selected method and for 
follow-up, and confirm client understanding.

A broad range of FDA-approved contraceptive methods 
should be available onsite. Referrals for methods not 
available onsite should be provided for clients who indicate 
they prefer those methods. When providing contraception, 
providers should instruct the client about correct and 
consistent use and employ the following strategies to 
facilitate a client’s use of contraception:

 – Provide onsite dispensing;
 – Begin contraception at the time of the visit rather than 

waiting for next menses (also known as “quick start”) if 
the provider can reasonably be certain that the client is 
not pregnant (42). A provider can be reasonably certain 
that a woman is not pregnant if she has no symptoms or 
signs of pregnancy and meets any one of the following 
criteria (42,53):
 º is ≤7 days after the start of normal menses,
 º has not had sexual intercourse since the start of last 

normal menses, 
 º has been using a reliable method of contraception 

correctly and consistently,
 º is ≤7 days after spontaneous or induced abortion, 
 º is within 4 weeks postpartum, 
 º is fully or nearly fully breastfeeding (exclusively 

breastfeeding or the vast majority [≥85%] of feeds are 
breastfeeds), amenorrheic, and <6 months postpartum;

 – Provide or prescribe multiple cycles (ideally a full year’s 
supply) of oral contraceptive pills, the patch, or the ring 
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to minimize the number of times a client has to return to 
the service site;

 – Make condoms easily and inexpensively available; and
 – If a client chooses a method that is not available on-site 
or the same day, provide the client another method to 
use until she or he can start the chosen method.

Help the client develop a plan for using the selected 
method. Using a method incorrectly or inconsistently and 
having gaps in contraceptive protection because of method 
switching both increase the likelihood of an unintended 
pregnancy (37). After the method has been provided, or 
a plan put into place to obtain the chosen method, 
providers should help the client develop an action plan 
for using the selected method.

Providers should encourage clients to anticipate reasons 
why they might not use their chosen method(s) correctly or 
consistently, and help them develop strategies to deal with 
these possibilities. For example, for a client selecting oral 
contraceptive pills who might forget to take a pill, the provider 
can work with the client to identify ways to routinize daily 
pill taking (e.g., use of reminder systems such as daily text 

messages or cell phone alarms). Providers also may inform 
clients about the availability of emergency contraceptive pills 
and may provide clients an advance supply of emergency 
contraceptive pills on-site or by prescription, if requested.

Side effects (e.g., irregular vaginal bleeding) are a primary 
reason for method discontinuation (54), so providers 
should discuss ways the client might deal with potential side 
effects to increase satisfaction with the method and improve 
continuation (42).
Develop a plan for follow-up. Providers should discuss an 
appropriate follow-up plan with the client to meet their 
individual needs, considering the client’s risk for 
discontinuation. Follow-up provides an opportunity to 
inquire about any initial difficulties the client might be 
experiencing, and might reinforce the perceived accessibility 
of the provider and increase rapport. Alternative modes 
of follow-up other than visits to the service site, such as 
telephone, e-mail, or text messaging, should be considered 
(assuming confidentiality can be assured), as needed.

As noted previously, if a client chooses a method that 
is not available on-site or during the visit, the provider 

TABLE 1. Assessments to conduct when a female client is initiating a new method of reversible contraception

Cu-IUD and 
LNG-IUD Implant Injectable

Combined 
hormonal 

contraception
Progestin-
only pills Condom

Diaphragm or 
cervical 

cap Spermicide

Examination

Blood pressure C C C A* C C C C

Weight (BMI) (weight [kg]/height [m]2) —†  —† —† —† —† C C C

Clinical breast examination C C C C C C C C

Bimanual examination and cervical 
inspection

A C C C C C A§ C

Laboratory test

Glucose C C C C C C C C

Lipids C C C C C C C C

Liver enzymes C C C C C C C C

Hemoglobin C C C C C C C C

Thrombogenic mutations C C C C C C C C

Cervical cytology (Papanicolaou smear) C C C C C C C C

STD screening with laboratory tests —¶ C C C C C C C

HIV screening with laboratory tests C C C C C C C C

Source: CDC. U.S. selected practice recommendations for contraceptive use 2013. MMWR 2013;62(No. RR-5).
Abbreviations: A = Class A: essential and mandatory in all circumstances for safe and effective use of the contraceptive method; B = Class B: contributes substantially 
to safe and effective use, but implementation might be considered within the public health and/or service context (the risk of not performing an examination or test 
should be balanced against the benefits of making the contraceptive method available); C = Class C: does not contribute substantially to safe and effective use of the 
contraceptive method; Cu-IUD = copper-containing intrauterine device; LNG-IUD = levonorgestrel releasing intrauterine device.
* In cases in which access to health care might be limited, the blood pressure measurement can be obtained by the woman in a nonclinical setting (e.g., pharmacy 

or fire station) and self-reported to the provider.
† Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. Medical Eligibility 

Criteria 1) or generally can be used (U.S. Medical Eligibility Criteria 2) among obese women (Source: CDC. U.S. medical eligibility criteria for contraceptive use 2010. 
MMWR 2010;59[No. RR-4]). However, measuring weight and calculating BMI at baseline might be helpful for monitoring any changes and counseling women who 
might be concerned about weight change perceived to be associated with their contraceptive method.

§ A bimanual examination (not cervical inspection) is needed for diaphragm fitting.
¶ Most women do not require additional STD screening at the time of IUD insertion, if they have already been screened according to CDC’s STD treatment guidelines 

(Sources: CDC. STD treatment guidelines. Atlanta, GA: US Department of Health and Human Services, CDC; 2013. Available at http://www.cdc.gov/std/treatment. 
CDC. Sexually transmitted diseases treatment guidelines, 2010. MMWR. 2010;59[No. RR-12]). If a woman has not been screened according to guidelines, screening 
can be performed at the time of IUD insertion and insertion should not be delayed. Women with purulent cervicitis or current chlamydial infection or gonorrhea 
should not undergo IUD insertion (U.S. Medical Eligibility Criteria 4). Women who have a very high individual likelihood of STD exposure (e.g., those with a currently 
infected partner) generally should not undergo IUD insertion (U.S. Medical Eligibility Criteria 3) (Source: CDC. U.S. medical eligibility criteria for contraceptive use 
2010. MMWR 2010;59[No. RR-4]). For these women, IUD insertion should be delayed until appropriate testing and treatment occurs.



Recommendations and Reports

MMWR / April 25, 2014 / Vol. 63 / No. 4 13

should schedule a follow-up visit with the client or provide 
a referral for her or him to receive the method. The client 
should be provided another method to use until she or he 
can start the chosen method.
Confirm the client’s understanding. Providers should assess 
whether the client understands the information that was 
presented. The client’s understanding of the most 
important information about her or his chosen 
contraceptive method should be documented in the 
medical record (e.g., by a checkbox or written statement).

The teach-back method may be used to confirm the client’s 
understanding by asking the client to repeat back messages 
about risks and benefits and appropriate method use and 
follow-up. If providers assess the client’s understanding, then 
the check box or written statement can be used in place of a 
written method-specific informed consent form. Topics that 
providers may consider having the client repeat back include 
the following: typical method effectiveness; how to use the 
method correctly; protection from STDs; warning signs 
for rare, but serious, adverse events and what to do if they 
experience a warning sign; and when to return for follow-up. 

Provide Counseling for Returning Clients

When serving contraceptive clients who return for ongoing 
care related to contraception, providers should ask if the 
client has any concerns with the method and assess its use. 
The provider should assess any changes in the client’s medical 
history, including changes in risk factors and medications that 
might affect safe use of the contraceptive method. If the client 
is using the method correctly and consistently and there are no 
concerns about continued use, an appropriate follow-up plan 
should be discussed and more contraceptive supplies given 
(42). If the client or provider has concerns about the client’s 
correct or consistent use of the method, the provider should 
ask if the client would be interested in considering a different 
method of contraception. If the client is interested, the steps 
described above should be followed.

Counseling Adolescent Clients

Providers should give comprehensive information to 
adolescent clients about how to prevent pregnancy (55–57). 
This information should clarify that avoiding sex (i.e., 
abstinence) is an effective way to prevent pregnancy and STDs. 
If the adolescent indicates that she or he will be sexually active, 
providers should give information about contraception and 
help her or him to choose a method that best meets her or his 
individual needs, including the use of condoms to reduce the 
risk of STDs. Long-acting reversible contraception is a safe 
and effective option for many adolescents, including those 
who have not been pregnant or given birth (35).

Providers of family planning services should offer confidential 
services to adolescents and observe all relevant state laws and 
any legal obligations, such as notification or reporting of child 
abuse, child molestation, sexual abuse, rape, or incest, as well 
as human trafficking (58,59). Confidentiality is critical for 
adolescents and can greatly influence their willingness to access 
and use services (60–67). As a result, multiple professional 
medical associations have emphasized the importance of 
providing confidential services to adolescents (68–70).

Providers should encourage and promote communication 
between the adolescent and his or her parent(s) or guardian(s) 
about sexual and reproductive health (71–86). Adolescents 
who come to the service site alone should be encouraged to 
talk to their parents or guardians. Educational materials and 
programs can be provided to parents or guardians that help 
them talk about sex and share their values with their child 
(72,87). When both parent or guardian and child have agreed, 
joint discussions can address family values and expectations 
about dating, relationships, and sexual behavior.

In a given year, approximately 20% of adolescent births 
represent repeat births (88), so in addition to providing 
postpartum contraception, providers should refer pregnant 
and parenting adolescents to home visiting and other programs 
that have been demonstrated to provide needed support and 
reduce rates of repeat teen pregnancy (89–94).

Services for adolescents should be provided in a “youth-
friendly” manner, which means that they are accessible, 
equitable, acceptable, appropriate, comprehensive, effective, 
and efficient for youth as recommended by the World Health 
Organization (34).

Pregnancy Testing and Counseling
Providers of family planning services should offer pregnancy 

testing and counseling services as part of core family planning 
services, in accordance with recommendations of major 
professional medical organizations, such as the American 
College of Obstetricians and Gynecologists (ACOG) and the 
American Academy of Pediatrics (AAP) (95–97).

Pregnancy testing is a common reason for a client to visit a 
provider of family planning services. Approximately 65% of 
pregnancies result in live births, 18% in induced abortion, 
and 17% spontaneous fetal loss (98). Among live births, only 
1% of infants are placed for adoption within their first month 
of life (99).

The visit should include a discussion about her reproductive 
life plan and a medical history that includes asking about 
any coexisting conditions (e.g., chronic medical illnesses, 
physical disability, psychiatric illness) (95,96). In most cases, 
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a qualitative urine pregnancy test will be sufficient; however, 
in certain cases, the provider may consider performing a 
quantitative serum pregnancy test, if exact hCG levels would 
be helpful for diagnosis and management. The test results 
should be presented to the client, followed by a discussion of 
options and appropriate referrals.

Options counseling should be provided in accordance with 
recommendations from professional medical associations, such as 
ACOG and AAP (95–97). A female client might wish to include 
her partner in the discussion; however, if a client chooses not to 
involve her partner, confidentiality must be assured.

Positive Pregnancy Test

If the pregnancy test is positive, the clinical visit should include 
an estimation of gestational age so that appropriate counseling 
can be provided. If a woman is uncertain about the date of her 
last normal menstrual period, a pelvic examination might be 
needed to help assess gestational age. In addition, clients should 
receive information about the normal signs and symptoms of 
early pregnancy, and should be instructed to report any concerns 
to a provider for further evaluation. If ectopic pregnancy or 
other pregnancy abnormalities or problems are suspected, the 
provider should either manage the condition or refer the client 
for immediate diagnosis and management.

Referral to appropriate providers of follow-up care should 
be made at the request of the client, as needed. Every effort 
should be made to expedite and follow through on all referrals. 
For example, providers might provide a resource listing or 
directory of providers to help the client identify options for 
care. Depending upon a client’s needs, the provider may make 
an appointment for the client, or call the referral site to let them 
know the client was referred. Providers also should assess the 
client’s social support and refer her to appropriate counseling 
or other supportive services, as needed.

For clients who are considering or choose to continue the 
pregnancy, initial prenatal counseling should be provided 
in accordance with the recommendations of professional 
medical associations, such as ACOG (97). The client should 
be informed that some medications might be contraindicated 
in pregnancy, and any current medications taken during 
pregnancy need to be reviewed by a prenatal care provider 
(e.g., an obstetrician or midwife). In addition, the client should 
be encouraged to take a daily prenatal vitamin that includes 
folic acid; to avoid smoking, alcohol, and other drugs; and 
not to eat fish that might have high levels of mercury (97). If 
there might be delays in obtaining prenantal care, the client 
should be provided or referred for any needed STD screening 
(including HIV) and vaccinations (36).

Negative Pregnancy Test

Women who are not pregnant and who do not want to 
become pregnant at this time should be offered contraceptive 
services, as described previously. The contraceptive counseling 
session should explore why the client thought that she was 
pregnant and sought pregnancy testing services, and whether 
she has difficulties using her current method of contraception. 
A negative pregnancy test also provides an opportunity to discuss 
the value of making a reproductive life plan. Ideally, these services 
will be offered in the same visit as the pregnancy test because 
clients might not return at a later time for contraceptive services.

Women who are not pregnant and who are trying to become 
pregnant should be offered services to help achieve pregnancy or 
basic infertility services, as appropriate (see “Clients Who Want 
to Become Pregnant” and “Basic Infertility Services”). They also 
should be offered preconception health and STD services (see 
“Preconception Health Services” and “STD services”).

Clients Who Want to 
Become Pregnant

Providers should advise clients who wish to become pregnant 
in accordance with the recommendations of professional 
medical organizations, such as the American Society for 
Reproductive Medicine (ASRM) (100).

Providers should ask the client (or couple) how long she or 
they have been trying to get pregnant and when she or they 
hope to become pregnant. If the client’s situation does not 
meet one of the standard definitions of infertility (see “Basic 
Infertility Services”), then she or he may be counseled about 
how to maximize fertility. Key points are as follows:

The client should be educated about peak days and signs 
of fertility, including the 6-day interval ending on the day 
of ovulation that is characterized by slippery, stretchy 
cervical mucus and other possible signs of ovulation.
Women with regular menstrual cycles should be advised 
that vaginal intercourse every 1–2 days beginning soon 
after the menstrual period ends can increase the likelihood 
of becoming pregnant.
Methods or devices designed to determine or predict the time 
of ovulation (e.g., over-the-counter ovulation kits, digital 
telephone applications, or cycle beads) should be discussed.
It should be noted that fertility rates are lower among 
women who are very thin or obese, and those who consume 
high levels of caffeine (e.g., more than five cups per day).
Smoking, consuming alcohol, using recreational drugs, 
and using most commercially available vaginal lubricants 
should be discouraged as these might reduce fertility.
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Basic Infertility Services
Providers should offer basic infertility care as part of 

core family planning services in accordance with the 
recommendations of professional medical organizations, such 
as ACOG, ASRM, and the American Urological Association 
(AUA) (96,101,102).

Infertility commonly is defined as the failure of a couple 
to achieve pregnancy after 12 months or longer of regular 
unprotected intercourse (101). Earlier assessment (such as 
6 months of regular unprotected intercourse) is justified 
for women aged >35 years, those with a history of oligo-
amenorrhea (infrequent menstruation), those with known or 
suspected uterine or tubal disease or endometriosis, or those 
with a partner known to be subfertile (the condition of being 
less than normally fertile though still capable of effecting 
fertilization) (101). An early evaluation also might be warranted 
if risk factors of male infertility are known to be present or 
if there are questions regarding the male partner’s fertility 
potential (102). Infertility visits to a family planning provider 
are focused on determining potential causes of the inability to 
achieve pregnancy and making any needed referrals to specialist 
care (101,102). ASRM recommends that evaluation of both 
partners should begin at the same time (101).

Basic Infertility Care for Women

The clinical visit should focus on understanding the client’s 
reproductive life plan (24) and her difficulty in achieving 
pregnancy through a medical history, sexual health assessment 
and physical exam, in accordance with recommendations 
developed by professional medical associations such as 
ASRM (101) and ACOG (96). The medical history should 
include past surgery, including indications and outcome(s), 
previous hospitalizations, serious illnesses or injuries, medical 
conditions associated with reproductive failure (e.g., thyroid 
disorders, hirsutism, or other endocrine disorders), and 
childhood disorders; results of cervical cancer screening and 
any follow-up treatment; current medication use and allergies; 
and family history of reproductive failure. In addition, a 
reproductive history should include how long the client has 
been trying to achieve pregnancy; coital frequency and timing, 
level of fertility awareness, and results of any previous evaluation 
and treatment; gravidity, parity, pregnancy outcome(s), and 
associated complications; age at menarche, cycle length and 
characteristics, and onset/severity of dysmenorrhea; and 
sexual history, including pelvic inflammatory disease, history 
of STDs, or exposure to STDs. A review of systems should 
emphasize symptoms of thyroid disease, pelvic or abdominal 
pain, dyspareunia, galactorrhea, and hirsutism (101).

The physical examination should include: height, weight, and 
body mass index (BMI) calculation; thyroid examination to 
identify any enlargement, nodule, or tenderness; clinical breast 
examination; and assessment for any signs of androgen excess. 
A pelvic examination should assess for: pelvic or abdominal 
tenderness, organ enlargement or mass; vaginal or cervical 
abnormality, secretions, or discharge; uterine size, shape, position, 
and mobility; adnexal mass or tenderness; and cul-de-sac mass, 
tenderness, or nodularity. If needed, clients should be referred 
for further diagnosis and treatment (e.g., serum progesterone 
levels, follicle-stimulating hormone/luteinizing hormone levels, 
thyroid function tests, prolactin levels, endometrial biopsy, 
transvaginal ultrasound, hysterosalpingography, laparoscopy, 
and clomiphene citrate).

Basic Infertility Care for Men

Infertility services should be provided for the male partner 
of an infertile couple in accordance with recommendations 
developed by professional medical associations such as AUA 
(102). Providers should discuss the client’s reproductive life 
plan, take a medical history, and conduct a sexual health 
assessment. AUA recommends that the medical history include 
a reproductive history (102). The medical history should 
include systemic medical illnesses (e.g., diabetes mellitus), 
prior surgeries and past infections; medications (prescription 
and nonprescription) and allergies; and lifestyle exposures. The 
reproductive history should include methods of contraception, 
coital frequency and timing; duration of infertility and prior 
fertility; sexual history; and gonadal toxin exposure, including 
heat. Patients also should be asked about their female partners’ 
history of pelvic inflammatory disease, their partners’ histories 
of STDs, and problems with sexual dysfunction.

In addition, a physical examination should be conducted with 
particular focus given to 1) examination of the penis, including 
the location of the urethral meatus; 2) palpation of the testes 
and measurement of their size; 3) presence and consistency of 
both the vas deferens and epididymis; 4) presence of a varicocele; 
5) secondary sex characteristics; and 6) a digital rectal exam 
(102). Male clients concerned about their fertility should have 
a semen analysis. If this test is abnormal, they should be referred 
for further diagnosis (i.e., second semen analysis, endocrine 
evaluation, post-ejaculate urinalysis, or others deemed necessary) 
and treatment. The semen analysis is the first and most simple 
screen for male fertility.

Infertility Counseling

Counseling provided during the clinical visit should be 
guided by information elicited from the client during the 
medical and reproductive history and the findings of the 
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physical exam. If there is no apparent cause of infertility 
and the client does not meet the definition above, providers 
should educate the client about how to maximize fertility (see 
“Clients Who Want to Become Pregnant”). ACOG notes 
the importance of addressing the emotional and educational 
needs of clients with infertility and recommends that providers 
consider referring clients for psychological support, infertility 
support groups, or family counseling (96).

Preconception Health Services
Providers of family planning services should offer 

preconception health services to female and male clients 
in accordance with CDC’s recommendations to improve 
preconception health and health care (24).

Preconception health services are beneficial because of 
their effect on pregnancy and birth outcomes and their 
role in improving the health of women and men. The term 
preconception describes any time that a woman of reproductive 
potential is not pregnant but at risk of becoming pregnant, 
or when a man is at risk for impregnating his female partner.

Preconception health-care services for women aim to identify 
and modify biomedical, behavioral, and social risks to a 
woman’s health or pregnancy outcomes through prevention and 
management. It promotes the health of women of reproductive 
age before conception, and thereby helps to reduce pregnancy-
related adverse outcomes, such as low birthweight, premature 
birth, and infant mortality (24). Moreover, the preconception 
health services recommended here are equally important 
because they contribute to the improvement of women’s health 
and well-being, regardless of her childbearing intentions. CDC 
recommends that preconception health services be integrated 
into primary care visits made by women of reproductive age, 
such as family planning visits (24).

In the family planning setting, providers may prioritize 
screening and counseling about preconception health for 
couples that are trying to achieve pregnancy and couples 
seeking basic infertility services. Women who are using 
contraception to prevent or delay pregnancy might also 
benefit from preconception health services, especially those 
at high risk of unintended pregnancy. A woman is at high 
risk of unintended pregnancy if she is using no method or a 
less effective method of contraception (e.g., barrier methods, 
rhythm, or withdrawal), or has a history of contraceptive 
discontinuation or incorrect use (38,39). A woman is at lower 
risk of unintended pregnancy if she is using a highly effective 
method, such as an IUD or implant, or has an established 
history of using methods of contraception, such as injections, 
pills, patch, or ring correctly and consistently (38,39). Clients 

who do not want to become pregnant should also be provided 
preconception health services, since they are recommended by 
USPSTF for the purpose of improving the health of adults.

Recommendations for improving the preconception health 
of men also have been identified, although the evidence base 
for many of the recommendations for men is less than that 
for women (103). This report includes preconception health 
services that address men as partners in family planning (i.e., both 
preventing and achieving pregnancy), their direct contributions 
to infant health (e.g., genetics), and their role in improving the 
health of women (e.g., through reduced STD/HIV transmission). 
Moreover, these services are important for improving the health 
of men regardless of their pregnancy intention.

In a family planning setting, all women planning or capable 
of pregnancy should be counseled about the need to take a daily 
supplement containing 0.4 to 0.8 mg of folic acid, in accordance 
with the USPSTF recommendation (Grade A) (104).

Other preconception health services for women and men 
should include discussion of a reproductive life plan and 
sexual health assessment (Boxes 2 and 4), as well as the 
screening services described below (24,103,105). Services 
should be provided in accordance with the cited clinical 
recommendations, and any needed follow up (further 
diagnosis, treatment) should be provided either on-site or 
through referral.

Medical History

For female clients, the medical history should include 
the reproductive history, history of poor birth outcomes 
(i.e., preterm, cesarean delivery, miscarriage, and stillbirth), 
environmental exposures, hazards and toxins (e.g., smoking, 
alcohol, other drugs), medications that are known teratogens, 
genetic conditions, and family history (24,105).

For male clients, the medical history should include asking about 
the client’s past medical and surgical history that might impair his 
reproductive health (e.g., genetic conditions, history of reproductive 
failures, or conditions that can reduce sperm quality, such as obesity, 
diabetes mellitus, and varicocele) and environmental exposures, 
hazards and toxins (e.g., smoking) (103).

Intimate Partner Violence

Providers should screen women of childbearing age for 
intimate partner violence and provide or refer women who screen 
positive to intervention services, in accordance with USPSTF 
(Grade B) recommendations (106).

Alcohol and Other Drug Use

For female and male adult clients, providers should screen for 
alcohol use in accordance with the USPSTF recommendation 
(Grade B) for how to do so, and provide behavioral counseling 
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interventions, as indicated (107). Screening adults for other 
drug use and screening adolescents for alcohol and other drug 
use has the potential to reduce misuse of alcohol and other 
drugs, and can be recommended (105,108,109). However, 
the USPSTF recommendation for screening for other drugs 
in adults, and for alcohol and other drugs in adolescents, is an 
“I,” and patients should be informed that there is insufficient 
evidence to assess the balance of benefits and harms of this 
screening (107,110).

Tobacco Use

For female and male clients, providers should screen for 
tobacco use in accordance with the USPSTF recommendation 
(111,112) for how to do so. Adults (Grade A) who use tobacco 
products should be provided or referred for tobacco cessation 
interventions, including brief behavioral counseling sessions 
(<10 minutes) and pharmacotherapy delivered in primary 
care settings (111). Adolescents (Grade B) should be provided 
intervention to prevent initiation of tobacco use (112).

Immunizations

For female and male clients, providers should screen for 
immunization status in accordance with recommendations 
of CDC’s Advisory Committee on Immunization Practices 
(113) and offer vaccination, as indicated, or provide referrals 
to community providers for immunization. Female and male 
clients should be screened for age-appropriate vaccinations, 
such as influenza and tetanus–diphtheria–pertussis (Tdap), 
measles, mumps, and rubella (MMR), varicella, pneumococcal, 
and meningococcal. In addition, ACOG recommends that 
rubella titer be performed in women who are uncertain about 
MMR immunization (108). (For vaccines for reproductive 
health-related conditions, i.e., human papillomavirus and 
hepatitis B, see “Sexually Transmitted Disease Services.”)

Depression

For all clients, providers should screen for depression 
when staff-assisted depression care supports are in place to 
ensure accurate diagnosis, effective treatment, and follow-up 
(114,115). Staff-assisted care supports are defined as clinical 
staff members who assist the primary care clinician by 
providing some direct depression care, such as care support or 
coordination, case management, or mental health treatment. 
The lowest effective staff supports consist of a screening nurse 
who advises primary care clinicians of a positive screen and 
provides a protocol facilitating referral to behavioral therapy.

Providers also may follow American Psychiatric Association 
(116) and American Academy of Child and Adolescent 
Psychiatry (117) recommendations to assess risk for suicide 
among persons experiencing depression and other risk factors.

Height, Weight, and Body Mass Index 

For all clients, providers should screen adult (Grade B) and 
adolescent (Grade B) clients for obesity in accordance with 
the USPSTF recommendation, and obese adults should be 
referred for intensive counseling and behavioral interventions 
to promote sustained weight loss (118,119). Clients likely will 
need to be referred for this service. These interventions typically 
comprise 12 to 26 sessions in a year and include multiple 
behavioral management activities, such as group sessions, 
individual sessions, setting weight-loss goals, improving diet 
or nutrition, physical activity sessions, addressing barriers to 
change, active use of self-monitoring, and strategizing how to 
maintain lifestyle changes. 

Blood Pressure

For female and male clients, providers should screen for 
hypertension in accordance with the USPSTF’s recommendation 
(Grade A) that blood pressure be measured routinely 
among adults (120) and the Joint National Committee on 
Prevention, Detection, Evaluation, and Treatment of High 
Blood Pressure’s recommendation that persons with blood 
pressure less than 120/80 be screened every 2 years, and every 
year if prehypertensive (i.e., blood pressure 120–139/80–89) 
(121). Providers also may follow AAP’s recommendation that 
adolescents receive annual blood pressure screening (109).

Diabetes

For female and male clients, providers should follow the 
USPSTF recommendation (Grade B) to screen for type 2 
diabetes in asymptomatic adults with sustained blood pressure 
(either treated or untreated) >135/80 mmHg (122).

Sexually Transmitted 
Disease Services

Providers should offer STD services in accordance with CDC’s 
STD treatment and HIV testing guidelines (36,123,124). It 
is important to test for chlamydia annually among young 
sexually active females and for gonorrhea routinely among all 
sexually active females at risk for infection because they can 
cause tubal infertility in women if left untreated. Testing for 
syphilis, HIV/AIDS, and hepatitis C should be conducted 
as recommended (36,123,124). Vaccination for human 
papillomavirus (HPV) and hepatitis B are also important parts 
of STD services and preconception care (113).

STD services should be provided for persons with no signs or 
symptoms suggestive of an STD. STD diagnostic management 
recommendations are not included in these guidelines, so 
providers should refer to CDC’s STD treatment guidelines 
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(36) when caring for clients with STD symptoms. STD services 
include the following steps, which should be provided at the 
initial visit and at least annually thereafter:

Step 1. Assess: The provider should discuss the client’s 
reproductive life plan, conduct a standard medical history 
and sexual health assessment (see text box above), and check 
immunization status. A pelvic exam is not indicated in patients 
with no symptoms suggestive of an STD.

Step 2. Screen: A client who is at risk of an STD 
(i.e., sexually active and not involved in a mutually 
monogamous relationship with an uninfected partner) should 
be screened for HIV and the other STDs listed below, in 
accordance with CDC’s STD treatment guidelines (36) and 
recommendations for HIV testing of adults, adolescents, 
and pregnant women in health-care settings (123). Clients 
also should follow CDC’s recommendations for testing 
for hepatitis C (124), and the Advisory Committee on 
Immunization Practice’s recommendations on reproductive 
health-related immunizations (113). It is important to follow 
these guidelines both to ensure that clients receive needed 
services and to avoid unnecessary screening.

Chlamydia

For female clients, providers should screen all sexually active 
women aged ≤25 years for chlamydia annually, in addition 
to sexually active women aged >25 years with risk factors for 
chlamydia infection (36). Women aged >25 years at higher 
risk include sexually active women who have a new or more 
than one sex partner or who have a partner who has other 
concurrent partners. Females with chlamydia infection should 
be rescreened for re-infection at 3 months after treatment. 
Pregnant women should be screened for chlamydia at the time 
of their pregnancy test if there might be delays in obtaining 
prenatal care (36).

For male clients, chlamydia screening can be considered for 
males seen at sites with a high prevalence of chlamydia, such 
as adolescent clinics, correctional facilities, and STD clinics 
(36,125,126). Providers should screen men who have sex with 
men (MSM) for chlamydia at anatomic sites of exposure, in 
accordance with CDC’s STD treatment guidelines (36). Males 
with symptoms suggestive of chlamydia (urethral discharge or 
dysuria or whose partner has chlamydia) should be tested and 
empirically treated at the initial visit. Males with chlamydia 
infection should be re-screened for reinfection at 3 months (36).

Gonorrhea

For female clients, providers should screen clients for gonorrhea, 
in accordance with CDC’s STD treatment guidelines (36). 
Routine screening for N. gonorrhoeae in all sexually active women 
at risk for infection is recommended annually (36). Women aged 

<25 years are at highest risk for gonorrhea infection. Other risk 
factors that place women at increased risk include a previous 
gonorrhea infection, the presence of other STDs, new or multiple 
sex partners, inconsistent condom use, commercial sex work, and 
drug use. Females with gonnorrhea infection should be re-screened 
for re-infection at 3 months after treatment. Pregnant women 
should be screened for gonorrhea at the time of their pregnancy 
test if there might be delays in obtaining prenatal care (36).

For male clients, providers should screen MSM for gonorrhea 
at anatomic sites of exposure, in accordance with CDC’s STD 
treatment guidelines (36). Males with symptoms suggestive of 
gonorrhea (urethral discharge or dysuria or whose partner has 
gonorrhea) should be tested and empirically treated at the initial 
visit. Males with gonorrhea infection should be re-screened for 
reinfection at 3 months after treatment (36,126–128).

Syphilis

For female and male clients, providers should screen clients for 
syphilis, in accordance with CDC’s STD treatment guidelines 
(36). CDC recommends that persons at risk for syphilis infection 
should be screened. Populations at risk include MSM, commercial 
sex workers, persons who exchange sex for drugs, those in adult 
correctional facilities and those living in communities with high 
prevalence of syphilis (36). Pregnant women should be screened 
for syphilis at the time of their pregnancy test if there might be 
delays in obtaining prenatal care (36).

HIV/AIDS

For female and male clients, providers should screen 
clients for HIV/AIDS, in accordance with CDC HIV 
testing guidelines (123). Providers should follow CDC 
recommendations that all clients aged 13–64 years be screened 
routinely for HIV infection and that all persons likely to be at 
high risk for HIV be rescreened at least annually (123). Persons 
likely to be at high risk include injection-drug users and their 
sex partners, persons who exchange sex for money or drugs, sex 
partners of HIV-infected persons, and MSM or heterosexual 
persons who themselves or whose sex partners have had more 
than one sex partner since their most recent HIV test. CDC 
further recommends that screening be provided after the 
patient is notified that testing will be performed as part of 
general medical consent unless the patient declines (opt-out 
screening) or otherwise prohibited by state law. The USPSTF 
also recommends screening for HIV (Grade A) (129).

Hepatitis C

For female and male clients, CDC recommends one-time 
testing for hepatitis C (HCV) without prior ascertainment of 
HCV risk for persons born during 1945–1965, a population 
with a disproportionately high prevalence of HCV infection 
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and related disease. Persons identified as having HCV 
infection should receive a brief screening for alcohol use and 
intervention as clinically indicated, followed by referral to 
appropriate care for HCV infection and related conditions. 
These recommendations do not replace previous guidelines for 
HCV testing that are based on known risk factors and clinical 
indications. Rather, they define an additional target population 
for testing: persons born during 1945–1965 (124). USPSTF 
also recommends screening persons at high risk for infection 
for hepatitis C and one-time screening for HCV infection 
for persons in the 1945–1965 birth cohort (Grade B) (130).

Immunizations Related to Reproductive Health

Female clients aged 11–26 years should be offered either 
human papillomavirus (HPV) 2 or HPV4 vaccine for the 
prevention of HPV and cervical cancer if not previously 
vaccinated, although the series can be started in persons as 
young as age 9 years (113); recommendations include starting 
at age 11–12 years and catch up vaccine among females aged 
13–26 who have not been vaccinated previously or have 
not completed the 3-dose series through age 26. Routine 
hepatitis B vaccination should be offered to all unvaccinated 
children and adolescents aged <19 years and all adults who 
are unvaccinated and do not have any documented history of 
hepatitis B infection (113).

Male clients aged 11–21 years (minimum age: 9 years) 
should be offered HPV4 vaccine, if not vaccinated previously; 
recommendations include starting at age 11–12 years and catch 
up vaccine among males aged 13–21 years who have not been 
vaccinated previously or have not completed the 3-dose series 
through age 21 years; vaccination is recommended among 
at-risk males, including MSM and immune-compromised 
males through age 26 years if not vaccinated previously or 
males who have not completed the 3-dose series through age 26 
years. Heterosexual males aged 22–26 years may be vaccinated 
(131). Routine hepatitis B vaccination should be offered to all 
unvaccinated children and adolescents aged <19 years, and all 
unvaccinated adults who do not have a documented history 
of hepatitis B infection (113).

Step 3. Treat: A client with an STD and her or his 
partner(s) should be treated in a timely fashion to prevent 
complications, re-infection and further spread of the infection 
in the community in accordance with CDC’s STD treatment 
guidelines; clients with HIV infection should be linked to 
HIV care and treatment (36,123). Clients should be counseled 
about the need for partner evaluation and treatment to avoid 
reinfection at the time the client receives the positive test 
results. For partners of clients with chlamydia or gonorrhea, 
one option is to schedule them to come in with the client; 
another option for partners who cannot come in with the client 

is expedited partner therapy (EPT), as permissible by state laws, 
in which medication or a prescription is provided to the patient 
to give to the partner to ensure treatment. EPT is a partner 
treatment strategy for partners who are unable to access care 
and treatment in a timely fashion. Because of concerns related 
to resistant gonorrhea, efforts to bring in for treatment partners 
of patients with gonorrhea infection are recommended; EPT 
for gonorrhea should be reserved for situations in which efforts 
to treat partners in a clinical setting are unsuccessful and EPT 
is a gonorrhea treatment of last resort.

All clients treated for chlamydia or gonorrhea should be 
rescreened 3 months after treatment; HIV-infected females 
with Trichomonas vaginalis should be linked to HIV care and 
rescreened for T. vaginalis at 3 months. If needed, the client also 
should be vaccinated for hepatitis B and HPV (113). Ideally, 
STD treatment should be directly observed in the facility 
rather than a prescription given or called in to a pharmacy. 
If a referral is made to a service site that has the necessary 
medication available on-site, such as the recommended 
injectable antimicrobials for gonorrhea and syphilis, then the 
referring provider must document that treatment was given.

Step 4. Provide risk counseling: If the client is at risk for 
or has an STD, high-intensity behavioral counseling for sexual 
behavioral risk reduction should be provided in accordance 
with the USPSTF recommendation (Grade B) (132). One 
high-intensity behavioral counseling model that is similar to 
the contraceptive counseling model is Project Respect (133), 
which could be implemented in family planning settings. All 
sexually active adolescents are at risk, and adults are at increased 
risk if they have current STDs, had an STD in the past 
year, have multiple sexual partners, are in nonmonogamous 
relationships, or are sexually active and live in a community 
with a high rate of STDs.

Other key messages to give infected clients before they 
leave the service site include the following: a) refrain from 
unprotected sexual intercourse during the period of STD 
treatment, 2) encourage partner(s) to be screened or to get 
treatment as quickly as possible in accordance with CDC’s 
STD treatment guidelines (partners in the past 60 days for 
chlamydia and gonorrhea, 3 to 6 months plus the duration of 
lesions or signs for primary and secondary syphilis, respectively) 
if the partner did not accompany the client to the service site 
for treatment, and 3) return for retesting in 3 months. If the 
partner is unlikely to access treatment quickly, then EPT for 
chlamydia or gonorrhea should be considered, if permissible 
by state law.

A client using or considering contraceptive methods other 
than condoms should be advised that these methods do not 
protect against STDs. Providers should encourage a client 
who is not in a mutually monogamous relationship with an 
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uninfected partner to use condoms. Patients who do not know 
their partners’ infection status should be encouraged to get 
tested and use condoms or avoid sexual intercourse until their 
infection status is known.

Related Preventive Health Services
For many women and men of reproductive age, a family 

planning service site is their only source of health care; 
therefore, visits should include provision of or referral to other 
preventive health services. Providers of family planning services 
that do not have the capacity to offer comprehensive primary 
care services should have strong links to other community 
providers to ensure that clients have access to primary care. If 
a client does not have another source of primary care, priority 
should be given to providing related reproductive health 
services or providing referrals, as needed.

For clients without a primary care provider, the following 
screening services should be provided, with appropriate 
follow-up, if needed, while linking the client to a primary care 
provider. These services should be provided in accordance with 
federal and professional medical recommendations cited below 
regarding the frequency of screening, the characteristics of the 
clients that should be screened, and the screening procedures 
to be used.

Medical History

USPSTF recommends that women be asked about family 
history that would be suggestive of an increased risk for 
deleterious mutations in BRCA1 or BRCA2 genes (e.g., 
receiving a breast cancer diagnosis at an early age, bilateral 
breast cancer, history of both breast and ovarian cancer, 
presence of breast cancer in one or more female family 
members, multiple cases of breast cancer in the family, both 
breast and ovarian cancer in the family, one or more family 
members with two primary cases of cancer, and Ashkenazi 
background). Women with identified risk(s) should be referred 
for genetic counseling and evaluation for BRCA testing 
(Grade B) (134). The USPSTF also recommends that women 
at increased risk for breast cancer should be counseled about 
risk-reducing medications (Grade B) (135).

Cervical Cytology

Providers should provide cervical cancer screening to clients 
receiving related preventive health services. Providers should 
follow USPSTF recommendations to screen women aged 
21–65 years with cervical cytology (Pap smear) every 3 years, 
or for women aged 30–65 years, screening with a combination 
of cytology and HPV testing every 5 years (Grade A) (136).

Cervical cytology no longer is recommended on an annual 
basis. Further, it is not recommended (Grade D) for women 
aged <21 years (136). Women with abnormal test results should 
be treated in accordance with professional standards of care, 
which may include colposcopy (96,137). The need for cervical 
cytology should not delay initiation or hinder continuation of 
a contraceptive method (42).

Providers should also follow ACOG and AAP recommendations 
that a genital exam should accompany a cervical cancer screening 
to inspect for any suspicious lesions or other signs that might 
indicate an undiagnosed STD (96,97,138).

Clinical Breast Examamination

Despite a lack of definitive data for or against, clinical 
breast examination has the potential to detect palpable breast 
cancer and can be recommended. ACOG recommends 
annual examination for all women aged >19 years (108). 
ACS recommends screening every 3 years for women aged 
20–39 years, and annually for women aged ≥40 years (139). 
However, the USPSTF recommendation for clinical breast 
exam is an I, and patients should be informed that there is 
insufficient evidence to assess the balance of benefits and harms 
of the service (140).

Mammography

Providers should follow USPSTF recommendations 
(Grade B) to screen women aged 50–74 years on a biennial 
basis; they should screen women aged <50 years if other 
conditions support providing the service to an individual 
patient (140).

Genital Examination

For adolescent males, examination of the genitals should be 
conducted. This includes documentation of normal growth and 
development and other common genital findings, including 
hydrocele, varicocele, and signs of STDs (141). Components 
of this examination include inspecting skin and hair, palpating 
inguinal nodes, scrotal contents and penis, and inspecting the 
perinanal region (as indicated).

Summary of Recommendations for 
Providing Family Planning and 

Related Preventive Health Services
The screening components for each family planning and 

related preventive health service are provided in summary 
checklists for women (Table 2) and men (Table 3). When 
considering how to provide the services listed in these 
recommendations (e.g., the screening components for each 
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service, risk groups that should be screened, the periodicity of 
screening, what follow-up steps should be taken if screening 
reveals the presence of a health condition), providers should 
follow CDC and USPSTF recommendations cited above, 
or, in the absence of CDC and USPSTF recommendations, 
the recommendations of professional medical associations. 
Following these recommendations is important both to ensure 
clients receive needed care and to avoid unnecessary screening 
of clients who do not need the services.

The summary tables describe multiple screening steps, which 
refer to the following: 1) the process of asking questions about 
a client’s history, including a determination of whether risk 
factors for a disease or health condition exist; 2) performing 
a physical exam; and 3) performing laboratory tests in 
at-risk asymptomatic persons to help detect the presence of 
a specific disease, infection, or condition. Many screening 
recommendations apply only to certain subpopulations 
(e.g., specific age groups, persons who engage in specific risk 
behaviors or who have specific health conditions), or some 
screening recommendations apply to a particular frequency 
(e.g., a cervical cancer screening is generally recommended 
every 3 years rather than annually). Providers should be aware 
that the USPSTF also has recommended that certain screening 
services not be provided because the harm outweighs the 
benefit (see Appendix F).

When screening results indicate the potential or actual 
presence of a health condition, the provider should either provide 
or refer the client for the appropriate further diagnostic testing or 
treatment in a manner that is consistent with the relevant federal 
or professional medical associations’ clinical recommendations.

Conducting Quality Improvement
Service sites that offer family planning services should 

have a system for conducting quality improvement, which is 
designed to review and strengthen the quality of services on an 
ongoing basis. Quality improvement is the use of a deliberate 
and continuous effort to achieve measurable improvements 
in the identified indicators of quality of care, which improve 
the health of the community (142). By improving the quality 
of care, family planning outcomes, such as reduced rates of 
unintended pregnancy, improved patient experiences, and 
reduced costs, are more likely to be achieved (10,12,143,144).

Several frameworks for conducting quality improvement 
have been developed (144–146). This section presents a general 
overview of three key steps that providers should take when 
conducting quality improvement of family planning services: 
1) determine which measures are needed to monitor quality; 
2) collect the information needed; and 3) use the findings to 

make changes to improve quality (147). Ideally, these steps 
will be conducted on a frequent (optimally, quarterly) and 
ongoing basis. However, since quality cuts across all aspects 
of a program, not all domains of quality can necessarily be 
considered at all times. Within a sustainable system of quality 
improvement, programs can opt to focus on a subset of quality 
dimensions and their respective measures.

Determining Which Measures Are Needed

Performance measures provide information about how 
well the service site is meeting pre-established goals (148). 
The following questions should be considered when selecting 
performance measures (143):

Is the topic important to measure and report? For example, 
does it address a priority aspect of health care, and is there 
opportunity for improvement?
What is the level of evidence for the measure (e.g., that a 
change in the measure is likely to represent a true change in 
health outcomes)? Does the measure produce consistent 
(reliable) and credible (valid) results about the quality of care?
Are the results meaningful and understandable and useful 
for informing quality improvement?
Is the measure feasible? Can it be implemented without 
undue burden (e.g., captured with electronic data or 
electronic health records)?

Performance measures should consider the quality of the 
structure of services (e.g., the characteristics of the settings in which 
providers deliver health care, including material resources, human 
resources, and organizational structure), the process by which care 
is provided (whether services are provided correctly and completely, 
and how clients perceive the care they receive), and the outcomes 
of that care (e.g., client behaviors or health conditions that result) 
(149). They also may assess each dimension of quality services 
(10,13). Examples of measures that can be used for monitoring the 
quality of family planning services (150) and suggested measures 
that might help providers monitor quality of care have been listed 
(Table 6). However, other measures have been developed that also 
might be useful (151–153). Service sites that offer family planning 
services should select, measure, and assess at least one intermediate 
or outcome measure on an ongoing basis, for which the service site 
can be accountable. Structure- and process-based measures that 
assess the eight dimensions of quality services may be used to better 
determine how to improve quality (154).

Collecting Information

Once providers have determined what information is needed, 
the next steps are to collect and use that information to improve 
the quality of care. Commonly used methods of data collection 
include the following:
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TABLE 2. Checklist of family planning and related preventive health services for women

Screening components

Family planning services 
(provide services in accordance with the appropriate clinical recommendation)

Related preventive 
health services

Contraceptive 
services*

Pregnancy testing and 
counseling Basic infertility services

Preconception health 
services STD services†

History

Reproductive life plan§ Screen Screen Screen Screen Screen

Medical history§,** Screen Screen Screen Screen Screen Screen

Current pregnancy status§ Screen

Sexual health assessment§,** Screen Screen Screen Screen

Intimate partner violence §,¶,** Screen

Alcohol and other drug use§,¶,** Screen

Tobacco use§,¶ Screen (combined 
hormonal methods 
for clients aged ≥35 
years)

Screen

Immunizations§ Screen Screen for HPV & 
HBV§§

Depression§,¶ Screen

Folic acid§,¶ Screen

Physical examamination

Height, weight and BMI§,¶ Screen (hormonal 
methods)††

Screen Screen

Blood pressure§,¶ Screen (combined 
hormonal methods)

Screen§§

Clinical breast exam** Screen Screen§§

Pelvic exam§,** Screen (initiating 
diaphragm or IUD)

Screen (if clinically 
indicated)

Screen

Signs of androgen excess** Screen

Thyroid exam** Screen

Laboratory testing

Pregnancy test ** Screen (if clinically 
indicated)

Screen

Chlamydia§, ¶ Screen¶¶ Screen§§

Gonorrhea§, ¶ Screen¶¶ Screen§§

Syphilis§,¶ Screen§§

HIV/AIDS§,¶ Screen§§

Hepatitis C§,¶ Screen§§

Diabetes§,¶ Screen§§

Cervical cytology¶ Screen§§

Mammography¶ Screen§§

Abbreviations: BMI = body mass index; HBV = hepatitis B virus; HIV/AIDS = human immunodeficiency virus/acquired immunodeficiency syndrome; HPV = human papillomavirus; 
IUD = intrauterine device; STD = sexually transmitted disease.
 * This table presents highlights from CDC’s recommendations on contraceptive use. However, providers should consult appropriate guidelines when treating individual patients to obtain 

more detailed information about specific medical conditions and characteristics (Source: CDC. U.S. medical eligibility criteria for contraceptive use 2010. MMWR 2010;59(No. RR-4).
 † STD services also promote preconception health but are listed separately here to highlight their importance in the context of all types of family planning visits. The services listed in this column 

are for women without symptoms suggestive of an STD.
 § CDC recommendation.
 ¶ U.S. Preventive Services Task Force recommendation.
 ** Professional medical association recommendation.
 †† Weight (BMI) measurement is not needed to determine medical eligibility for any methods of contraception because all methods can be used (U.S. Medical Eligibility Criteria 1) or generally 

can be used (U.S. Medical Eligibility Criteria 2) among obese women (Source: CDC. U.S. medical eligibility criteria for contraceptive use 2010. MMWR 2010;59[No. RR-4]). However, measuring 
weight and calculating BMI at baseline might be helpful for monitoring any changes and counseling women who might be concerned about weight change perceived to be associated 
with their contraceptive method.

 §§ Indicates that screening is suggested only for those persons at highest risk or for a specific subpopulation with high prevalence of an infection or condition.
 ¶¶ Most women do not require additional STD screening at the time of IUD insertion if they have already been screened according to CDC’s STD treatment guidelines (Sources:  CDC. STD treatment 

guidelines. Atlanta, GA: US Department of Health and Human Services, CDC; 2013. Available at http://www.cdc.gov/std/treatment. CDC. Sexually transmitted diseases treatment guidelines, 
2010. MMWR 2010;59[No. RR-12]). If a woman has not been screened according to guidelines, screening can be performed at the time of IUD insertion and insertion should not be delayed. 
Women with purulent cervicitis or current chlamydial infection or gonorrhea should not undergo IUD insertion (U.S. Medical Eligibility Criteria 4) women who have a very high individual 
likelihood of STD exposure (e.g. those with a currently infected partner) generally should not undergo IUD insertion (U.S. Medical Eligibility Criteria 3) (Source: CDC. US medical eligibility 
criteria for contraceptive use 2010. MMWR 2010;59[No. RR-4]). For these women, IUD insertion should be delayed until appropriate testing and treatment occurs.

Review of medical records. All records that detail service 
delivery activities can be reviewed, including encounters 
and claims data, client medical records, facility logbooks, 
and others. It is important that records be carefully 
designed, sufficiently detailed, provide accurate 
information, and have access restricted to protect 
confidentiality. The use of electronic health records can 
facilitate some types of medical record review.

Exit interview with the client. A patient is asked (through 
either a written or in-person survey) to describe what 
happened during the encounter or their assessment of their 
satisfaction with the visit. Both quantitative (close-ended 
questions) and qualitative (open-ended questions) 
methods can be used. Limitations include a bias toward 
clients reporting higher degrees of satisfaction, and the 
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TABLE 3. Checklist of family planning and related preventive health services for men

Screening components and source 
of recommendation

Family planning services
(provide services in accordance with the appropriate clinical recommendation)

Related preventive 
health servicesContraceptive services*

Basic infertility 
services

Preconception 
health services† STD services§

History

Reproductive life plan¶ Screen Screen Screen Screen

Medical history¶,†† Screen Screen Screen Screen

Sexual health assessment¶,†† Screen Screen Screen Screen

Alcohol & other drug use ¶,**,†† Screen

Tobacco use¶,** Screen

Immunizations¶ Screen Screen for HPV & HBV§§

Depression¶,** Screen

Physical examination

Height, weight, and BMI¶,** Screen

Blood pressure**,†† Screen§§

Genital exam†† Screen (if clinically 
indicated)

Screen (if clinically 
indicated)

Screen§§

Laboratory testing

Chlamydia¶ Screen§§

Gonorrhea¶ Screen§§

Syphilis¶,** Screen§§

HIV/AIDS¶,** Screen§§

Hepatitis C¶,** Screen§§

Diabetes¶,** Screen§§

Abbreviations: HBV = hepatitis B virus; HIV/AIDS = human immunodeficiency virus/acquired immunodeficiency syndrome; HPV = human papillomavirus virus; 
STD = sexually transmitted disease.
 * No special evaluation needs to be done prior to making condoms available to males. However, when a male client requests advice on pregnancy prevention, he 

should be provided contraceptive services as described in the section “Provide Contraceptive Services.”
 † The services listed here represent a sub-set of recommended preconception health services for men that were recommended and for which there was a direct link 

to fertility or infant health outcomes (Source: Frey K, Navarro S, Kotelchuck M, Lu M. The clinical content of preconception care: preconception care for men. Am J 
Obstet Gynecol 2008;199[6 Suppl 2]:S389–95). 

 § STD services also promote preconception health, but are listed separately here to highlight their importance in the context of all types of family planning visit. The 
services listed in this column are for men without symptoms suggestive of an STD.

 ¶ CDC recommendation.
 ** U.S. Preventive Services Task Force recommendation.
 †† Professional medical association recommendation.
 §§ Indicates that screening is suggested only for those persons at highest risk or for a specific subpopulation with high prevalence of infection or other condition.

provider’s behavior might be influenced if she or he knows 
clients are being interviewed.
Facility audit. Questions about a service site’s structure 
(e.g., on-site availability of a broad range of FDA-approved 
methods) and processes (e.g., skills and technical 
competence of staff, referral mechanisms) can be used to 
determine the readiness of the facility to serve clients.
Direct observation. A provider’s behavior is observed 
during an actual encounter with a client. Evaluation of a 
full range of competencies, including communication 
skills, can be carried out. A main limitation is that the 
observer’s presence might influence the provider’s 
performance.
Interview with the health-care provider. Providers are 
interviewed about how specific conditions are managed. 
Both closed- and open-ended questions can be used, 
although it is important to frame the question so that the 
‘correct’ answer is not suggested. A limitation is that 
providers tend to over-report their performance.

Consideration and Use of the Findings

After data are collected, they should be tabulated, analyzed, 
and used to improve care. Staff whose performance was assessed 
should be involved in the development of the data collection 
tools and analysis of results. Analysis should address the 
following questions (155):

What is the performance level of the facility?
Is there a consistent pattern of performance among 
providers?
What is the trend in performance?
What are the causes of poor performance?
How can performance gaps be minimized?

Given the findings, service site staff should use a systematic 
approach to identifying ways to improve the quality of care. 
One example of a systematic approach to improving the 
quality of care is the “Plan, Do, Study, and Act” (PDSA) model 
(147,156), in which staff first develop a plan for improving 
quality, then execute the plan on a small scale, evaluate feedback 
to confirm or adjust the plan, and finally, make the plan 
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TABLE 4. Suggested measures of the quality of family planning services

Type of measure and dimension of quality Measure Source

Health outcome Unintended pregnancy
Teen pregnancy
Birth spacing
Proportion of female users at risk for unintended pregnancy who adopt or 
continue use of an FDA-approved contraceptive method (measured for any 
method; highly effective methods; or long-acting reversible methods) 
[Intermediate outcome]

PIMS*

Safe (Structure) Proportion of providers that follow the most current CDC recommendations on 
contraceptive safety

Effective
(Structure, or the characteristics of the 

settings in which providers deliver health 
care, including material resources, 
human resources, and organizational 
structure)

Site dispenses or provides on-site a full range of FDA-approved contraceptive methods 
to meet the diverse reproductive needs and goals of clients; short-term hormonal, 
long-acting reversible contraception (LARC), emergency contraception (EC).
Proportion of female users aged ≥24 years who are screened annually for chlamydial 
infection.
Proportion of female users aged ≥24 years who are screened annually for gonorrhea.
Proportion of users who were tested for HIV during the past 12 months.
Proportion of female users aged ≥21 years who have received a Pap smear within 
the past 3 years.

PIMS*

Client-centered
(Process, or whether services are provided 

correctly and completely, and how 
clients perceive the care they receive)

Proportion of clients who report the provider communicates well, shows respect, 
spends enough time with the client, and is informed about the client’s medical 
history.
Proportion of clients who report that

 – Staff are helpful and treat clients with courtesy and respect.
 – His or her privacy is respected.
 – She or he receives contraceptive method that is acceptable to her or him.

CAHPS†

RQIP§

Efficient
(Structure)

Site uses electronic health information technology or electronic health records to 
improve client reproductive health.

PIMS*

Timely
(Structure and process)

Average number of days to the next appointment.
Site offers routine contraceptive resupply on a walk-in basis.
Site offers on-site HIV testing (using rapid technology).
Site offers on-site HPV and hepatitis B vaccination.

PIMS*

Accessible
(Structure and process)

Site offers family planning services during expanded hours of operation.
Proportion of total family planning encounters that are encounters with ongoing or 
continuing users.
 Proportion of clients who report that his or her care provider follows up to give test 
results, has up-to-date information about care from specialists, and discusses other 
prescriptions.
Site has written agreements (e.g., MOUs) with the key partner agencies for health 
care (especially prenatal care, primary care, HIV/AIDS) and social service (domestic 
violence, food stamps) referrals.

PIMS*
CAHPS–PCMH item set 

on care coordination†

Equitable
(Structure)

Site offers language assistance at all points of contact for the most frequently 
encountered language(s).

PIMS*

Value Average cost per client. CDC¶

Abbreviations: CAPHS = Agency for Healthcare Research and Quality’s Consumer Assessment of Health Care Providers and Systems; FDA = Food and Drug Administration; 
HPV = human papillomavirus; MOU = memorandum of understanding; PIMS = Performance Information and Monitoring System; RQIP = Regional Quality Indicators Program.
* Source: Fowler C. Title X Family Planning Program Performance Information and Monitoring System (PIMS): Description of Proposed Performance Measures [DRAFT]. 

Washington, DC: Research Triangle Institute; 2012.
† Source: Agency for Healthcare Research and Quality. Consumer Assessment of Healthcare Providers and Systems (CAHPS). Available at https://www.cahps.ahrq.

gov/default.asp.
§ Source: John Snow International. The Regional Quality Indicators Project (RQIP). Boston, MA: John Snow International; 2014. Available at http://www.jsi.com/

JSIInternet/USHealth/project/display.cfm?ctid=na&cid=na&tid=40&id=2621.
¶ Sources: Haddix A, Corso P, Gorsky R. Costs. In: Haddix A, Teutsch S, Corso P, eds. Prevention effectiveness: a guide to decision analysis and economic evaluation. 2nd 

ed. Oxford, UK: Oxford University Press; 2003; Stiefel M, Nolan K. A guide to measuring the triple aim: population health, experience of care, and per capita cost. 
Cambridge, MA: Institute for Healthcare Improvements; 2012.

permanent. Examples of steps that may be taken to improve 
the quality of care include developing job aids, providing 
task-specific training for providers, conducting more patient 
education, or strengthening relationships with referral sites 
through formal memoranda of understanding (146).

Conclusion
The United States continues to face substantial challenges to 

improving the reproductive health of the U.S. population. The 
recommendations in this report can contribute to improved 
reproductive health by defining a core set of family planning 
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services for women and men, describing how to provide 
contraceptive and other family planning services to both adult 
and adolescent clients, and encouraging the use of the family 
planning visit to provide selected preventive health services for 
women and men. This guidance is intended to assist primary 
care providers to offer the family planning services that will 
help persons and couples achieve their desired number and 
spacing of children and increase the likelihood that those 
children are born healthy. 

Recommendations are updated periodically. The most recent 
versions are available at http://www.hhs.gov/opa. 
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The recommendations were developed jointly under the 
auspices of CDC’s Division of Reproductive Health (DRH) 
and the Office of Population Affairs (OPA), in consultation 
with a wide range of experts and key stakeholders. A 
multistage process that drew on established procedures for 
developing clinical guidelines (1,2) was used to develop the 
recommendations. In April 2010, an Expert Work Group 
(EWG) comprising family planning clinical providers, program 
administrators, representatives from relevant federal agencies, 
and representatives from professional medical organizations 
was created to advise OPA and CDC on the structure and 
content of the revised recommendations and to help make the 
recommendations more feasible and relevant to the needs of 
the field. This group made two key initial recommendations: 
1) to examine the scientific evidence for three priority areas of 
focus identified as key components of family planning service 
delivery, (i.e., counseling and education, serving adolescents, 
and quality improvement); and 2) to guide providers of family 
planning services in the use of various recommendations for 
how to provide clinical care to women and men.

Developing Recommendations on 
Counseling, Adolescent Services, 

and Quality Improvement
Systematic reviews of the published literature from January 1985 

through December 2010 were conducted for each priority topic 
to identify evidence-based and evidence-informed approaches to 
family planning service delivery. Standard methods for conducting 
the reviews were used, including the development of key questions 
and analytic frameworks, the identification of the evidence base 
through a search of the published as well as “gray literature” 
(i.e., studies published somewhere other than in a peer-reviewed 
journal), and a synthesis of the evidence in which findings were 
summarized and the quality of individual studies was considered, 
using the methodology of the U.S. Preventive Services Task Force 
(USPSTF) (3). Eight databases were searched (i.e., MEDLINE, 
PsychInfo, PubMed, CINAHL, Cochrane, EMBASE, POPLINE, 
and the U.K. National Clearinghouse Service Economic 
Evaluation Database) and were restricted to literature from the 
United States and other developed countries. Summaries of the 
evidence used to prepare these recommendations will appear in 
background papers that will be published separately.

In May 2011, three technical panels (one for each priority 
topic) comprising subject matter experts were convened 

to consider the quality of the evidence and suggest what 
recommendations might be justified on the basis of the 
evidence. CDC and OPA used this feedback to develop core 
recommendations for counseling, serving adolescents, and 
quality improvement. EWG members subsequently reviewed 
these core recommendations; EWG members differed from the 
subject matter experts in that they were more familiar with the 
family planning service delivery context and could comment 
on the feasibility and appropriateness of the recommendations 
as well as on their scientific justification. EWG members met 
to consider the core recommendations using 1) the quality 
of the evidence; 2) the positive and negative consequences of 
implementing the recommendations on health outcomes, costs 
or cost-savings, and implementation challenges; and 3) the 
relative importance of these consequences (e.g., the ability of 
the recommendations to have a substantial effect on health 
outcomes may be weighed more than the logistical challenges 
of implementing them) (1). In certain cases, when the evidence 
was inconclusive or incomplete, recommendations were made on 
the basis of expert opinion (see Appendix B). Finally, CDC and 
OPA staff considered the feedback from EWG members when 
finalizing the core recommendations and writing this report.

Developing Recommendations 
on Clinical Services

DRH and OPA staff members synthesized recommendations 
for clinical care for women and for men that were developed 
by >35 federal and professional medical organizations. They 
were assisted in this effort by staff from OPA’s Office of Family 
Planning Male Training Center and from CDC’s Division of 
STD Prevention, Division of Violence Prevention, Division 
of Immunization Services, and Division of Cancer Prevention 
and Control. The synthesis was needed because clinical 
recommendations are sometimes inconsistent with each other 
and can vary by the extent to which they are evidence-based. 
The clinical recommendations addressed contraceptive services, 
achieving pregnancy, basic infertility services, preconception 
health services, sexually transmitted disease services, and related 
health-care services.

An attempt was made to apply the Institute of Medicine’s 
criteria for clinical practice guidelines when deciding which 
professional medical organizations to include in the review (2). 
However, many organizations did not articulate the process 
used to develop the recommendations fully, and many did not 
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conduct comprehensive and systematic reviews of the literature. 
In the end, to be included in the synthesis, the recommending 
organization had to be a federal agency or major professional 
medical organization that represents established medical 
disciplines. In addition, a recommendation had to be made on 
the basis of an independent review of the evidence or expert 
opinion and be considered a primary source that was developed 
for the United States.

In July 2011, two technical panels comprising subject matter 
experts on clinical services for women and men were convened 
to review the synthesis of federal and professional medical 
recommendations, reconcile inconsistent recommendations, 
and provide individual feedback to CDC and OPA about the 
implications for family planning service delivery. CDC and OPA 
used this individual feedback to develop core recommendations 
for clinical services. The core recommendations were subsequently 
reviewed by EWG members, and feedback was used to finalize 
the core recommendations and write this report.

Members of the technical panels recommended that 
contraceptive services, pregnancy testing and counseling, 
services to achieve pregnancy, basic infertility care, STD services, 
and other preconception health services should be considered 
family planning services. This feedback considered federal 
statute and regulation, CDC and USPSTF recommendations 
for clinical care, and EWG members’ opinion.

Because CDC’s preconception health recommendations 
include many services, the panel narrowed the range of 
preconception services that were included by using the following 
criteria: 1) the Select Panel on Preconception Care (4) had 
assigned an A or B recommendation to that service for women, 
which means that there was either good or fair evidence to 
support the recommendation that the condition be considered 
in a preconception care evaluation (Table 1), or 2) the service 
was included among recommendations made by experts in 
preconception health for males (5). Services for men that 
addressed health conditions that affect reproductive capacity 
or pregnancy outcomes directly were included as preconception 
health; services that addressed men’s health but that were not 
related directly to pregnancy outcomes were considered to be 
related preventive health services.

The Expert Work Group noted that more preventive services 
are recommended than can be offered feasibly in some settings. 
However, a primary purpose of this report is to set a broad 
framework within which individual clinics will tailor services 
to meet the specific needs of the populations that they serve. 
In addition, EWG members identified specific subgroups that 
should have the greatest priority for preconception health 
services (i.e., those trying to achieve pregnancy and those 

at high risk of unintended pregnancy). Future operational 
research should provide more information about how to deliver 
these services most efficiently during multiple visits to clients 
with diverse needs.

Determining How Clinical Services 
Should Be Provided

Various federal agencies and professional medical associations 
have made recommendations for how to provide family 
planning services. When considering these recommendations, 
the Expert Work Group used the following hierarchy:

Highest priority was given to CDC guidelines because 
they are developed after a rigorous review of scientific 
evidence. CDC guidelines tailor recommendations for 
higher risk individuals, (whereas USPSTF focuses on 
average risk individuals), who are more representative of 
the clients seeking family planning services.
When no CDC guideline existed to guide the 
recommendations, the relevant USPSTF A or B 
recommendations (which indicate a high or moderate 
certainty that the benefit is moderate to substantial) were 
used. USPSTF recommendations are made on the basis of 
a thorough review of the available evidence.
If neither a CDC nor a USPSTF A or B recommendation 
existed, the recommendations of selected major professional 
medical associations were considered as resources. The 
American Academy of Pediatrics’ (AAP) Bright Futures 
guidelines (6) were used as the primary source of 
recommendations for adolescents when no CDC or 
USPSTF recommendations existed. 
For a limited number of recommendations, there were no 
federal or major professional medical recommendations, but 
the service was recommended by EWG members on the basis 
of expert opinion for family planning clients.

In some cases, a service was graded as an I recommendation 
by USPSTF for the general population (an I recommendation 
means that the current evidence is insufficient to assess the balance 
of benefits and harms of the service, so if the service is offered, 
patients should be informed of this fact), but either CDC, EWG 
members, or another organization recommended the service for 
women or men seeking family planning services. The situations 
in which this occurred and the reasons why the service was 
recommended despite its receiving an I recommendation by 
USPSTF have been summarized (Table 2). The approach used to 
consider the evidence and make recommendations that are used 
by USPSTF have been summarized (Tables 3 and 4) (7).
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TABLE 2. Services included in these recommendations that received a U.S. Preventive Services Task Force (USPSTF) I recommendation

Service/screen USPSTF recommendation Why the service is recommended despite a USPSTF I recommendation

Alcohol I for adolescents The recommendations are consistent with CDC’s recommendations on preconception health and 
AAP’s Bright Futures* guidelines.

Other drugs I for adolescents and adults The recommendations are consistent with CDC’s recommendations on preconception health and 
AAP’s Bright Futures guidelines.

Clinical breast exam I for all women No CDC recommendation exists, but ACOG and ACS recommend conducting clinical breast exams, 
and the Expert Work Group endorsed the ACOG recommendation.

Chlamydia I for all males The recommendations are consistent with CDC’s STD treatment guidelines.

Gonorrhea I for all males The recommendations are consistent with CDC’s STD treatment guidelines.

Source: US Preventive Services Task Force. USPSTF recommendations. Available at http://www.uspreventiveservicestaskforce.org/recommendations.htm.
Abbreviations: AAP = American Academy of Pediatrics; ACS = American Cancer Society; ACOG = American Congress of Obstetricians and Gynecologists; STD = sexually 
transmitted disease.
* Source: Committee on Practice and Ambulatory Medicine, Bright Futures Periodicity Schedule Workgroup. 2014 recommendations for pediatric preventive health 

care. Pediatrics 2014;133;568.

TABLE 1. Select Panel on Preconception Care grading system

Quality of the evidence*

I-a Evidence was obtained from at least one properly conducted, randomized, controlled trial that was performed with subjects who were not pregnant.

I-b Evidence was obtained from at least one properly conducted, randomized, controlled trial that was done not necessarily before pregnancy.

II-1 Evidence was obtained from well-designed, controlled trials without randomization.

II-2 Evidence was obtained from well-designed cohort or case-control analytic studies, preferably conducted by more than one center or research group.

II-3 Evidence was obtained from multiple-time series with or without the intervention, or dramatic results in uncontrolled experiments.

III Opinions were gathered from respected authorities on the basis of clinical experience, descriptive studies and case reports, or reports of expert 
committees.

Strength of the recommendation

A There is good evidence to support the recommendation that the condition be considered specifically in a preconception care evaluation.

B There is fair evidence to support the recommendation that the condition be considered specifically in a preconception care evaluation.

C There is insufficient evidence to recommend for or against the inclusion of the condition in a preconception care evaluation, but recommendation to 
include or exclude may be made on other grounds.

D There is fair evidence to support the recommendation that the condition be excluded in a preconception care evaluation.

E There is good evidence to support the recommendation that the condition be excluded in a preconception care evaluation.

Source: Jack B, Atrash H, Coonrod D, Moos M, O’Donnell J, Johnson K. The clinical content of preconception care: an overview and preparation of this supplement. 
Am J Obstet Gynecol 2008;199(6 Suppl 2):S266–79.



Recommendations and Reports

34 MMWR / April 25, 2014 / Vol. 63 / No. 4

TABLE 3. U.S. Preventive Services Task Force (USPSTF) grades, definitions, and suggestions for practice

Grade Definition Suggestions for practice

A USPSTF recommends the service. There is high certainty that the net 
benefit is substantial.

This service should be offered or provided.

B USPSTF recommends the service. There is high certainty that the net 
benefit is moderate, or there is moderate certainty that the net 
benefit is moderate to substantial.

This service should be offered or provided.

C Clinicians may provide this service to selected patients depending on 
individual circumstances. However, for a majority of persons without 
signs or symptoms there is likely to be only a limited benefit from 
this service.

This service should be offered or provided only if other 
considerations support the offering or providing the service in an 
individual patient.

D USPSTF recommends against the service. There is moderate or high 
certainty that the service has no net benefit or that the harms 
outweigh the benefits.

Use of this service should be discouraged.

I Statement USPSTF concludes that the current evidence is insufficient to assess 
the balance of benefits and harms of the service. Evidence is lacking, 
of poor quality, or conflicting, and the balance of benefits and harms 
cannot be determined.

The clinical considerations section of USPSTF recommendation 
statement should be consulted. If the service is offered, patients 
should be educated about the uncertainty of the balance of 
benefits and harms.

Source: US Preventive Services Task Force. USPSTF: methods and processes. Available at http://www.uspreventiveservicestaskforce.org/methods.htm.

TABLE 4. Levels of certainty regarding net benefit

Level of certainty* Description

High The available evidence usually includes consistent results from well-designed, well-conducted studies in representative primary care 
populations. These studies assess the effects of the preventive service on health outcomes. This conclusion is therefore unlikely to be 
strongly affected by the results of future studies.

Moderate The available evidence is sufficient to determine the effects of the preventive service on health outcomes, but confidence in the estimate is 
constrained by such factors as

the number, size, or quality of individual studies;
inconsistency of findings across individual studies;
limited generalizability of findings to routine primary care practice; and
lack of coherence in the chain of evidence.

As more information becomes available, the magnitude or direction of the observed effect could change, and this change may be large 
enough to alter the conclusion.

Low The available evidence is insufficient to assess effects on health outcomes is insufficient because of
the limited number or size of studies,
important flaws in study design or methods,
inconsistency of findings across individual studies,
gaps in the chain of evidence,
findings not generalizable to routine primary care practice,
lack of information on important health outcomes, or
more information required to allow estimation of effects on health outcomes.

Source: US Preventive Services Task Force. USPSTF: methods and processes. Available at http://www.uspreventiveservicestaskforce.org/methods.htm.
* The US Preventive Services Task Force (USPSTF) defines certainty as the likelihood that the USPSTF assessment of the net benefit of a preventive service is correct. 

The net benefit is defined as benefit minus harm of the preventive service as implemented in a general, primary care population. USPSTF assigns a certainty level 
on the basis of the nature of the overall evidence available to assess the net benefit of a preventive service.
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Sixteen core recommendations that were considered by 
the Expert Work Group (EWG) are presented below. Each 
recommendation is accompanied by a summary of the 
relevant evidence (full summaries of which will be published 
separately), a list of potential consequences of implementing 
the recommendation, and its rationale. When considering the 
recommendations, the Expert Work Group was divided into 
two groups (one comprising seven members and the other five 
members), and each group considered separate recommendations.

Definition of Family 
Planning Services

Recommendation: Primary care providers should offer the 
following family planning services: contraceptive services for 
women and men who want to prevent pregnancy and space 
births, pregnancy testing and counseling, help for clients who 
wish to achieve pregnancy, basic infertility services, sexually 
transmitted disease (STD) services and preconception health 
services to improve the health of women, men, and infants.

Quality of evidence: A systematic review was not conducted; 
the recommendation was made on the basis of federal statute 
and regulation (1,2), CDC clinical recommendations (3–5), 
and expert opinion.

Potential consequences: Adding preconception health 
services means that more women and men will receive 
preconception health services. The recommended services 
also will promote the health of women and men even if 
they do not have children. The human and financial cost of 
providing preconception health services might mean that fewer 
contraceptive and other services can be offered in some settings.

Rationale: Services to prevent and achieve pregnancy 
are core to the federal government’s efforts to promote 
reproductive health. Adding preconception health as a family 
planning service is consistent with this mission; it emphasizes 
achieving a healthy pregnancy and also promotes adult health. 
Adding preconception health is also consistent with CDC 
recommendations to integrate preconception health services 
into primary care platforms (3). All seven EWG members 
agreed to this recommendation.

Preconception Health — Women
Recommendation: Preconception health services for 

women include the following screening services: reproductive 

Appendix B
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life plan; medical history; sexual health assessment; intimate 
partner violence, alcohol, and other drug use; tobacco use; 
immunizations; depression; body mass index (BMI); blood 
pressure; chlamydia, gonorrhea, syphilis, and HIV/AIDS; and 
diabetes. All female clients also should be counseled about the 
need to take a daily supplement of folic acid. When screening 
results indicate the presence of a health condition, the provider 
should take steps either to provide or to refer the client for 
the appropriate further diagnostic testing and or treatment. 
Services should be provided in a manner that is consistent 
with established federal and professional medical associations’ 
recommendations to enable clients who need services to receive 
them and to avoid over-screening.

Quality of evidence: A systematic review was not conducted; 
the recommendation was made on the basis of CDC’s 
recommendations to improve preconception health and health 
care (3) and a review of preconception health services by an 
expert panel on preconception care for women (6).

Potential consequences: More women will receive specified 
preconception health services, which will improve the health of 
infants and women. The evidence base for preconception health 
is not fully established. There is a potential risk that a client with 
a positive screen will not be able to afford treatment if the client is 
uninsured and not eligible for public programs. The human and 
financial cost of providing preconception health services might 
mean that fewer contraceptive and other services can be offered.

Rationale: The potential benefits to the health of women and 
infants were thought by the panel to be greater than the costs, 
potential harms, and opportunity costs of providing these services. 
Implementation (e.g., training and monitoring of providers) can 
address the issues related to providers over-screening and not 
following the federal and professional medical recommendations. 
CDC will continue to monitor related research and modify these 
recommendations, as needed. Health-care reform might make 
follow-up care more available to low-income clients. All seven 
EWG members agreed to this recommendation.

Preconception Health — Men
Recommendation: Preconception health services for men 

include the following screening services: reproductive life 
plan; medical history; sexual health assessment; alcohol and 
other drug use; tobacco use; immunizations; depression; 
BMI; blood pressure; chlamydia, gonorrhea, syphilis, and 
HIV/AIDS; and diabetes. When screening results indicate 
the presence of a health condition, the provider should take 
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steps either to provide or to refer the client for the appropriate 
further diagnostic testing and or treatment. Services should be 
provided in a manner that is consistent with established federal 
and professional medical associations’ recommendations to 
ensure that clients who need services receive them and to avoid 
over-screening.

Quality of evidence: A systematic review was not conducted; 
the recommendation was made on the basis of CDC’s 
recommendations to improve preconception health and 
health care (3) and a review of preconception health services 
for men (7). 

Potential consequences:  More men will receive 
preconception health services, which might improve infant and 
men’s health. The evidence base for preconception health is not 
well established and is less than that for women’s preconception 
health. There is a risk of over-screening if recommendations 
are not followed. There is a potential risk that a client with 
a positive screen might not be able to afford treatment if the 
client is uninsured and not eligible for public programs. The 
human and financial cost of providing preconception health 
services might mean that fewer contraceptive and other services 
can be offered.

Rationale: The potential benefits to men and infant health 
were thought by the panel to be greater than the costs, potential 
harms, and opportunity costs of not providing these services. 
Implementation (e.g., training and monitoring of providers) 
can address the issues related to providers over-screening 
and not following the federal and professional medical 
recommendations. CDC will continue to monitor related 
research and modify these recommendations, as needed. 
Health-care reform might make follow-up care more available 
to low-income clients. All seven EWG members agreed to this 
recommendation.

Contraceptive Services — 
Contraceptive Counseling Steps

Recommendation: To help a client who is initiating or 
switching to a new method of contraception, providers should 
follow these steps, which are in accordance with the key principles 
for providing quality counseling: 1) establish and maintain 
rapport with the client; 2) obtain clinical and social information 
from the client; 3) work with the client interactively to select the 
most effective and appropriate contraceptive method for her or 
him; 4) provide a physical assessment related to contraceptive 
use, when warranted; and 5) provide the contraceptive method 
along with instructions about correct and consistent use, help 
the client develop a plan for using the selected method and for 
follow-up, and confirm understanding.

Quality of evidence: Twenty-two studies were identified 
that examined the impact of contraceptive counseling 
in clinical settings and met the inclusion criteria. Of the 
16 studies that focused on adults or mixed populations 
(adolescents and adults) (8–23), 11 found a statistically 
significant positive impact of counseling interventions with low 
(11,12,14–16,18–21), moderate (8), or unrated (22) intensity 
on at least one outcome of interest; study designs included two 
cross-sectional surveys (14,22), one pre-post study (21), one 
prospective cohort study (8), one controlled trial (15), and 
six randomized controlled trials (RCTs) (11,12,16,18–20). 
Six studies examined the impact of contraceptive counseling 
among adolescents (24–29), with four finding a statistically 
significant positive impact of low-intensity (27) or moderate-
intensity (24,25,29) counseling interventions on at least one 
outcome of interest; study designs included two pre-post 
studies (24,30), one controlled trial (29), and one RCT (27). In 
addition, five studies were identified that examined the impact 
of reminder system interventions in clinical settings on family 
planning outcomes and met the inclusion criteria (31–35); of 
these, two found a statistically significant positive impact of 
reminder systems on perfect oral contraceptive compliance, a 
retrospective historical nonrandomized controlled trial that 
examined daily reminder email messages (31) and a cohort 
study that examined use of a small reminder device that 
emitted a daily audible beep (34). In addition, two studies 
examined the impact of reminder systems among depot 
medroxyprogesterone acetate users (DMPA) (33,35) with one, 
a retrospective cohort study, finding a statistically significant 
positive impact of receiving a wallet-sized reminder card with 
the date of the next DMPA injection and a reminder postcard 
shortly before the next injection appointment on timely 
DMPA injections. Statements about safety and unnecessary 
medical examinations and tests are made on the basis of CDC 
guidelines on contraceptive use (36,37). 

Potential consequences: Fewer clients will use methods that 
are not safe for them, there will be increased contraceptive use, 
increased use of more effective methods, increased continuation 
of method use, increased use of dual methods, increased 
knowledge, increased satisfaction with services, and increased 
use of repeat or follow-up services.

Rationale: Making sure that a contraceptive method is 
safe for an individual client is a fundamental responsibility of 
all providers of family planning services. Removing medical 
barriers to contraceptive use is key to increasing access 
to contraception and helping clients prevent unintended 
pregnancy. Consistent use of contraceptives is needed to prevent 
unintended pregnancies, so appropriate counseling is critical 
to ensure clients make the best possible choice of methods for 
their unique circumstances, and are supported in continued 
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use of the chosen method. The principles of quality counseling, 
from which the steps listed in the recommendations are based, 
are supported by a substantial body of evidence and expert 
opinion. Future research to evaluate the five principles will be 
monitored and the recommendations modified, as needed. All 
seven EWG members agreed to this recommendation.

Contraceptive Services — Tiered 
Approach to Counseling

Recommendation: For clients who might want to get 
pregnant in the future and prefer reversible methods of 
contraception, providers should use a tiered approach to 
presenting a broad range of contraceptive methods (including 
long-acting reversible contraception such as intrauterine 
devices and contraceptive implants), in which the most 
effective methods are presented before less effective methods.

Quality of evidence: National surveys have demonstrated 
low rates of LARC use overall (38,39). However, Project 
CHOICE has demonstrated high uptake of long-acting 
reversible contraception (approximately two thirds of clients 
when financial barriers are removed) and a very substantial 
reduction in rates of unintended pregnancy (40). Further, a 
recent study of postpartum contraceptive use shows that 50% 
of teen mothers with a recent live birth are using long-acting 
reversible contraception postpartum in Colorado, which 
demonstrates high levels of acceptance in the context of a 
statewide program to remove financial barriers (41).

Potential consequences: Use of long-acting reversible 
contraception has the potential to help many more persons 
prevent unintended pregnancy because of its ease of use, safety, 
and effectiveness. Several questions were raised about ethical 
issues in using a tiered approach to counseling. First, is it ethical 
to educate about long-acting reversible contraception when 
the methods are not all available on-site? Second, conversely, 
is it ethical not to inform clients about the most effective 
methods? In other health service areas, the standard of care 
is to inform the client about the most effective treatment 
(e.g., blood pressure medications), so the client can make a 
fully informed decision, and this standard should apply in 
this instance as well. On the basis of historic experiences, 
there is a need to ensure that methods always are offered on 
a completely voluntary and noncoercive basis. Health-care 
reform might make contraceptive services more available to 
the majority of clients.

Rationale: Providers have an obligation to inform clients 
about the most effective methods available, even if they cannot 
provide them. Further, health-care reform will reduce the 

financial barriers to long-acting reversible contraception for 
many persons. The potential increase in use of long-acting 
reversible contraception and other more effective methods is 
likely to help reduce rates of unintended pregnancy. All seven 
EWG members agreed to this recommendation.

Contraceptive Services — Broad 
Range of Methods

Recommendation: A broad range of methods should be 
available on-site or through referral.

Quality of evidence: Three descriptive studies from the review 
of quality improvement literature identified contraceptive choice 
as an important aspect of quality care (42–44).

Potential consequences: Clients will be more likely to select 
a method that they will use consistently and correctly.

Rationale: A central tenet of quality health care is that 
it be client-centered. Being able to provide a client with 
a method that best fits her or his unique circumstances is 
essential for that reason. All seven EWG members agreed to 
this recommendation.

Contraceptive Services — Education
Recommendation: The content, format, method, and 

medium for delivering education should be evidence-based.
Quality of evidence: Seventeen studies were identified 

that met the inclusion criteria for this systematic review. Of 
these, 15 studies looked at knowledge of correct method use 
or contraceptive risks and benefits, including side effects 
and method effectiveness (45–59). All but one study (56) 
found a statistically significant positive impact of educational 
interventions on increased knowledge. These studies included 
six randomized controlled trials with low risk for bias.

Potential consequences: Clients will make more informed 
decisions when choosing a contraceptive method. More clients will 
be satisfied with the process of selecting a contraceptive method.

Rationale: Knowledge obtained through educational 
activities, as integrated into the larger counseling model, is 
a critically important precondition for the client’s ability to 
make informed decisions. The techniques described in the 
recommendations have a well-established evidence base for 
increasing knowledge and satisfaction with services. This 
knowledge lays the foundation for further counseling steps that 
will increase the likelihood of correct and consistent use, and 
increased satisfaction will increase return visits to the service 
site, as needed. Four of seven EWG members agreed to this 
recommendation; three members did not express an opinion.
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Contraceptive Services — 
Confirm Understanding

Recommendation: A check box or written statement should 
be available in the medical record that can be used to document 
that the client expressed understanding of the most important 
information about her/his chosen contraceptive method. The 
teach-back method may be used to get clients to express the 
most important points by repeating back messages about 
risks and benefits and appropriate method use and follow-up. 
Documentation of understanding using the teach-back method 
and a check box or written statement can be used in place of 
a written method-specific informed consent.

Quality of evidence: Two studies from outside the family 
planning literature (one cohort study and one controlled 
trial with unclear randomization) (60,61) and a strong 
recommendation by members of the Technical Panel on 
Counseling and Education were considered.

Potential consequences: More clients will make informed 
decisions, adherence to contraceptive and treatment plans will 
improve, and reproductive and other health conditions will be 
better controlled.

Rationale: Asking providers to document in the record 
that the client is making an informed decision will increase 
providers’ attention to this task. This recommendation will 
replace a previous requirement that providers obtain method-
specific informed consent from each client (in addition to a 
general consent form). Six of seven EWG members agreed to 
this recommendation.

Adolescent Services — 
Comprehensive Information

Recommendation: Providers should provide comprehensive 
information to adolescent clients about how to prevent 
pregnancy and STDs. This should include information about 
contraception and that avoiding sex (abstinence) is an effective 
way to prevent pregnancy and STDs.

Quality of evidence: A systematic review was not conducted 
because other recent reviews were available that have shown a 
substantial impact of comprehensive sexual health education 
on reduced adolescent risk behavior (62–66). The evidence for 
abstinence-only education was more limited: CDC’s Community 
Guide concluded that there was insufficient evidence (67), but 
the Department of Health and Human Services’ Office of 
Adolescent Health has identified two abstinence-based programs 
as having evidence of effectiveness (68).

Potential consequences: Teens will make more informed 
decisions and will delay initiation of sexual intercourse. The 

absence of harmful effects from comprehensive sexual health 
education was noted.

Rationale: The benefits of informing adolescents about all ways 
to prevent pregnancy are substantial. Ultimately, each adolescent 
should make an informed decision that meets her or his unique 
circumstances, based on the counseling provided by the provider. 
Six of seven EWG members agreed to this recommendation.

Adolescent Services — Use of Long-
Acting Reversible Contraception

Recommendation: Education about contraceptive methods 
should include an explanation that long-acting reversible 
contraception is safe and effective for nulliparous women 
(women who have not been pregnant or given birth), including 
adolescents.

Quality of evidence: CDC guidelines on contraceptive use 
(37) provide evidence that long-acting reversible contraception 
is safe and effective for adolescents and nulliparous women. 

Potential consequences: More providers will encourage 
adolescents to consider long-acting reversible contraception; 
more adolescents will choose long-acting reversible 
contraception, resulting in reduced rates of teen pregnancy, 
including rapid repeat pregnancy.

Rationale: Long-acting reversible contraception is safe for 
adolescents (37). As noted above, providers should inform 
clients about the most effective methods available. The 
potential increase in use of long-acting reversible contraception 
and other more effective methods by adolescents is substantial 
and is likely to lead to further reductions in teen pregnancy. 
Three EWG members agreed to this recommendation; two 
EWG members abstained.

Adolescent Services — 
Confidential Services

Recommendation: Confidential family planning services 
should be made available to adolescents, while observing state 
laws and any legal obligations for reporting.

Quality of evidence: Six descriptive studies documented 
one or more of the following: that confidentiality is important 
to adolescents; that many adolescents reported they will not 
use reproductive health services if confidentiality cannot be 
assured; and that adolescents might not be honest in discussing 
reproductive health with providers if confidentiality cannot be 
assured (69–74). One RCT showed a slight reduction in use of 
services after receiving conditional confidentiality, compared 
with complete confidentiality (75). One study showed a 
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positive association between confidentiality and intention to 
use services (73).

Potential consequences: Consequences might include an 
increased intention to use services, increased use of services, and 
reduced rates of teen pregnancy. However, explaining the need 
to report under certain circumstances (rape, child abuse) might 
deter some adolescent clients from using services. Further, some 
parents/guardians might not agree that adolescents should have 
access to confidential services.

Rationale: Minors’ rights to confidential reproductive health 
services are consistent with state and federal law. The risks of 
not providing confidential services to adolescents are great and 
likely to result in an increased rate of teen pregnancies. Finally, 
this recommendation is consistent with the recommendations 
of three professional medical associations that endorse 
provision of confidential services to adolescents (76–78). All 
seven EWG members agreed to this recommendation.

Adolescent Services — 
Family-Child Communication

Recommendation: Providers should encourage and promote 
family-child communication about sexual and reproductive health.

Quality of evidence: From the family planning literature, 
16 parental involvement programs (most using an RCT study 
design) were found to be positively associated with at least one 
short-term (13 of 16 studies) or medium-term (four of seven 
studies) outcome (79–94). However, only one of these studies 
was linked to clinical services (80); others were implemented 
in community settings.

Potential consequences: Consequences might include 
increased parental/guardian involvement and communication, 
improved knowledge/awareness, increased intentions to use 
contraceptives, and the adoption of more pro-social norms 
that support parent-child communication about sexual health.

Rationale: The literature provides strong evidence that 
increased communication between a child and her/his parent/
guardian will lead to safer sexual behavior among teens, 
and numerous community-based programs have created an 
evidence base for how to strengthen parents/guardians’ ability 
to hold those conversations. Although less is known about 
how to do so in a clinical setting, providers can refer their 
clients to programs in the community, and principles from the 
community-based approaches can be used to help providers 
develop appropriate approaches in the clinical setting. Research 
in this area will be monitored, and the recommendations will be 
revised, as needed. Four of five EWG members who provided 
input agreed to this recommendation; one member abstained.

Adolescent Services — 
Repeat Teen Pregnancy

Recommendation: Providers should refer pregnant and 
parenting adolescents to home visiting and other programs 
that have been shown to provide needed support and reduce 
rates of repeat teen pregnancy.

Quality of evidence: Three of four studies of clinic-based 
programs (using retrospective case-control cohort, ecological 
evaluation, and prospective cohort study designs) showed that 
comprehensive teen pregnancy prevention programs (programs 
with clinical, school, case management, and community 
components) were associated with both medium- and long-
term outcomes (95–98). In addition, several randomized trials 
of community-based home visiting programs, and an existing 
systematic review of the home visiting literature, demonstrated 
a protective impact of these programs on preventing repeat teen 
pregnancy and other relevant outcomes (99–103).

Potential consequences: Consequences might include 
decreased rapid repeat pregnancy and abortion rates, and 
increased use of contraceptives.

Rationale: There is sufficient evidence to recommend that 
providers link pregnant and parenting teens to community and 
social services that might reduce rates of rapid repeat pregnancy. 
Three of seven EWG members agreed to an earlier version of 
this recommendation. Other members wanted to remove a 
clause about prioritizing the contraceptive needs of pregnant/
parenting teens because they felt that all clients should be 
treated as priority clients. This suggestion was adopted, but 
the EWG did not have a chance to vote again on the modified 
recommendation.

Contraceptive Method Availability
Recommendation: Family planning programs should stock 

and offer a broad a range of FDA-approved contraceptive 
methods so that the needs of individual clients can be met. 
These methods are optimally available on-site, but strong 
referrals can serve to make methods not available on-site real 
options for clients.

Quality of evidence: No research was identified that 
explicitly addressed the question of whether having a broad 
range of methods was associated with short-, medium-, or 
long-term reproductive health outcomes. However, as noted 
above, three descriptive studies from the review of quality 
improvement literature identified contraceptive choice as an 
important aspect of quality care (42–44).

Potential consequences: Consequences might include 
increased use of contraception and increased use of reproductive 
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health services. It also was noted that there are sometimes high 
costs to stocking certain methods (e.g., intrauterine devices 
and contraceptive implants).

Rationale: Having a broad range of contraceptive methods is 
central to client-centered care, a core aspect of providing quality 
services. Individual clients need to have a choice so they can 
select a method that best fits their particular circumstances. 
This is likely to result in more correct and consistent use of 
the chosen methods. The benefits of this recommendation 
were weighed more heavily than the negative outcomes 
(e.g., additional cost). All five EWG members agreed to this 
recommendation.

Youth-Friendly Services
Recommendation: Family planning programs should take 

steps to make services “youth-friendly.”
Quality of evidence: Of 20 studies that were identified, 

six looked at short-, medium-, or long-term outcomes with 
mixed designs (one group time series, one cross-sectional, three 
prospective cohort, and one nonrandomized trial); protective 
effects were found on long-term (two of three studies), 
medium-term (three of three), and short-term (three of three) 
outcomes (29,30,104–107). One of these six studies (29), plus 
13 other descriptive studies (for a total of 14 studies), presented 
adolescents’ or providers’ views on facilitators for adolescent 
clients in using youth-friendly family planning services. Key 
factors described were confidentiality (13 of 14), accessibility 
(11 of 14), peer involvement (three of 14), parental or familial 
involvement (four of 14), and quality of provider interaction 
(11 of 14) (105–121). Four of these studies (111,112,114,121) 
plus one other descriptive study (108) described barriers to 
clinics adopting and implementing youth-friendly family 
planning services.

Potential consequences: Consequences might include 
increased use of reproductive health services by adolescents, 
improved contraceptive use, use of more effective methods, 
more consistent use of contraception, and reduced rates of teen 
pregnancy. It is also likely to lead to improved satisfaction with 
services and greater knowledge about pregnancy prevention 
among adolescents. It is possible that there will be higher costs, 
and some uncertainty regarding the benefits due to a relatively 
weak evidence base.

Rationale: Existing evidence has demonstrated the 
importance of specific characteristics to adolescents’ attitudes 
and use of clinical services. The potential benefits of providing 
youth-friendly services outweigh the potential costs and 
weak evidence base. All five EWG members agreed to this 
recommendation. Some thought that it should be cast as an 

example of comprehensively client-centered care, rather than 
an end of its own.

Quality Improvement
Recommendation: Family planning programs should have 

a system for quality improvement, which is designed to review 
and strengthen the quality of services on an ongoing basis. 
Family planning programs should select, measure, and assess 
at least one outcome measure on an ongoing basis, for which 
the service site can be accountable.

Quality of evidence: A recent systematic review (122) was 
supplemented with 10 articles that provided information related 
to client and/or provider perspectives regarding what constitutes 
quality family planning services (42–44,113,123–128). These 
studies used a qualitative (k = 4) or cross-sectional (k = 6) study 
design. Ten descriptive studies identified client and provider 
perspectives on what constitutes quality family planning services, 
which include stigma and embarrassment reduction (n = 9), client 
access and convenience (n = 8); confidentiality (n = 3); efficiency 
and tailoring of services (n = 6); client autonomy and confidence 
(n = 5); contraceptive access and choice (n = 4); increased time 
of patient-provider interaction (n = 3); communication and 
relationship (n = 3); structure and facilities (n = 2); continuity 
of care (n = 2). Well-established frameworks for guiding quality 
improvement efforts were referenced (122,129–132).

Potential consequences: Consequences might include 
increased use by clients of more effective contraceptive methods, 
clients might be more likely to return for care, client satisfaction 
might improve, and there might be reduced rates of teen and 
unintended pregnancy, and improved spacing of births.

Rationale: Research, albeit limited, has demonstrated that 
quality services are associated with improved client experience 
with care and adoption of more protective contraceptive 
behavior. Further, these recommendations on quality 
improvement are consistent with those made by national leaders 
in the quality improvement field. Research is either under way 
or planned to validate a core set of performance measures, and 
the recommendations will be updated as new findings emerge. 
All five EWG members agreed to these recommendations.
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Counseling is a process that enables clients to make 
and follow through on decisions. Education is an integral 
component of the counseling process that helps clients to 
make informed decisions. Providing quality counseling is an 
essential component of client-centered care.

Key principles of providing quality counseling are listed below 
and may be used when providing family planning services. The 
model was developed in consultation with the Technical Panel 
on Contraceptive Counseling and Education and reviewed by 
the Expert Work Group. Although developed specifically for 
providing contraceptive counseling, the principles are broad and 
can be applied to health counseling on other topics. Although 
the principles are listed here in a particular sequence, counseling 
is an iterative process, and at every point in the client encounter 
it is necessary to determine whether it is important to readdress 
and emphasize a given principle.

Principles of Quality Counseling

Principle 1. Establish and Maintain 
Rapport with the Client

Establishing and maintaining rapport with a client is vital 
to the encounter and achieving positive outcomes (1). This 
can begin by creating a welcoming environment and should 
continue through every stage of the client encounter, including 
follow-up. The contraceptive counseling literature indicates 
that counseling models that emphasized the quality of the 
interaction between client and provider have been associated 
with decreased teen pregnancy, increased contraceptive use, 
increased use of more effective methods, increased use of repeat 
or follow-up services, increased knowledge, and enhanced 
psychosocial determinants of contraceptive use (2–5) .

Principle 2. Assess the Client’s Needs and 
Personalize Discussions Accordingly

Each visit should be tailored to the client’s individual 
circumstances and needs. Clients come to family planning 
providers for various services and with varying needs. 
Standardized questions and assessment tools can help providers 
determine what services are most appropriate for a given visit 
(6). Contraceptive counseling studies that have incorporated 
standardized assessment tools during the counseling process 
have resulted in increased contraceptive use, increased correct 
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use of contraceptives, and increased use of more effective 
methods (2,7,8). Contraceptive counseling studies that have 
personalized discussions to meet the individual needs of 
clients have been associated with increased contraceptive use, 
increased correct use of contraceptives, increased use of more 
effective methods, increased use of dual-method contraceptives 
to prevent both sexually transmitted diseases (STDs) and 
pregnancy, increased quality and satisfaction with services, 
increased knowledge, and enhanced psychosocial determinants 
of contraceptive use (4,7,9–12).

Principle 3. Work with the Client 
Interactively to Establish a Plan

Working with a client interactively to establish a plan, 
including a plan for follow-up, is important. Establishing a 
plan should include setting goals, discussing possible difficulties 
with achieving goals, and developing action plans to deal with 
potential difficulties. The amount of time spent establishing a 
plan will differ depending on the client’s purpose for the visit 
and health-care needs. A client plan that requires behavioral 
change should be made on the basis of the client’s own goals, 
interests, and readiness for change (13–15). Use of computerized 
decision aids before the appointment can facilitate this process 
by providing a structured yet interactive framework for 
clients to analyze their available options systematically and to 
consider the personal importance of perceived advantages and 
disadvantages (16,17). The contraceptive counseling literature 
indicates that counseling models that incorporated goal 
setting and development of action plans have been associated 
with increased contraceptive use, increased correct use of 
contraceptives, increased use of more effective methods, and 
increased knowledge (2,9,18–20). Furthermore, contraceptive 
counseling models that incorporated follow-up contacts 
resulted in decreased teen pregnancy, increased contraceptive 
use, increased correct use of contraceptives, increased use of 
more effective methods, increased continuation of method 
use, increased use of dual-method contraceptives to prevent 
both STDs and pregnancy, increased use of repeat or follow-up 
services, increased knowledge, and enhanced psychosocial 
determinants of contraceptive use (2,3,7,11,21,22) . From the 
family planning education literature, computerized decision 
aids have helped clients formulate questions and have been 
associated with increased knowledge, selection of more effective 
methods, and increased continuation and compliance (23–25).
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Principle 4. Provide Information That Can 
Be Understood and Retained by the Client

Clients need information that is medically accurate, 
balanced, and nonjudgmental to make informed decisions and 
follow through on developed plans. When speaking with clients 
or providing educational materials through any medium (e.g., 
written, audio/visual, or computer/web-based), the provider 
must present information in a manner that can be readily 
understood and retained by the client. Strategies for making 
information accessible to clients are provided (see Appendix D).

Principle 5. Confirm Client Understanding

It is important to ensure that clients have processed the 
information provided and discussed. One technique for 
confirming understanding is to have the client restate the most 
important messages in her or his own words. This teach-back 
method can increase the likelihood of the client and provider 
reaching a shared understanding, and has improved compliance 
with treatment plans and health outcomes (26,27). Using the 
teach-back method early in the decision-making process will 
help ensure that a client has the opportunity to understand her 
or his options and is making informed choices (28).
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Providers should counsel clients about the effectiveness 
of different contraceptive methods.  Method effectiveness 
is measured as the percentage of women experiencing an 
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TABLE. Percentage of women experiencing an unintended pregnancy during the first year of typical use* and the first year of perfect use† of 
contraception and the percentage continuing use at the end of the first year — United States

Method

% of women experiencing an unintended pregnancy 
within the first year of use

% of women continuing use at 1 year§Typical use Perfect use

No method¶ 85.0 85.0

Spermicides** 28.0 18.0 42.0

Fertility awareness-based methods 24.0 47.0

Standard days method†† 5.0

2-day method†† 4.0

Ovulation method†† 3.0

Symptothermal method 0.4

Withdrawal 22.0 4.0 46.0

Sponge 36.0

Parous women 24.0 20.0

Nulliparous women 12.0 9.0

Condom§§

Female 21.0 5.0 41.0

Male 18.0 2.0 43.0

Diaphragm¶¶ 12.0 6.0 57.0

Combined pill and progestin-only pill 9.0 0.3 67.0

Evra patch 9.0 0.3 67.0

NuvaRing 9.0 0.3 67.0

Depo-Provera 6.0 0.2 56.0

Intrauterine contraceptives

ParaGard (copper T) 0.8 0.6 78.0

Mirena (LNG) 0.2 0.2 80.0

Implanon 0.05 0.05 84.0

Female sterilization 0.5 0.5 100.0

Male sterilization 0.15 0.1 100.0

Emergency Contraceptives: Emergency contraceptive pills or insertion of a copper intrauterine contraceptive after unprotected intercourse substantially reduces the risk of pregnancy.***
Lactational Amenorrhea Method: LAM is a highly effective, temporary method of contraception.†††

Source: Adapted from Trussell J. Contraceptive efficacy. In: Hatcher RA, Trussell J, Nelson AL, Cates W, Kowal D, Policar M, eds. Contraceptive technology: 20th revised ed. New York, NY: Ardent 
Media; 2011.
 * Among typical couples who initiate use of a method (not necessarily for the first time), the percentage of couples who experience an accidental pregnancy during the first year if they 

do not stop use for any other reason. Estimates of the probability of pregnancy during the first year of typical use for spermicides and the diaphragm are taken from the 1995 National 
Survey of Family Growth corrected for underreporting of abortion; estimates for fertility awareness-based methods, withdrawal, the male condom, the pill, and Depo-Provera are taken 
from the 1995 and 2002 National Survey of Family Growth corrected for underreporting of abortion. See the text for the derivation of estimates for the other methods.

 † Among couples who initiate use of a method (not necessarily for the first time) and who use it perfectly (both consistently and correctly), the percentage of couples who experience an 
accidental pregnancy during the first year if they do not stop use for any other reason. See the text for the derivation of the estimate for each method.

 § Among couples attempting to avoid pregnancy, the percentage of couples who continue to use a method for 1 year.
 ¶ The percentages becoming pregnant in columns labeled “typical use” and “perfect use” are based on data from populations in which contraception is not used and from women who 

cease using contraception to become pregnant. Among such populations, approximately 89% become pregnant within 1 year. This estimate was lowered slightly (to 85%) to represent 
the percentage of women who would become pregnant within 1 year among women now relying on reversible methods of contraception if they abandoned contraception altogether.

 ** Foams, creams, gels, vaginal suppositories, and vaginal film.
 †† The Ovulation and 2-day methods are based on evaluation of cervical mucus. The Standard Days method avoids intercourse on cycle days 8 through 19. The Symptothermal method is 

a double-check method based on evaluation of cervical mucus to determine the first fertile day and evaluation of cervical mucus and temperature to determine the last fertile day.
 §§ Without spermicides.
 ¶¶ With spermicidal cream or jelly.
 *** Ella, Plan B One-Step, and Next Choice are the only dedicated products specifically marketed for emergency contraception. The label for Plan B One-Step (1 dose is 1 white pill) says to 

take the pill within 72 hours after unprotected intercourse. Research has indicated that all of the brands listed here are effective when used within 120 hours after unprotected intercourse. 
The label for Next Choice (1 dose is 1 peach pill) says to take one pill within 72 hours after unprotected intercourse and another pill 12 hours later. Research has indicated that that both 
pills can be taken at the same time with no decrease in efficacy or increase in side effects and that they are effective when used within 120 hours after unprotected intercourse. The Food 
and Drug Administration has in addition declared the following 19 brands of oral contraceptives to be safe and effective for emergency contraception: Ogestrel (1 dose is 2 white pills), 
Nordette (1 dose is 4 light-orange pills), Cryselle, Levora, Low-Ogestrel, Lo/Ovral, or Quasence (1 dose is 4 white pills), Jolessa, Portia, Seasonale or Trivora (1 dose is 4 pink pills), Seasonique 
(1 dose is 4 light-blue-green pills), Enpresse (1 dose is 4 orange pills), Lessina (1 dose is 5 pink pills), Aviane or LoSeasonique (one dose is 5 orange pills), Lutera or Sronyx (1 dose is 5 white 
pills), and Lybrel (1 dose is 6 yellow pills).

 ††† However, for effective protection against pregnancy to be maintained, another method of contraception must be used as soon as menstruation resumes, the frequency or duration of 
breastfeeds is reduced, bottle feeds are introduced, or the baby reaches age 6 months.

unintended pregnancy during the first year of use, and is 
estimated for both typical and perfect use (Table).
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The client should receive and understand the information 
she or he needs to make informed decisions and follow 
treatment plans. This requires careful attention to how 
information is communicated. The following strategies can 
make information more readily comprehensible to clients:

Strategies for Providing Information to Clients

Educational materials should be provided that are clear and 
easy to understand. Educational materials delivered through 
any one of a variety of media (for example, written, audio/
visual, computer/web-based) need to be presented in a format 
that is clear and easy to interpret by clients with a 4th to 6th 
grade reading level (1–3). Many adults have only a basic 
ability to obtain, process, and understand health information 
necessary to make decisions about their health (4). Making 
easy-to-access materials enhances informed decision-making 
(1–3). Test all educational materials with the intended 
audiences for clarity and comprehension before wide-scale use.

The following evidence-based tools provide recommendations 
for increasing the accessibility of materials through careful 
consideration of content, organization, formatting, and 
writing style:

Health Literacy Universal Precautions Toolkit, provided 
by the Agency for Healthcare Research and Quality 
(available at http://www.ahrq.gov/qual/literacy),
Toolkit for Making Written Material Clear and Effective, 
provided by the Centers for Medicare and Medicaid Services 
(available at http://www.cms.gov/WrittenMaterialsToolkit), 
and
Health Literacy Online, provided by the Office of Disease 
Prevention and Health Promotion (available at http://
www.health.gov/healthliteracyonline).

Information should be delivered in a manner that is 
culturally and linguistically appropriate. In presenting 
information it is important to be sensitive to the client’s 
cultural and linguistic preferences (5,6). Ideally information 
should be presented in the client’s primary language, but 
translations and interpretation services should be available 
when necessary. Information presented must also be culturally 
appropriate, reflecting the client’s beliefs, ethnic background, 
and cultural practices. Tools for addressing cultural and 
linguistic differences and preferences include

Health Literacy Universal Precautions Toolkit, provided 
by the Agency for Healthcare Research and Quality 
(available at http://www.ahrq.gov/qual/literacy), and
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Toolkit for Making Written Material Clear and Effective, 
Part 11; Understanding and using the “Toolkit Guidelines 
for Culturally Appropriate Translation,” provided by the 
Centers for Medicare and Medicaid Services (available at 
http://www.cms.gov/outreach-and-education/outreach/
writtenmaterialstoolkit/downloads/toolkitpart11.pdf ).

The amount of information presented should be limited and 
emphasize essential points. Providers should focus on needs 
and knowledge gaps identified during the assessment. Many 
clients immediately forget or remember incorrectly much of 
the information provided. This problem is exacerbated as 
more information is presented (7–9). Limiting the amount 
of information presented and highlighting important facts 
by presenting them first improves comprehension (10–14).

Numeric quantities should be communicated in a way that 
is easily understood. Whenever possible, providers should use 
natural frequencies and common denominators (for example, 
85 of 100 sexually active women are likely to get pregnant 
within 1 year using no contraceptive, as compared with 1 
in 100 using an IUD or implant), and display quantities in 
graphs and visuals. Providers also should avoid using verbal 
descriptors without numeric quantities (for example, sexually 
active women using an IUD or implant almost never become 
pregnant). Finally, they should quantify risk in absolute rather 
than relative terms (for example, “the chance of unintended 
pregnancy is reduced from 8 in 100 to 1 in 100 by switching 
from oral contraceptives to an IUD” versus the chance of 
unintended pregnancy is reduced by 87%). Numeracy is more 
highly correlated with health outcomes than the ability to read 
or listen effectively (15). The strategies listed above can help 
clients interpret numeric quantities correctly (16–28).

Balanced information on risks and benefits should be 
presented and messages framed positively. In addition to 
discussing risks, contraindications, and warnings, providers 
should discuss the advantages and benefits of contraception. 
In presenting this information, providers should express risks 
and benefits in a common format (for example, do not present 
risks in relative terms and benefits in absolute terms), and frame 
messages in positive terms (for example “99 out of 100 women 
find this a safe method with no side effects,” versus “1 out of 
100 women experience noticeable side effects”). Many clients 
prefer to receive a balance of information on risks and benefits 
(29), and using a common format avoids bias in presentation 
of information (18,22,26,30). Framing messages positively 
increases acceptance and comprehension (18,22,31,32).
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Active client engagement should be encouraged. Providers 
should use educational materials that encourage active 
information processing (e.g., questions, quizzes, fill-in-the-
blank, web-based games, and activities). In addition, they 
should be sure the client has an opportunity to discuss the 
information provided, and when speaking with a client, 
providers should engage her or him actively. Research has 
indicated that interactive materials improve knowledge 
of contraceptive risks, benefits, and correct method use 
(33–35). Clients also value spoken information (29,36); and 
educational materials, when delivered by a provider, more 
effectively increase knowledge (10,37). In particular, presenting 
information in a question and answer format is more effective 
than simply presenting the information (10,15,37–41).
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The following services have been given a D recommendation 
from the U.S. Preventive Services Task Force (USPSTF), which 
indicates that the potential harms of routine screening outweigh 
the benefits. Providers should not perform these screening services.

The USPSTF has recommended against offering the 
following services to women and men:

Asymptomatic bacteriuria: USPSTF recommends 
against screening for asymptomatic bacteriuria in men 
and nonpregnant women (1).
Gonorrhea: USPSTF recommends against routine 
screening for gonorrhea infection in men and women who 
are at low risk of infection (2).
Hepatitis B: USPSTF recommends against routinely 
screening the general asymptomatic population for 
chronic hepatitis B virus infection (3).
Herpes simplex virus (HSV): USPSTF recommends 
against routine serological screening for HSV in 
asymptomatic adolescents and adults (4).
Syphilis: USPSTF recommends against screening of 
asymptomatic persons who are not at increased risk of 
syphilis infection (5).

The USPSTF has recommended against offering the 
following services to women:

BRCA mutation testing for breast and ovarian cancer 
susceptibility: USPSTF recommends against routine 
referral for genetic counseling or routine breast cancer 
susceptibility gene (BRCA) testing for women whose family 
history is not associated with an increased risk of deleterious 
mutations in breast cancer susceptibility gene 1 (BRCA1) or 
breast cancer susceptibility gene 2 (BRCA2) (6). However, 
USPSTF continues to recommend that women whose family 
history is associated with an increased risk of deleterious 
mutations in BRCA1 or BRCA2 genes be referred for genetic 
counseling and evaluation for BRCA testing.
Breast self-examination: USPSTF recommends against 
teaching breast self-examination (7).
Cervical cytology: USPSTF recommends against routine 
screening for cervical cancer with cytology (Pap smear) in 
the following groups: women aged <21 years, women aged 
>65 years who have had adequate prior screening and are 
not otherwise at high risk for cervical cancer, women who 
have had a hysterectomy with removal of the cervix and 
who do not have a history of a high-grade precancerous 
lesion (i.e., cervical intraepithelial neoplasia grade 2 or 3) 
or cervical cancer. USPSTF recommends against screening 
for cervical cancer with HPV testing, alone or in 
combination with cytology, in women aged <30 years (8).

Appendix F

Screening Services For Which Evidence Does Not Support Screening

Ovarian cancer: USPSTF recommends against routine 
screening for ovarian cancer (9).

The USPSTF has recommended against offering the 
following services to men:

Prostate cancer: USPSTF recommends against prostate-
specific antigen (PSA)-based screening for prostate cancer (10).
Testicular cancer: USPSTF recommends against screening 
for testicular cancer in adolescent or adult males (11).
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Methodologies for 
Improving Response Rates 
in Surveys of Physicians

A Systematic Review

Jonathan B. VanGeest
Kennesaw State University, Georgia

Timothy P. Johnson
University of Illinois at Chicago

Verna L. Welch
Morehouse School of Medicine, Atlanta

Although physician surveys are an important tool in health services and policy

research, they are often characterized by low response rates. The authors

conducted a systematic review of 66 published reports of efforts to improve

response rates to physician surveys. Two general strategies were explored in

this literature: incentive and design-based approaches. Even small financial

incentives were found to be effective in improving physician response. Token

nonmonetary incentives were much less effective. In terms of design strategies,

postal and telephone strategies have generally been more successful than

have fax or Web-based approaches, with evidence also supporting use of

mixed-mode surveys in this population. In addition, use of first-class stamps

on return envelopes and questionnaires designed to be brief, personalized,

and endorsed by legitimizing professional associations were also more likely

to be successful. Researchers should continue to implement design strategies

that have been documented to improve the survey response of physicians.

Keywords: physicians; surveys; research methods; response rates

Physician surveys are an important tool in health services and policy

research, providing cost-effective sources of information on physicians’

attitudes, knowledge, and practices related to care delivery. Surveys have

been used to assess a range of issues, from more routine subjects like know-

ledge of and/or compliance with evidence-based practice recommendations

(Mosca et al., 2005; Schroy et al., 2001; Webster, Courtney, Huang, Matz, &

Christiani, 2005) to highly sensitive topics such as substance abuse among
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physicians (Hughes et al., 1999; McAuliffe et al., 1986), physician attitudes

toward euthanasia (Emanuel et al., 2000; Farber et al., 2006; Meier et al.,

1998), and physician manipulation of reimbursement rules for patients (Wynia,

Cummins, VanGeest, & Wilson, 2000). Despite their importance, however,

physician surveys are characterized by low response rates, raising concerns

about the validity and generalizability of their findings (Asch, Connor,

Hamilton, & Fox, 2000; Asch, Jedrziewski, & Christakis, 1997; Berk, 1985;

Cartwright, 1978; Cull, O’Connor, Sharp, & Tang, 2005; Cummings, Savitz, &

Konrad, 2001; Kellerman & Herold, 2001). Specifically, low response rates

raise concerns about nonresponse bias or the likelihood that nonresponding

physicians will be systematically different from the population under study.

This concern is supported by research showing modest differences between

responders and nonresponders and between early and late respondents

on demographic and/or practice-related characteristics (Cartwright, 1978;

Cockburn, Campbell, Gordon, & Sanson-Fisher, 1988; Cull et al., 2005;

Goodman & Jensen, 1981; McFarlane, Olmsted, Murphy, & Hill, 2006;

Myerson, 1993; Parsons, Warnecke, Czaja, Barnsley, & Kaluzny, 1994; Stocks

& Gunnell, 2000; Tambor et al., 1993; Templeton, Deehan, Taylor, Drummond,

& Strang, 1997; Thran and Gonzalez, 1999). As a result, researchers have

investigated why physicians are less likely to respond to surveys and imple-

mented strategies for improving physician participation.

Why Physicians Do Not Respond

In a seminal article, Seymour Sudman (1985) identified a number of

reasons why professionals (e.g., physicians) might refuse to participate in

surveys. Arguably the most important reason for nonresponse is lack of time.

Physicians are busy and time spent completing a survey is time that could

be spent seeing patients or used to attend to other—more important—tasks.

A second and related issue involves the perceived salience of the study. Like

other professionals, physicians will not take the time to complete a survey

if the value of the study is not clear or is clear but perceived to be low. Third,

physicians will generally not complete a survey when they have concerns

about the confidentiality of the results. Finally, the likelihood of nonresponse

is greater in cases where individual questions may appear biased or not

allow the respondent a full range of choices on the subject. Lack of time is

compounded by the increasing volume and length of surveys physicians are

asked to respond to (Kaner, Haighton, & McAvoy, 1998; MacPherson &

Bisset, 1995; McAvoy & Kaner, 1996). Researchers have also identified the
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private practice office setting (with its various gatekeepers) as an additional

barrier to physician participation (Berry & Kanouse, 1987; Heywood, Mudge,

Ring, & Sanson-Fisher, 1995; Moore & An, 2001; Parsons et al., 1994).

Strategies to Encourage Physician Participation

Numerous strategies have been devised to increase physician response to

surveys (Field et al., 2002; Kellerman & Herold, 2001; Sudman, 1985). These

strategies generally fall into two categories: incentive-based interventions

(both monetary and nonmonetary) and design-based approaches (e.g., person-

alized mailings, design-friendly questionnaires, sponsorship, etc.). Previous

reviews have found token monetary incentives to be effective at improving

physician participation (Field et al., 2002; Kellerman & Herold, 2001).

However, questions remain regarding how much of an incentive is most cost-

effective (Field et al., 2002; Halpern, Ubel, Berlin, & Asch, 2002; VanGeest,

Wynia, Cummins, & Wilson, 2001). Less is know about the efficacy of non-

monetary incentives, although a review of the literature suggests mixed results

in surveys of physicians (Thran & Berk, 1993). Design-based approaches

have also been shown to increase physician cooperation (Cummings et al.,

2001). Again, however, there is little consensus on the efficacy of the full

range of techniques purported to increase response rates of physicians. In this

article, we conducted a systematic review to determine the extent to which

incentive- and designed-based strategies have been found to be effective in

improving physician response to surveys.

Method

Experimental studies examining methods to improve physician response

to mail surveys were identified through keyword searches of the MED-

LINE, Scopus, Sociological Abstracts, and PsychINFO databases from 1975 to

2006. Searches by author using the same databases were also conducted for

investigators with identified relevant articles. Finally, several seed sources

(e.g., Medical Care, Public Opinion Quarterly, Evaluation and the Health

Professions) were also referenced manually in an effort to establish a compre-

hensive set of studies to be included in the analyses. Further relevant articles

and books were selected from the reference listings of the primary journal

articles. Where appropriate, odds ratios (ORs) were calculated for individual

studies as a measure of effect size for the different interventions identified
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(Tu, 2003). In addition, weighted overall ORs were calculated for groups of

studies analyzing like interventions.

Results

Impact of Incentives on Response 

Rates Among Physicians

Monetary incentives. A total of 21 articles (1981 to 2006) were identified

that examined the effects of token monetary incentives on physician response

to surveys. Incentive amounts ranged $1 to $50 and included both cash

payments and charitable donations. Incentives also included opportunities to

win cash lottery prizes. Selected studies comparing incentives to no-incentive

controls are presented in Table 1. Taken as a whole, the weighted overall

effect size reflected an association between monetary incentives and physician

response (OR 2.13; 95% confidence interval [CI] 1.7–2.6). Unweighted

average effect sizes for different incentive levels (minimum of 2 studies

per level) are presented in Figure 1. Generally, even modest $1 incentives

were associated with higher response rates among physicians (average OR

across the relevant studies was 2.11) when compared with physicians

receiving no incentive (Berk, Edwards, & Gay, 1993; Deehan, Templeton,

Taylor, Drummond, & Strang, 1997; Donaldson et al., 1999, Easton, Price,

Telljohann, & Boehm, 1997; Everett, Price, Bedell, & Telljohann, 1997; Gunn &

Rhodes, 1981; Kasprzyk, Montano, St. Lawrence, & Phillips, 2001; Leung,

Ho, Chan, Johnston, & Wong, 2002; Mizes, Fleece, & Roos, 1984; Moore &

An, 2001; Robertson, Walkom, & McGettigan, 2005). The only exception

was a small $1 donation to charity (Olson, Schneiderman, & Armstrong,

1993). With regard to larger incentives, results are mixed. As illustrated in

Figure 1, there are little differences in serial increments over $1. This is sup-

ported by studies (not shown) which tested for and found no or nonsignificant

differences between incentive levels (Gunn & Rhodes, 1981; Kasprzyk et al.,

2001; Mizes et al., 1984; VanGeest et al., 2001). The only exceptions were

studies by Asch, Christakis, & Ubel (1998) and Halpern et al. (2002), although

their results may be compromised by the uniqueness of the $2 bill option

employed. Comparative studies indicate that cash payments are more effective

compared with charity inducements (Deehan et al., 1997), monetary donations

to their alma mater (Gattellari & Ward, 2001), nonmonetary incentives (Easton

et al., 1997; Tambor et al., 1993), or opportunities to win a cash lottery prize

(Leung et al. 2002; Tamayo-Sarver & Baker, 2004). Prepaid monetary incen-

tives are also superior to promised incentives (Berry & Kanouse, 1987;
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Delnevo, Abatemarco, & Steinberg, 2004; Leung et al., 2004). Collectively,

when compared to promised incentives, prepaid incentives have a weighted

overall effect size reflecting an association with improved physician response

(OR 1.82; 95% CI 1.6–2.1).
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Table 1

Selected Studies Examining Monetary and Nonmonetary 

Incentives on Physician Response Rates

Monetary Incentives Intervention OR 95% CI

Gunn & Rhodes (1981) $25 vs. no incentive 1.59 0.98–2.59

$50 vs. no incentive 2.46 1.47–4.12

Mizes et al. (1984) $1 vs. no incentive 2.66 1.03–6.86

$5 vs. no incentive 2.66 1.03–6.86

Berry & Kanouse (1987) Prepayment vs. postpayment 1.83 1.50–2.23

Berk et al. (1993) $10 vs. no incentive 2.01 1.15–3.50

Everett et al. (1997) $1 vs. no incentive 2.07 1.46–2.93

Deehan et al. (1997) £5 vs. no incentive 2.07 1.55–2.76

£10 vs. no incentive 3.03 2.30–3.99

Easton et al. (1997) $1 vs. booklet 2.12 1.47–3.04

Donaldson et al. (1999) $5 vs. no incentive 1.62 1.09–2.41

Moore & An (2001) $10 vs. no incentive 1.98 1.37–2.87

Kasprzyk et al. (2001) $15 vs. no incentive 6.38 3.36–12.12

$25 vs. no incentive 6.06 3.20–11.47

Leung et al. (2002) HKD$10 1.07 0.52–2.23

HKD$20 2.09 1.13–3.88

HKD$40 2.52 1.38–4.58

Delveno et al. (2004) Prepayment vs. postpayment 1.81 1.42–2.30

Leung et al. (2004) Prepayment vs. postpayment 1.81 1.32–2.48

Burt & Woodwell (2005) $50 vs. no incentive 1.00 0.74–1.35

Robertson et al. (2005) AU$2 lottery 1.48 1.00–2.18

Nonmonetary Incentives Intervention OR 95% CI

Sallis et al. (1984)

2nd mailing Pencil 2.30 0.81–6.54

3rd mailing Pencil 0.91 0.41–2.03

Mullen et al. (1987) Sticker 1.11 0.75–1.66

Bonito et al. (1997) Risk disk 1.05 0.80–1.36

Ward et al. (1998) Pen 0.96 0.72–1.28

Baron et al. (2001) Prize draw 1.29 1.00–1.67

Clark et al. (2001a) Pen 0.96 0.77–1.19

Halpern et al. (2002) Candy 0.62 0.49–0.79

Moses & Clark (2004) Prize draw 1.09 0.88–1.35

Burt & Woodwell (2005) Candy 0.79 0.58–1.06

Note: OR = odds ratio; CI = confidence interval. Table includes only those studies where

sufficient information was available to calculate odds ratio measures of effect size.



Nonmonetary incentives. Several studies also assessed the effectiveness

of token nonmonetary incentives on physician participation, including

stickers (Mullen, Easling, Nixon, Koester, & Biddle, 1987), pencils (Sallis,

Fortmann, Solomon, & Farquhar, 1984), pens (Clark, Khan, & Gupta, 2001a;

Ward, Bruce, Holt, D’Este, & Sladden, 1998), informational brochures (Easton

et al., 1997), risk-assessment computer programs (Bonito, Samsa, Akin, &

Matchar, 1997), and candy (Burt & Woodwell, 2005; Halpern et al., 2002;

see Table 1). The effects of more substantial incentives (e.g., prize draws

for a weekend trip or a personal digital assistant [PDA]) were also explored

(Baron et al., 2001; Moses & Clark, 2004). Generally, when compared to

physicians receiving no incentive, token nonmonetary incentives appear

to have little or no impact on response rates (Bonito et al., 1997; Burt &

Woodwell, 2005; Clark et al., 2001a; Easton et al., 1997; Halpern et al.,

2002; Mullen et al., 1987; Ward et al., 1998). This is supported in the

present analyses in which nonmonetary incentives had a weighted overall

effect size (OR 0.97; 95% CI 0.82–1.14) reflecting a nonsignificant impact

on physician response. There are, however, a couple of exceptions. In one

study, the opportunity to receive continuing medical education (CME) credits

was deemed to be an effective motivation for physician participation in a

mailed questionnaire (McDermott et al., 2003). However, the CME credits

were offered in conjunction with a small ($5) monetary incentive, making
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it impossible to determine the independent effects of the CME credit on

physician participation. The impact of CME credit is also not consistent, with

a similar study concluding that CME credit was not as effective as a monetary

incentive for inducing physician response (Tambor et al., 1993). In the other

exception, the inclusion of a pencil in a second mailing resulted in an increased

response (Sallis et al., 1984). However, when the same questionnaire was sent

to another sample, inclusion of a pencil in the third mailing had no impact.

Studies examining more substantial nonfinancial inducements also had mixed

results, with only the opportunity to win a weekend trip for two resulting

in a small but significant increase in physician response (OR 1.29; 95%

CI 1.00–1.67; Baron et al., 2001). One study also explored the effect of

magnitude of the prize draw—one big prize versus many small prizes—

on physician response, finding the larger prize to be more effective despite

lower odds of winning (Thomson, Paterson-Brown, Russell, McCaldin, &

Russell, 2004).

Impact of Design-Based Strategies

Questionnaire design. Nine studies examined the impact of questionnaire

design (e.g., length of questionnaire, paper size/quality, questionnaire format)

on physician response. Intuitively, length of questionnaire would be of parti-

cular interest given that time constraints so prominently figure in physician

participation. Only four studies, however, were identified that examined the

effect of questionnaire length on physician response. One relatively small

study found nonsignificant differences in response rates related to length of

the survey (Marin & Howe, 1984). Other studies, however, suggest that shorter

questionnaires result in higher cooperation rates (Cartwright & Ward, 1968;

Hing, Schappert, Burt, & Shimizu, 2005; Jepson, Asch, Hershey, & Ubel,

2005). A simple average of individual ORs across the latter three studies was

2.33 (Table 2), with the weighted overall effect size reflecting an association

between shorter questionnaire length and physician response (OR 2.0; 95%

CI 1.1–3.7). Evidence from Jepson et al. (2005) even suggests that under

certain conditions, physician participation will be sensitive to relatively small

(under 1,000 vs. more than 1,000 word) differences in questionnaire length

(OR 2.348; 95% CI 1.20–4.61). Studies have also examined print format,

paper size, and paper quality on physician cooperation rates, with mixed

results. For example, a recent study comparing single- versus double-sided

printing found no differences in physician cooperation rates (Brehaut, Graham,

Visentin, & Stiell, 2006). Other studies found the use of an attractive business

letter format (Gullen & Garrison, 1973) and standard-sized (8.5 in. × 11 in.)
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questionnaire booklets (Johnson, Parsons, Warnecke, & Kaluzny, 1993) to be

associated with higher response rates. Paper quality, on the other hand, was

not associated with increased physician cooperation (Clark, Khan, & Gupta,

2001b). Finally, one study was identified that examined open- versus closed-

ended questionnaire formats on physician response (Griffith, Cook, Guyatt, &

Charles, 1999). The closed-ended questionnaire format resulted in a 22%

higher cooperation rate compared with the open-ended format.

Personalization and sponsorship. Several studies assessed the impact of

a personalized cover letter on physician participation (Table 2). Three studies
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Table 2

Selected Studies Examining Design-Based Interventions 

on Physician Cooperation

Questionnaire Design Intervention OR 95% CI

Cartwright & Ward (1968) Short form 3.33 1.70–6.54

Hing et al. (2005) Short form 1.30 0.89–1.90

Jepson et al.(2005) Short form 3.35 1.20–4.61 

Personalization and Sponsorship

Maheux et al. (1989) Handwritten letter 1.90 1.27–2.83

Personalized mailout 1.52 1.05–2.19

Bostic et al. (1992) Physician contact 5.92 3.54–9.91

Asch & Christakis (1994) Sponsorship 1.35 1.03–1.77

Ward & Wain (1994) Telephone prompt 2.36 1.25–4.44

Heywood et al. (1995) Physician contact 3.27 1.17–9.15

Osborn et al. (1996) Advance contact 1.88 1.19–2.98

Temple-Smith et al. (1998) Advance contact 1.35 0.80–2.27

Ward et al. (1998) Physician contact 1.46 1.04–2.03

Bhandari et al. (2003) Sponsorship 0.62 0.41–0.92

McKenzie-McHarg et al. (2005) Handwritten signature 1.06 0.91–1.24

Leece et al. (2006) Personalized letter 2.07 1.19–3.60

Type of Mailing

Gullen & Garrison (1973) First-class mail 2.02 1.69–2.42

Shiono & Klebanoff (1991) First-class stamps 1.15 1.06–1.25

Urban et al. (1993) First-class stamps 2.04 1.22–3.43

Del Valle et al. (1997) Certified mail 2.09 1.35–3.22

Kasprzyk et al. (2001) FedEx 1.44 0.90–2.33

Streiff et al. (2001) First-class stamps 1.30 1.12–1.51

Note: OR = odds ratio; CI = confidence interval. Table includes only those studies where suf-

ficient information was available to calculate odds ratio measures of effect size.



found that a personalized cover letter and/or the inclusion of a handwritten

note resulted in significantly higher response rates (Leece et al., 2006; Maheux,

Legault, & Lambert, 1989; Olson et al., 1993). Another, however, found no

difference in response rate between those sent a hand-signed letter and those

sent a letter with a scanned signature (McKenzie-McHarg, Tully, Gates,

Ayers, & Brocklehurst, 2005). Collectively, personalized cover letters and/or

mailout packages had a weighted overall effect size (OR 1.51; 95% CI 1.1–2.2)

reflecting an association with higher physician response. Direct contact

(e.g., prenotification calls and/or letters in advance of a survey and follow-up

contact) is another mechanism to personalize a survey that often results in

improved physician response (Bostick, Pirie, Luepker, & Kofron, 1992;

Heywood et al., 1995; Osborn, Ward, & Boyle, 1996; Ward et al., 1998;

Ward & Wain, 1994). This includes contact by a medical peer, which has been

found in some studies to increase physician participation (Bostick et al., 1992;

Haywood et al., 1995). Exceptions include a study by Temple-Smith, Mulvey, &

Doyle (1998) in which a medical researcher was able to contact a higher

proportion of cases (80% vs. 69%), without increasing overall response. Taken

as a whole, direct contact had a weighted overall effect size denoting a rela-

tionship with increased physician response (OR 2.3; 95% CI 1.42–3.64).

Finally, attempts have been made to personalize surveys using endorsements

by opinion leaders and/or professional associations, with mixed results (Asch &

Christakis, 1994; Bhandari et al., 2003; Olson et al., 1993). Although organi-

zational sponsorship generally improved participation, a study supported by

expert surgeons actually resulted in a lower response rate, suggesting possible

“limits of leadership” related to collegial sponsorship (Bhandari et al., 2003).

Type of mailing. Six studies were identified that compared physician

response by type of mail and/or return mail employed (Table 2). Two studies

were identified that examined the impact of the initial mailing on physician

participation. In one study, certified mail resulted in a 16.5% increase in

participation (OR 2.085; 95% CI 1.35–3.22) compared with first-class mail

(Del Valle, Morgenstern, Rogstad, Albright, & Vickrey, 1997). In the other,

FedEx resulted in an 8% increase over first-class mail (OR 1.444; 95% CI

0.90–2.33; Kasprzyk et al., 2001). With regard to the return mailing, studies

have consistently found that return envelopes with first-class stamps result

in higher physician response compared with franked or business reply return

envelopes (Shiono & Klebanoff, 1991; Streiff, Dundes, & Spivak, 2001;

Urban, Anderson, & Tseng, 1993). The weighted overall effect size across

these three studies reflected an association between the use of first-class

stamps and physician response (OR 1.3; 95% CI 1.1–1.5). Additionally, one
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study compared the influence of multiple return mailing strategies on physi-

cian response to mailed questionnaires (Gullen & Garrison, 1973). Although

this study identified a postcard reply as having the lowest participation rate

compared to bulk and first-class mail, the different strategies were assessed

in conjunction with other changes in the mail out package (e.g., different

cover letters), making it impossible to determine the independent effects of

the return mailing on physician cooperation. With regard to follow-up mailings,

research suggests that the inclusion of a replacement questionnaire with the

follow-up contact will improve participation (Ogborne, Rush, & Fondacaro,

1986; Vogel, Nowacek, Harlan, Tribble, & Thorup, 1983). One study was

also identified that examined envelope size (initial mailing) on physician

cooperation (Halpern et al., 2002). This study found no differences in

the response rates of general internists and family practitioners to a study

received in either a large or small envelope. Although the interventions

differ, collectively the weighted overall effect size across studies examining

postage/mailing strategies reflected an association between use of these

strategies and physician response (OR 1.4; 95% CI 1.11–1.69).

Survey mode. Finally, several studies have examined survey mode as one

potential mechanism to improve physician participation. For example, stud-

ies have examined response rates for telephone versus mailed surveys, with

mixed results. Although some studies found mail surveys to have higher

response rates compared with telephone surveys (Hocking, Lim, Read, &

Hellard, 2006; Ogborne et al., 1986), others suggest that telephone interviews

result in higher response rates (Parsons et al., 1994; Sibbald, Addington-Hall,

Brenneman, & Freeling, 1994; Thran & Hixson, 2000). Parsons et al. (1994)

also found evidence of mode preference across different medical specialties,

with family practitioners more likely to select the mail option than surgeons.

Use of e-mail and fax technologies has also been explored. In direct compar-

isons with mailed questionnaires, e-mail resulted in significantly lower physi-

cian response rates (Akl, Maroun, Klocke, Montori, & Schunemann, 2005;

Raziano, Jayadevappa, Valenzula, Weiner, & Lavizzo-Mourey, 2001; Seguin,

MacDonald, Godwin, & McCall, 2004; VanDenKerkhof, Parlow, Goldstein, &

Milne, 2004). With regard to fax technology, there is evidence suggesting

that, when incorporated within a mixed-method design, it may be a cost-

effective method of increasing physician participation. In one study where

pediatricians were offered a choice of three response modes, 26% responded

by e-mail, 47% by fax, and 41% by mail (McMahon et al., 2003). In another,

a larger percentage of respondents requested to be surveyed by fax compared

with telephone or mail (Lensing et al., 2000). Finally, researchers have also
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begun to explore the utility of the Internet in surveying physicians (see

Braithwaite, Emery, de Lusignan, & Sutton, 2003). In one controlled compari-

son, an Internet-based survey resulted in a significantly lower response rate

compared with a traditional mail survey (Leece et al., 2004). Other mixed

mode (Internet vs. mail) studies of American urologists identified similar

problems (Hollowell, Patel, Bales, & Gerber, 2000; Kim et al., 2000). There

is also evidence that Internet surveys may present methodological issues

related to sample representativeness (Braithwaite et al., 2003).

Discussion

Despite the importance of physician surveys in health services and policy

research, and the ongoing concern over potential biases associated with low

response rates to these surveys, there are relatively few randomized trials

examining potential strategies to improve physician cooperation. Our review

of available studies, however, does suggest a number of promising strategies

for enhancing physician cooperation. Financial incentives, in particular, were

shown to be effective in improving physician response to surveys. Surprisingly,

even a small $1 incentive significantly improved participation by 18% to

21% (Everett et al., 1997; Mizes et al. 1984). In fact, the combined evidence

regarding appropriate levels of incentive suggests that the steepest part of

the incentive/response curve may be between $0 and $1, with diminishing

returns to serial increments above that amount (Halpern et al., 2002; VanGeest &

Johnson, 2001). These results mirror general population studies in which

the use of token financial incentives averaged nearly a 20% increase in

survey participation (Church, 1993; Fox, Clark, & Kim, 1988; Heberlein &

Baumgartner, 1978; Yammarino, Skinner, & Childress, 1991). They are also

consistent with studies examining the use of monetary incentives in surveys

of nurses and allied health professionals (Paul, Walsh, & Tzelepis, 2005; Ulrich

et al., 2005). In contrast, token nonmonetary incentives were much less effec-

tive in improving physician cooperation, with the cumulative evidence sug-

gesting that nonmonetary inducements work only if physicians value them.

A number of design-based strategies were also identified as being poten-

tially effective in improving physician response rates. For example, survey

mode clearly had an impact on response, with postal and telephone surveys

resulting in higher average return rates across the studies reviewed. Existing

evidence also supports the use of mixed-mode formats that include fax and

possibly e-mail options, as these give physicians more alternatives by which

to respond to a survey in their busy schedules (Lensing et al., 2000; Parsons
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et al., 1994). Choice of survey mode, however, often entails significant cost

considerations and more studies are needed to identify the most cost-effective

methodologies in surveys of physicians.

Although only a limited number of studies examined the impact of ques-

tionnaire design on physician cooperation, existing evidence does suggest

that researchers should be succinct when designing physician questionnaires.

Again, this is no surprise, given previous research on the association between

questionnaire length and survey response (Dillman, Sinclair, & Clark, 1993;

Heberlein & Baumgartner, 1978; Nakash, Hutton, Jorstad-Stein, Gates, &

Lamb, 2006; Olmsted, Murphy, McFarlane, & Hill, 2005). Previous qualitative

research with physicians also identified questionnaire length as a major factor

in their willingness to participate (Kasprzyk et al., 2001). With regard to

item response format, caution is necessary when drawing conclusions from

the single study supporting the use of closed- versus open-item formats, as

previous reviews have identified professionals as being more resistant to

closed-ended questions compared with the general public (Deutscher, 1956;

Sudman, 1985).

Findings related to personalization, sponsorship, and even mailing strate-

gies are consistent with Sudman’s (1985) recommendation concerning the

need to establish relevance as a means of improving response. In a meta-

analysis of population-based studies, use of prenotification letters and spon-

sorship had the largest effect sizes for increasing response rates (Fox et al.,

1988). Similarly, endorsements by local, state, or national organizations also

typically result in improved physician participation (Asch & Christakis, 1994).

Use of certified mail and/or courier companies such as FedEx also enhances

the importance of the mail out package, increasing the likelihood of physician

receipt and cooperation. Finally, a note with regard to the use of replacement

questionnaires in follow-up mailings: decisions must be carefully balanced

against cost considerations, as previous reviews have found little evidence

supporting the use of replacement questionnaires in promoting participation

generally (Heberlein & Baumgartner, 1981).

Although not addressed explicitly in this review, number of contacts/length

of field periods may be one of the most important determinants of physician

response. Research suggests that number of contacts may explain up to 40%

of the variance in response rates in surveys of the general public (Heberlein &

Baumgartner, 1978). Similarly, there is growing consensus in the literature

that lengthy field periods may be necessary in maximizing physician

participation (Goodman & Jensen, 1981; Parsons et al., 1994; Sudman, 1985;

Thran, Olson, & Strouse, 1987). For example, in one study, more than 30% of

the completed surveys were obtained after 1 contact, but another 20% required
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11 or more contact attempts (Parsons et al., 1994). This same study highlighted

differences in number of contact attempts by mode of data collection, with only

6% of telephone interviews completed after 1 contact attempt compared with

60% finalized mail surveys in one mailing of the questionnaire.

Ultimately, a decision regarding what methodologies to employ to improve

physician cooperation are embedded within cost-quality trade offs (Olmsted

et al., 2005). The good news for those working in limited resource environ-

ments is that previous reviews identified smaller-than-anticipated differences

between physician respondents and nonrespondents and between early and

late responders (Field et al., 2002; Kellerman & Herold, 2001; McFarlane

et al., 2006), suggesting low rates of nonresponse bias. This is often because

of the homogeneity of physicians with regard to knowledge, training, attitudes,

and behavior. Although changing, physicians remain a relatively homoge-

neous population compared to the general population. This suggests that

researchers can still be strategic in employing any of the strategies identified

in this review, especially when conducting a survey on a tight budget. That

said, researchers should still make every effort to improve access to their

target population by implementing design strategies demonstrated to improve

physician participation rates, thereby increasing the legitimacy and credibility

of their results.
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Abstract

Background: Despite the medical evidence, few women of reproductive age in the United States use intrauterine contraception (IUC) in

comparison with women worldwide. To reduce cost as a barrier, Kaiser Permanente removed the cost to the patient for IUC throughout

California in 2002. The goal of this study was to evaluate whether providing evidence-based information about IUC would result in changes

in the knowledge, attitudes and practice patterns of clinicians and in greater IUC utilization as compared with removing cost alone.

Study Design: A comprehensive education intervention was conducted in half of Kaiser Permanente Northern California ob-gyn

departments. To make comparisons between the intervention and comparison sites, we surveyed clinicians in both groups before and after the

intervention about their IUC knowledge, attitudes as well as practice patterns and collected utilization data for 27 months.

Results: Statistically significant changes in attitudes and practice patterns were reported by the intervention group as compared with the usual

care comparison group. By the end of the study, change in IUC utilization was significantly greater in the intervention group (utilization

rate=9.57/1000) as compared with the comparison group (utilization rate=7.35/1000) (p= .02).

Conclusion: A multifaceted approach to providing evidence-based clinician and patient education resulted in statistically significant reported

changes in attitudes and practice patterns and in greater IUC utilization as compared with usual practice.

D 2007 Elsevier Inc. All rights reserved.

Keywords: IUC; LNG-20 IUC; Cu-T 380A; Academic detailing

1. Introduction

Much concern has been voiced in recent years about the

lag time from research to the integration of the medical

evidence into clinical practice toward improved patient

outcomes. It was recently stated in Harvard Business

Review that it takes on average 17 years for emerging

research to be translated into standard practice [1]. In recent

years, there has been much research devoted to studying the

gap that exists between research and evidence-based

practice [2–6].

The story about intrauterine contraception (IUC) use in

the United States is a perfect example of the delay from

acquiring clinical evidence to changing clinician practice.

Worldwide, IUC is used by approximately 15% of women

of reproductive age overall, 9% of those in developed

countries and 15% of those in underdeveloped countries

[7,8]. Although there has been more than a decade of

evidence presented about the effectiveness and cost-effec-

tiveness of IUC [9,10], its safety [11–18] and the high

reported satisfaction [19] among women who use it, IUC is

still used by fewer than 2% of women of reproductive age in

the United States [7,8]. Experts in the reproductive field

continue to pose the following questions: (1) What will it

take to change clinician practice and consumer attitudes

regarding intrauterine contraception? and (2) What will it

take to shift couples toward use of more cost-effective

contraception? There have been numerous efforts over the

last decade to share the medical evidence about IUC

regarding its safety and efficacy among health care

professionals and consumers. However, it is remarkable

how little has changed in attitudes toward IUC and in its

utilization across the United States.

In January 2002, Kaiser Permanente Northern California

(KPNC) removed copayment (cost to the patient) for the
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most cost-effective contraceptives (intrauterine, injectable,

implantable and emergency). This change was made

throughout the region, affecting all KPNC health plan

members regardless of the plan they purchased. Additional

operational changes were made throughout the region, which

made it easier for patients to obtain IUC directly from their

medical providers, such as stocking devices in the medical

offices instead of the pharmacies. The investigators hypoth-

esized that offering current and consistent evidence-based

information about IUC to clinicians and patients after

removal of cost as a barrier would result in changes in

knowledge and attitudes and would have a more rapid impact

on changing practice patterns and IUC device insertion rates.

2. Materials and methods

The KPNCWomen’s Health Research Institute conducted

a study approved by the KPNC Institutional Review Board to

evaluate ob-gyn clinician IUC knowledge, attitudes and

practice patterns, to provide a multifaceted educational

intervention and to track IUC utilization over a 27-month

period. The findings were based on changes in IUC device

insertion rates in the medical offices that participated in the

educational intervention as compared with usual practice

sites. Before the study began, KPNC was divided into six

medical service areas that comprised 17 large medical

centers and multiple satellite medical offices. Each service

area was assigned to either the intervention group or the

comparison group based on matching preintervention IUC

device insertion rates between the six medical service areas.

IUC device insertion rates were obtained for each medical

center in all six medical service areas from outpatient service

clinical records (OSCRs) for calendar quarters 3 and 4 of

2001. There was a wide variation in IUC device insertion

rates in some of the medical centers within and across

medical service areas. To control for these outliers, we

matched service areas that had high and low insertion rates

for them to be equally divided between the intervention

group and the control group. It was necessary to keep

medical centers within the same service area in the same

research group to control for contamination due to greater

interaction between clinicians in the same medical service

area. Across the KPNC region, the female member popula-

tion is widely varied. Overall, female members between

20 and 44 years old are primarily employed (89%), have a

middle income and are educated (38% with some college

education or higher); their approximate distribution by race

and ethnicity is as follows: 55% White, 7% African

American, 16% Latina, 19% Asian, 1.3% Native American

and less than 1% Pacific Islander [19]. Specific demograph-

ics by medical center are more difficult to determine. For

this study, it was not practical to randomly assign clinicians

or facilities within each service area to strict experimental or

control grouping because of the existing interaction between

clinicians across medical centers within the same geo-

graphic service area.

The evidence-based education with academic detailing

started in the second quarter of 2002 and ended in

December 2002. The study team recruited four enthusiastic

physicians who had their clinical practice at one of the

intervention sites to be IUC champions. The IUC cham-

pions and study investigators developed the evidence-based

clinician education program. The study team, the Regional

Health Education and the IUC champions developed new

or revised existing patient education materials about IUC

use that paralleled the evidence-based clinician education

component. The patient education materials were proac-

tively placed in the intervention sites but were also made

available for purchase to the comparison sites in their usual

manner. A KPNC quarterly newsletter mailed to all health

plan members in the intervention sites included an article

about IUC and featured comments by the local IUC

champion. The article clarified common concerns about

safety, alerted women that IUC was available at no cost

and invited appropriate candidates to discuss IUC use with

their clinician. Peer-to-peer clinician education and aca-

demic detailing activities were conducted by the IUC

champions at the intervention sites, including continuing

medical education (CME)-approved grand rounds and

IUC device insertion training sessions. The comparison

sites were exposed to the usual offsite clinician educatio-

nal opportunities.

2.1. Preintervention survey

The preintervention survey aimed at measuring baseline

knowledge, attitudes and practice patterns regarding IUC

use and was administered to all KPNC ob-gyn clinicians

(306 physicians and 180 nurse practitioners). The survey

developed was based on some of the questions from two

published surveys reviewed in the literature [20,21] and

additional questions that address experience with use of the

levonorgestrel 20-containing (LNG-20) IUC device. The

survey was pretested on clinician investigators and the IUC

champions who developed and conducted the evidence-

based peer-to-peer education. The voluntary survey was sent

through interoffice mail in early March 2002 to eligible

clinicians in a sealed envelope containing an informed

consent cover letter. A second mailing was done, in the

same manner, to all nonrespondents 2 weeks later to

increase the response rate. Of the 486 eligible providers

surveyed, 304 responded, giving a 63% response rate.

2.2. Intervention

A multifaceted intervention was delivered to the three

intervention service areas over a 9-month period. The

intervention included evidence-based CME-approved edu-

cation, patient education as well as outreach and peer-to-

peer academic detailing (Table 1).

2.3. Postintervention survey

The postintervention survey compared changes in the

intervention group and usual care comparison group from
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preintervention to postintervention. The survey was distrib-

uted 1 year after the CME-approved education and 7 months

after the end of the full intervention to 533 clinicians using

the same inclusion and exclusion criteria as those observed

for the baseline survey. Questions in the postintervention

survey were added or modified from the baseline survey to

reflect possible exposure to the intervention. All modifica-

tions were approved by the KPNC Institutional Review

Board. Of the 533 eligible providers surveyed, 334 respond-

ed, giving a 63% response rate.

2.4. Survey analysis

Survey data were analyzed using SAS version 8 software

(SAS Institute, Cary, NC). Unless otherwise noted, Pearson

m
2 tests were used to detect statistically significant differ-

ences in demographic characteristics among survey respond-

ents and nonrespondents and among the intervention and

comparison groups. Pearson m2 tests were also used to detect

statistically significant differences between the intervention

and control groups’ responses to selected postsurvey

questions. In cases in which the number of observations in

survey response categories was very low (i.e., b5), Fisher’s

exact test was used.

Several questions in the baseline and postintervention

surveys used a four-point Likert scale to capture an ordinal

range of responses to assess the providers’ comfort level

with various scenarios around recommending and inserting

an IUC device (e.g., 1=strongly disagree; 2=somewhat

disagree; 3=agree; 4=strongly agree). To compare the

changes in the intervention and comparison groups’

comfort level over the intervention period with the different

scenarios, we calculated the number and percentage of

respondents indicating a higher degree of agreement on the

postsurvey as compared with the presurvey. Pearson m
2

tests were used to determine if the number of providers

indicating a higher level of comfort in the intervention

group was significantly different from that in the compar-

ison group.

2.5. IUC utilization

There were nine medical centers in the intervention

group and eight medical centers in the comparison group.

Documentation of IUC device insertion data was collected

from the third quarter of 2001 through the third quarter of

2003 for each medical center using KPNC OSCRs. Each of

the three study periods consisted of three calendar quarters

of data: preintervention (third quarter of 2001 to first quarter

of 2002); intervention (second quarter of 2002 to fourth

quarter of 2002); and postintervention (first quarter of 2003

to third quarter of 2003). For the analysis, the 9-month rate

was used because full-year data were not available for each

study period.

Rates were determined based on the number of IUC

device insertions for each calendar quarter per 1000 women

between 15 and 44 years old. The denominator for the rate

was based on all female KPNC members between 15 and

44 years old who had been an active member (paid medical

coverage) anytime during the quarter for each quarter

that data were collected. Assignment of a member to a

service area was determined using an algorithm based on

medical center utilization, location of the primary care

provider and the home zip code, known as the PARFU

(population at risk for utilization). The OSCR IUC device

insertion code did not distinguish which type of device

was inserted.

2.6. IUC utilization rate analysis

To calculate the 9-month rate, we first summed the

number of IUC device insertions during the 9-month period

and then divided the result by the average number of female

health plan members (PARFU) aged between 15 and

44 years during the 9-month period for each medical center.

The 9-month rates by study period and by group were then

calculated. Independent-samples t tests were calculated to

see if the IUC device insertion rates (number of IUC device

insertions per 1000 women aged between 15 and 44 years)

Table 1

Peer-to-peer education and academic detailing activities

Type Activity Exposure

Peer-to-peer clinician education CME-approved grand rounds 10 sessions; 17 facilities; more than

350 clinicians from all departments

IUC champion consultation service 30 IUC device insertion training sessions

IUC device insertion training sessions

Patient outreach Member News features about IUC,

featuring IUC champions

1.5 million KPNC members in three service

areas exposed to the intervention

Reinforcement: Clinicians and staff Case presentations; question-and-answer

fora; barrier reduction

17 facilities; ob-gyn department meetings

Proactive distribution of IUC tip sheets 1500 pads of 50 tip sheets in English,

Spanish and Chinese

IUC champion consultation service Four IUD champions for nine intervention sites

Clinician/staff incentives: post-it note

pads and coffee mugs with slogan

1500 mugs and 3000 post-it note pads

(bGive Her the Choice To Change Her Mind,

Intrauterine ContraceptionQ)

Final distribution of IUC tip sheet,

December 2002
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were different in the two study groups. Changes over time

were evaluated using paired t tests to see if changes were

statistically significant.

3. Results

3.1. Demographics of respondents

There were 420 presurvey and postsurvey questionnaire

recipients. Fifty percent (n=212) of the preintervention and

postintervention survey questionnaire recipients responded

to both surveys. Respondents and nonrespondents were

similar in demographic characteristics, except that females

were more likely than males to respond (pb .001) and nurse

practitioners were more likely than physicians to respond

(p=.04) (Table 2). Among the survey respondents, demo-

graphic comparisons between the intervention and compar-

ison groups showed no statistically significant difference in

age, sex, race, provider type and years licensed.

3.2. Knowledge changes

Both groups reported attendance at IUC-related confer-

ences, departmental meetings about IUC and device

insertion training sessions. However, respondents from the

Table 2

Demographic data on the intervention versus comparison groups and respondents versus nonrespondents

Variable Intervention

[n =114; n (%)]

Comparison

[n =98; n (%)]

p Respondents

[n =212; n (%)]

Nonrespondents

[n =208; n (%)]

p

Age V47 yearsa 53/110 (48) 42/91 (46) .77 95/201 (47) 82/198 (41) .24

Femalea 89/113 (79) 73/92 (79) .92 162/205 (79) 115/202 (57) b .001

Racea

White 83/111 (75) 68/91 (75) .70b 151/202 (75) 142/198 (72) .10c

Asian 18/111 (16) 12/91 (13) 30/202 (15) 35/198 (18)

Hispanic 7/111 (6) 8/91 (9) 15/202 (7) 8/198 (4)

Black 3/111 (3) 2/91 (2) 5/202 (2) 13/198 (7)

Native American 0/111 (0) 1/91 (1) 1/202 (b1) 0/198 (0)

Physicians (vs. nurse practitioners) 70 (61) 56 (57) .53 126 (59) 144 (69) .04

Years as licensed practitioner b15 60 (53) 52 (53) .95 – – –

a Some observations are missing; the number of providers in each group for whom data are available is cited.
b The Black and Native American subjects were not included in the m2 analysis due to their low cell counts.
c The Native American subjects were not included in the m2 analysis due to their low cell counts.

Table 3

Postintervention IUC knowledge and attitude clinician survey responses

Intervention group

[n (%) indicating yes]

Comparison group

[n (%) indicating yes]

p

Knowledge

Attended KPNC-sponsored CME grand rounds about IUCa 33/114 (29) 7/98 (7) b .001

Increased familiarity with LNG-20 IUC deviceb 32/108 (30) 44/98 (45) .02

Attitudes

Positive attitude about Cu-T 380A IUC device currentlya 91/114 (82) 84/98 (88) .20

Positive attitude about LNG-20 IUC device currentlya 102/114 (92) 71/98 (75) b .001

Improved attitude about Cu-T 380A IUC device from 1 year agoa 13/114 (12) 9/98 (9) .59

Improved attitude about LNG-20 IUC device from 1 year agoa 57/114 (51) 32/98 (34) .02

I am more likely to recommend IUC to women who are

considering permanent sterilization as compared with 1 year agoa
70/114 (64) 46/98 (49) .03

Greater comfort in recommending IUC for women with diabetesb 36/107 (34) 20/95 (21) .05

Greater comfort in recommending an LNG-20 IUC device to a

woman with a history of menorrhagia instead of endometrial ablationb
25/102 (25) 9/92 (10) .007

Greater comfort in offering an LNG-20 IUC device to a

woman with dysmenorrheab
29/105 (28) 12/91 (13) .01

Greater comfort in inserting an IUC device when a woman is not on

her menses as long as pregnancy can be ruled outb
27/107 (25) 8/92 (9) .002

Greater comfort in inserting an LNG IUC device as progesterone

replacement or supplementation for perimenopausal or menopausal womenb
35/101 (35) 13/88 (15) .002

Greater comfort in inserting an LNG-20 IUC device in a patient

with a history of ectopic pregnancyb
39/103 (38) 14/85 (16) .001

a Provider responses to questions in the postintervention survey.
b Providers indicating higher degree of agreement/comfort in their response to a question at postintervention as compared with their response to the same

question at preintervention.
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intervention group reported a higher frequency of attending

KPNC-developed IUC CME-approved grand rounds as

compared with respondents from the comparison group

(pb .001) (Table 3). Familiarity with the copper T (Cu-T

380A) IUC device was reported as bvery highQ in both

groups at baseline and postintervention. Reported familiar-

ity with the LNG-20 IUC device was higher in the

intervention group as compared with the comparison group

at baseline (bvery familiarQ: intervention=56% vs. compar-

ison=35%) and remained higher at postintervention (bvery

familiarQ: intervention=74% vs. comparison=59%), but the

comparison group actually reported greater gains in

familiarity with the LNG-20 IUC device as compared with

the intervention group (p=.02) (Table 3).

3.3. Attitude changes

At baseline, survey respondents from both groups

reported a positive attitude toward the Cu-T 380A, which

remained positive after the intervention. After the interven-

tion, respondents from the intervention group reported a

more positive attitude toward the LNG-20 IUC device as

compared with those from the comparison group (Table 3).

At postintervention, the intervention group reported a

greater likelihood than the comparison group to recommend

IUC to women considering permanent sterilization. The

comfort level reported by the intervention group improved

significantly more as compared with that reported by the

comparison group over the course of the intervention period

with respect to recommending IUC to women with diabetes,

menorrhagia, dysmenorrhea or a history of ectopic preg-

nancy or to perimenopausal/menopausal women as proges-

tin replacement/supplement. Neither group reported

reluctance in recommending IUC due to a history of pelvic

inflammatory disease. Only a small percentage of survey

respondents in both groups reported reluctance to recom-

mend IUC to women desiring a future pregnancy or because

of medical liability concerns or beliefs that IUC acts as an

abortifacient (Table 3).

Table 4

Postintervention practice pattern clinician survey responses

Practice pattern Intervention group

[n (%) indicating yes]

Comparison group

[n (%) indicating yes]

p

Likely to recommend IUC for birth control at

Tubal sterilization consultation 88/106 (83) 62/91 (68) .01

Routine visit 100/110 (91) 76/95 (80) .03

Postabortion visit 70/104 (67) 49/95 (52) .02

I am more likely to recommend IUC to a woman who desires

long-term birth control compared with 1 year ago

54/112 (48) 33/96 (34) .04

I am more likely to do the insertion of an IUC device

myself compared with 1 year ago

42/107 (39) 25/95 (26) .05

Information about the safety and efficacy of IUC I received from KPNC education has affected my frequency of recommending this method

Not at all 22/112 (20) 37/95 (39) .01

Somewhat 28/112 (25) 25/95 (26)

Moderately 23/112 (21) 14/95 (15)

A great deal 32/112 (29) 13/95 (14)

No additional information 7/112 (6) 6/95 (6)

I require a woman to be on her menses for IUC device insertiona 18/98 (18) 8/93 (9) .05

IUC device insertion training I received from KPNC affected the frequency of IUC device insertions I perform

Not at all 36/109 (33) 45/94 (48) .047

Somewhat 23/109 (21) 17/94 (18)

Moderately 29/109 (27) 15/94 (16)

A great deal 13/109 (12) 5/94 (5)

No additional training 8/109 (7) 12/94 (13)

Compared with 1 year ago I have

More experience inserting the LNG-20 IUC device 85/104 (82) 61/90 (68) .02

The same amount of experience inserting the LNG-20 IUC device 19/104 (18) 29/90 (32)

The fact that IUC is now a covered benefit (reduced cost to patient) has affected my frequency of recommending this method

Not at all 38/112 (34) 46/95 (48) .12

Somewhat 31/112 (28) 26/95 (27)

Moderately 24/112 (21) 13/95 (14)

A great deal 19/112 (17) 10/95 (11)

Data presented are providers’ responses to questions in the postintervention survey unless otherwise indicated.
a Providers who changed their response from yes in the preintervention survey to no in the postintervention survey.

Table 5

IUC device insertion rates by group and by period

Period Intervention group

(IUC device insertions

per 1000 women

aged 15–44 years)

Comparison group

(IUC device insertions

per 1000 women

aged 15–44 years)

p

Preintervention 6.31 5.46 .30

Intervention 8.04 6.30 .08

Postintervention 9.57 7.35 .02
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3.4. Practice pattern changes

The intervention group was more likely than the

comparison group to report that the information they had

received in 2002 about the safety and effectiveness of IUC

had affected their frequency of recommending it and that the

IUC device insertion training they received had affected the

number of insertions they performed themselves, especially

with experience in inserting the LNG-20 IUC device. The

intervention group also reported a greater likelihood to

recommend IUC for patients who desire a long-term method

of birth control at sterilization consults, routine visits and at

postabortion visits and to allow IUC device insertion when

women were not on their menses (Table 4).

3.5. IUC utilization results

IUC device insertion rates were determined for the

intervention and comparison groups for each 9-month study

period (Table 5). The preintervention insertion rate was

6.31 per 1000 women for the intervention group and was

5.46 per 1000 women for the comparison group. The

differences in preintervention rates are not statistically

significant (p=.30) between the two groups. During the

intervention period, the IUC device insertion rate increased

to 8.04 per 1000 for the intervention group and to 6.30 per

1000 for the comparison group. The difference in rates

during the intervention period is not statistically significant

between the two groups (p=.08). Finally, the postinterven-

tion insertion rate was 9.57 per 1000 for the intervention

group and was 7.35 per 1000 for the comparison group. The

difference in these two rates is statistically significant

(p=.02) (Table 5).

Overall, the IUC device insertion rate increased from

5.91 to 8.53 per 1000 women aged between 15 and 44 years.

The intervention and comparison groups showed an upward

trend. The increases from preintervention to intervention,

intervention to postintervention and preintervention to

postintervention were statistically significant for both

groups (Table 6).

Rate increases were not significantly different between

the intervention and comparison groups from preinterven-

tion to intervention (p=.07) and from intervention to

postintervention (p= .28); however, the rate increase

was significantly different between the two groups

from preintervention to postintervention (p= .02). The

intervention group demonstrated a rate increase of 3.3 per

1000 women aged between 15 and 44 years, as compared

with an increase of 1.9 per 1000 women aged between

15 and 44 years for the comparison group (Table 7).

4. Discussion

4.1. Clinician knowledge, attitudes and practice pattern

changes

It was evident from the results of the preintervention

survey that general IUC familiarity and knowledge levels

were high among the KPNC respondents and that attitudes

toward IUC were generally positive. This presented addi-

tional challenge to demonstrate an increase in knowledge and

more positive attitudes toward IUC. For example, at

preintervention, 86% of the intervention group and 90% of

the comparison group reported being bvery familiarQ with the

Cu-T 380A IUC device and 93% of the intervention group

and 89% of the comparison group indicated that they would

be comfortable recommending IUC to a woman younger

than 25 years if she were parous and monogamous. Similarly,

at preintervention, 81% of the intervention group and 80% of

the comparison group agreed with a statement about feeling

comfortable with recommending IUC to a woman who had a

sexually transmitted infection 2 years before her current

monogamous relationship and the birth of her children.

At postintervention, when asked about the frequency of

their IUC device insertion, 20% of the comparison group

versus 25% of the intervention group reported IUC device

insertions being performed more than once per week. This

reflects increases of 11% and 12% from the preintervention

levels of 9% and 13%, respectively. This change may be a

reflection of the removal of copayment, however.

Reported changes in attitudes and practice patterns in the

intervention group that were significantly greater in magni-

tude than those in the comparison group from preinterven-

tion to postintervention included an increased frequency of

recommending IUC due to information received about the

safety and efficacy of IUC, greater likelihood to insert IUC

Table 6

IUC device insertion rate changes by study group

Group Preintervention rate

per 1000 women

aged 15–44 years

Intervention rate

per 1000 women

aged 15–44 years

Postintervention rate

per 1000 women

aged 15–44 years

Preintervention

to intervention

rate change

Intervention

to postintervention

rate change

Preintervention

to postintervention

rate change

Intervention 6.31 8.04 9.57 1.73 (p= .0005) 1.53 (p= .002) 3.26 (pb .0001)

Comparison 5.46 6.30 7.35 0.84 (p= .04) 1.05 (p= .005) 1.89 (p= .003)

Table 7

Comparisons of 9-month IUC device insertion rate changes by study group

Nine-month rate changes Intervention

group

Comparison

group

p

Preintervention to intervention 1.73 0.84 .07

Intervention to postintervention 1.53 1.05 .28

Preintervention to postintervention 3.26 1.89 .02
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devices themselves and greater likelihood to recommend

IUC for birth control at routine medical office visits (e.g.,

annual examination and postabortion), especially for women

who desire long-term contraception or permanent steriliza-

tion (tubal sterilization consults). The intervention group also

demonstrated an increased likelihood over the course of the

intervention to insert an IUC device without requiring a

woman to be menstruating, to recommend IUC to women

with chronic diseases such as diabetes and to use IUC for

some of the noncontraceptive benefits of the LNG-20 IUC

device. Based on the medical evidence, the intervention

group was also less likely to avoid recommending an LNG-

20 IUC device to women with a history of ectopic pregnancy

as compared with control subjects.

4.2. Did reported changes in attitudes and practice patterns

lead to changes in IUC utilization?

IUC utilization increased over the 27-month period in all

KPNC sites. This overall trend may be attributed to the

removal of cost as a barrier for IUC. The IUC utilization

trends in the sites exposed to the peer-to-peer education

and academic detailing showed a more consistent upward

trend, reaching statistical significance by the postinterven-

tion period.

4.3. Peer-to-peer education

The concept of an IUC champion participating in formal

clinician education, onsite consultation and academic

detailing reinforcement activities in the intervention sites

added value to the intervention. The IUC champions

reported that they were tapped to assist with difficult

insertions and consultations about the use of IUC in

nontraditional candidates (e.g., nulliparity, history of pelvic

inflammatory disease and previous ectopic pregnancy) and

in the use of progestin IUC for noncontraceptive benefits.

Although the usual practice comparison sites possibly

received the very same evidence about IUC from offsite

conferences and meetings sponsored by professional affili-

ations, academic institutions or industry, the peer-to-peer

educational approach employed in this study may have been

more effective in changing clinician practice.

4.4. Transitioning research into practice

Despite more than a decade of medical evidence showing

the safety and cost-effectiveness of IUC, we hypothesized

that a comprehensive approach was needed to supplement

the removal of cost as a barrier to promote change in

clinician practice. The literature shows that CME alone

(passive dissemination) is relatively ineffective in promoting

evidence-based changes in practice [5,6]. Strategies that

have been shown to facilitate the transition from research to

practice include common themes, such as the following:

! strong evidence of the need for change (although safe

and cost-effective, IUC is used by b2% of American

women of reproductive age);

! appropriate identification of the problem (safety

myths prevail about IUC);

! stakeholders and strong opinion leaders (IUC cham-

pions and academic detailing);

! comprehensive and multidisciplinary strategies to

effect the change and diffusion of information

(multifaceted approach to clinician and patient educa-

tion); and

! strong organizational commitment (removal of cost

for IUC as a barrier).

This study employed these strategies and demonstrated

an impact on IUC utilization. Multifaceted interventions

have demonstrated a higher probability for positive changes

in health care outcomes as compared with single or double

interventions [5,6].

Removing the cost of IUC for the patient occurred before

the onset of the study, affecting the intervention and

comparison sites equally. Further studies might investigate

the difference in rates of all methods of contraception use

between sites with education alone and those with removal of

cost alone. Additional studies could also look into whether

health plan providers, such as KPNC, that assume the costs

for IUC and other cost-effective reversible methods of

contraception have reduced unintended pregnancies, im-

proved patient outcomes and led to greater cost savings.

4.5. Study limitations

One limitation of this study was its inability to identify

what method of contraception was used by each woman

before the insertion of an IUC device during the study

period. A second limitation was the use of a 9-month

utilization rate rather than an annual rate. A 9-month

intervention was feasible, and full-year rate information

was not available for the preintervention period. Another

limitation of the study was its inability to accurately

document the types of IUC devices inserted for comparisons

between the Cu-T 380A and the LNG-20. This limitation

was due to the documentation of insertion through ICD-9

procedure codes, which do not account for product type. A

fourth limitation of this study was its inability to randomize

all medical centers to the intervention or usual care

comparison group. There was a wide variation in IUC

device insertion rates within each medical service area, but

clinicians within a service area would have a greater chance

for interaction. This increased the risk for contamination if

facilities within each service area were randomized. There is

a potential for bias in the results because the sites were not

chosen randomly. It was also not in the scope of the study to

include follow-up data to track patient satisfaction, compli-

cation rates or IUC device removals after insertion.

5. Conclusion

This study demonstrated a comprehensive effort that

resulted in a change in reported attitudes and practice
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patterns and in a statistically significant increase in

IUC utilization in the intervention group within a large

health plan organization. It is an example of how a

multifaceted approach can rapidly effect change in practice

based on medical evidence. Several components of the

intervention (IUC champion, IUC clinician education,

academic detailing of health education materials and

reminder incentives for clinicians and staff) are being

replicated in the comparison sites. All materials created in

conjunction with this project can be shared with the health

care community. (Contact Debbie Postlethwaite through

Debbie.a.postlethwaite@kp.org.)

Acknowledgments

We thank Berlex Lab for providing an unrestricted

research grant to conduct the study; Kaiser Permanente

Women’s Health Research Institute, Quality and Operations

Support and Division of Research for data collection and

analysis; and Felicia Stewart, MD (posthumously), for her

critical manuscript review.

References

[1] Porter M, Teisberg EO. Redefining competition in health care. Harv

Bus Rev 2004;82:64–76,136.

[2] Berwick DM. Disseminating innovations in health care. JAMA 2003;

289:1969–75.

[3] Dopson S, Fitzgerald L, Ferlie E, et al. No magic targets! Changing

clinical practice to become more evidence based. Health Care Manage

Rev 2002;27:35–47.

[4] Gruman J, Follock M. Putting evidence into practice. Office of

Behavioral and Social Science Research, NIH 1997. Available from:

www.obssr.od.nih.gov [accessed 3/6/06].

[5] Davis DA, Thompson MA, Oxman AD, et al. Changing physician

performance: a systematic review of the effect of continuing medical

education strategies. JAMA 1995;274:700–5.

[6] Bero LA, Grilli R, Grimshaw JM, et al. Getting research findings into

practice: closing the gap between research and practice: an overview

of systematic reviews of interventions to promote the implementation

of research findings. BMJ 1998;317:465–8.

[7] Family Planning Worldwide Data Sheet, 2002. Population Reference

Bureau. Available at: www.prb.org [accessed 3/6/06].

[8] Mosher WD, Martinez GM, Chandra A. et al. Use of contraception

and use of family planning services in the United States: 1982–2002.

Available at: http://www.cdc.gov/nchs/nsfg.htm [accsessed 6/18/06].

Advance data from Vital and Health Statistics, USDHHS, CDC,

350;2004:1–35.

[9] Trussell J, Leveque JA, Koenig JD, et al. The economic value of

contraception; a comparison of 15 methods. Am J Public Health 1995;

85:494–503.

[10] Hatcher RA, Trussell J, Stewart F, et al. Contraceptive technology.

18th ed. New York7 NY Ardent Media Inc; 2004.

[11] Summary of changes from the first edition of WHO medical eligibility

criteria for contraceptive use. Contracep Rept 2001;12:12–4.

[12] Hicks D. What risk of infection with IUD use? Lancet 1998;351:

1222–3.

[13] Darney P. Time to pardon the IUD? N Engl J Med 2001;345:608.

[14] Duenas JL, Albert A, Carrasco F. Intrauterine contraception in

nulligravid vs parous women. Contraception 1996;53:23–4.

[15] Farley T, Rosenberg M, Rowe PJ, et al. Intrauterine devices and pelvic

inflammatory disease: an international perspective. Lancet 1992;339:

785–8.

[16] Sivin I, Stern J. Health during prolonged use of levonorgestrel 20 Ag/d

and the copper TCu 380Ag intrauterine contraceptive devices:

a multicenter study. Fertil Steril 1994;61:70–7.

[17] Toivonen J, Luukkainen T, Allonen H. Protective effect of intrauterine

release of levonorgestrel on pelvic infection: three years’ comparative

experience of levonorgestrel- and copper-releasing intrauterine devi-

ces. Obstet Gynecol 1991;77:261–4.

[18] Forrest JD. U.S. women’s perception of and attitudes about the IUD.

Obstet Gynecol Surv 1996;51:S30–4.

[19] Gordon NP. Kaiser Permanente Member Health Survey, 2002. http://

dor-ent1.kaiser.org/dor/mhsnet/pdf_02/mhs02reg_e.pdf [accessed 6/01/06].

[20] Kooiker CH, Scutchfield FD. Barriers to prescribing the copper T 380A

intrauterine device by physicians. West J Med 1990;153:279–82.

[21] Stanwood N, Garrett J, Konrad T. Obstetrician-gynecologists and the

intrauterine device: a survey of attitudes and practice. Obstet Gynecol

2002;99:275–80.

D. Postlethwaite et al. / Contraception 75 (2007) 177–184184



Challenges in Translating Evidence to
Practice
The Provision of Intrauterine Contraception

Cynthia C. Harper, PhD, Maya Blum, MPH, Heike Thiel de Bocanegra, PhD, MPH,
Philip D. Darney, MD, MSc, J. Joseph Speidel, MD, MPH, Michael Policar, MD,
and Eleanor A. Drey, MD, EdM

OBJECTIVE: Intrauterine contraception is used by many

women worldwide, however, it is rarely used in the

United States. Although available at no cost from the

state family planning program for low-income women in

California, only 1.3% of female patients obtain intrauter-

ine contraceptives annually. This study assessed knowl-

edge and practice patterns of practitioners regarding
intrauterine contraception.

METHODS: We conducted a survey among physicians,
nurse practitioners, and physician assistants (n51,246)
serving more than 100 contraceptive patients per year in
the California State family planning program. The re-
sponse rate was 65% (N5816). We used multiple logistic
regression to measure the association of knowledge with
clinical practice among different provider types.

RESULTS: Forty percent of providers did not offer intra-
uterine contraception to contraceptive patients, and 36%
infrequently provided counseling, although 92% thought
their patients were receptive to learning about the
method. Regression analyses showed younger physicians
and those trained in residency were more likely to offer

insertions. Fewer than half of clinicians considered nul-
liparous women (46%) and postabortion women (39%) to
be appropriate candidates. Evidence-based views of the
types of patients who could be safely provided with
intrauterine contraception were associated with more
counseling and method provision, as well as with knowl-
edge of bleeding patterns for the levonorgestrel-releas-
ing intrauterine system and copper devices.

CONCLUSION: Prescribing practices reflected the errone-
ous belief that intrauterine contraceptives are appropriate
only for a restricted set of women. The scientific literature
shows intrauterine contraceptives can be used safely by
many women, including postabortion patients. Results re-
vealed a need for training on updated insertion guidelines
and method-specific side effects, including differences be-
tween hormonal and nonhormonal devices.
(Obstet Gynecol 2008;111:1359–69)

LEVEL OF EVIDENCE: III

O
f the 6 million pregnancies among U.S. women
each year, nearly half are unintended, and the rate

is increasing among low-income women.1 Intrauterine
contraception is safe and highly effective, with a failure
rate of less than 1%.2,3 However, it is infrequently
prescribed by health care providers in the United States.
Intrauterine contraception does not depend on individ-
ual compliance to be highly effective, but it does depend
on health care providers for insertion and removal, and
provider practices vary widely. In Europe, intrauterine
contraception use ranges from 20–26% in certain coun-
tries (France 20%, Norway 24%, Finland 26%). In other
parts of the world, use is even higher, for example, Israel
(30%), China (34%), Egypt (37%), Korea (49%), and
Uzbekistan (52%). In the United States, by contrast,
intrauterine contraception use is negligible at about 1%.4

Specific—and unfounded—concerns related to in-
trauterine contraception safety include a correlation
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between intrauterine contraception and ectopic preg-
nancy,3 which was disproved in the 1980s,5 and a
heightened risk of pelvic inflammatory disease (PID)
and future infertility.6,7 The Dalkon Shield, a poorly
designed and tested device, was associated with an
eightfold increase in PID risk and was removed from
the market in the 1970s.7,8 Although these events
occurred three decades ago, they continue to influ-
ence providers’ perceptions of intrauterine contracep-
tion, and the fear of litigation has been found to be
associated with low intrauterine contraception provi-
sion in practice.9 However, the forms of intrauterine
contraception currently on the market do not pose
similar risks.6,8,10,11 In addition, concern that copper
intrauterine contraceptives increase the risk of infer-
tility in nulliparous women also has been refuted.12

Newly improved devices have been developed and
widely used throughout the world; two methods cur-
rently on the market in the United States are the
levonorgestrel-releasing intrauterine system (Mirena,
Bayer HealthCare Pharmaceuticals, Wayne, NJ) and the
Copper T 380A (ParaGard, Barr Pharmaceuticals,
Montvale, NJ). A limited number of studies have exam-
ined barriers that health care providers face in the
United States in offering newer devices to women.
Barriers to provision generally are related to lack of
clinical training and limited knowledge. A national
survey of fellows of the American College of Obstetri-
cians and Gynecologists (ACOG) found that 95% of
respondents considered the Copper T 380A to be safe.
However, nearly one third felt that there was a causal
relationship between intrauterine contraception use and
PID, and having this belief was significantly associated
with lower provision. Although only 16% agreed that
intrauterine contraception use leads to litigation, there
was also an association with fewer insertions.9 This study
was not able to collect specific data on the levonorg-
estrel-releasing system, as it had just become available.
A more recent training and educational intervention in
a Northern California HMO including physicians and
nurse practitioners (N5212) showed an increase in
positive attitudes about the newer levonorgestrel-releas-
ing intrauterine contraceptive and a greater comfort in
recommending it to patients.13 This intervention is
promising and leads to the research question of what
knowledge and content is most important for providers
to gain to be proficient in intrauterine contraception
provision.

This study builds on the new and growing litera-
ture in this area by examining the specific method
characteristics of each of the available devices, includ-

ing benefits and side effects. We used multivariable
modeling to assess knowledge and practice patterns of
physicians and advance practice clinicians.

MATERIALS AND METHODS

As part of an evaluation program of the California
State family planning program for low-income popu-
lations, Family PACT, we conducted a study on
intrauterine contraception practices among health
care providers. In this program, 2,834 clinician pro-
viders served more than 1.5 million clients in 2003–
2004.14 Women eligible for Family PACT can obtain
contraception at no cost, but only 1.3% of female
patients received an intrauterine contraceptive in
2003, a level that has not varied since program
inception. Claims data showed that fewer than half of
providers received reimbursement for any intrauter-
ine contraception-related procedure in 2003.

We collected data in 2006 through a small set of
in-depth interviews and then a large-scale self-admin-
istered written survey of 1,246 clinicians, including
physicians, nurse practitioners and physician assistants.
Responses to the in-depth interviews generated ques-
tions for the survey, and we also included survey items
from published provider surveys on intrauterine contra-
ception.9,13 The survey was pretested among clinician
researchers. Two weeks before the initial survey mail-
ing, a letter was sent to prospective participants to
inform them of the survey. The survey was mailed with
a cover letter and instructions that the survey was to be
completed by a physician, nurse practitioner, or physi-
cian assistant who offers contraceptive services. Providers
then were mailed a reminder postcard later that week,
and a second survey was mailed to nonrespondents 4
weeks later. Providers were telephoned a maximum of
four times, and data collection ended 12 weeks after the
initial mailing. The survey was conducted on the entire
population of Family PACT providers, serving more than
100 female contraceptive patients per year. A Family
PACT provider refers to a public or private health care
facility where contraceptive services are provided by
clinicians.

The survey had 816 respondents, including 399
physicians and 402 nonphysicians, for a response rate
of 65%. The number of respondents was more than
sufficient to show a difference in proportion of phy-
sician and nonphysician intrauterine contraception
insertions of .65 and .55, respectively, with alpha
equal to 0.05 and power of 80% with a two-tailed test.
The regression models adjusting for covariates re-
quire a slightly larger size to account for correlation
between covariates, although we still have 80% power
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for a one-tailed test with a squared multiple correla-
tion coefficient of the predictor provider type com-
pared with other covariates to be up to 0.2. The study
was approved by the University of California, San
Francisco Committee on Human Research.

The survey included items on demographic (age,
gender, race/ethnicity), professional (physician, nurse
practitioner, or physician assistant, specialty), and prac-
tice characteristics (number of female contraceptive
patients per year, urban or rural location, public or
private practice). Claims data were used for the practice
characteristic variables. For items directly related to
intrauterine contraception, the survey included training
during residency or core training (number of insertions),
counseling (frequency of counseling and content), pro-
vider views of the safety and risks of the intrauterine
contraceptive, provider perceptions about which women
make suitable intrauterine contraception candidates, re-
quirements and protocols for insertions, knowledge of
appropriate practices for intrauterine contraception in
general and specifically by intrauterine contraceptive
type—the Copper T 380A or the levonorgestrel-releasing
system—and availability of intrauterine contraception in
each clinician’s practice.

To assess providers’ knowledge of correct practices
and basic method characteristics, including benefits and
side effects, we used a series of scale variables. These
variables measure knowledge of bleeding patterns,
knowledge of hormonal side effects, and general knowl-
edge. All scales were created using Cronbach’s alpha to
assess scale reliability and with tests for validity with
associations with professional and practice variables as
well as outcome variables. The knowledge of bleeding
patterns scale was created from 10 survey items that asked
about the levonorgestrel-releasing intrauterine system
and the Copper T 380A separately. The items in the
bleeding scale on the levonorgestrel-releasing intrauterine
system included appropriate counseling about the system
for patients with dysmenorrhea, patients with menorrha-
gia, and patients with iron-deficiency anemia, with an
emphasis in counseling on spotting, amenorrhea, and
irregular bleeding. The items for Copper T 380A were
emphasis in counseling for copper intrauterine contra-
ception on menorrhagia, dysmenorrhea, irregular
bleeding, and anemia. The scale reliability coefficient for
the provider practices for bleeding was 0.80.

The scale of hormonal implications included nine
items on the accuracy of the counseling providers give
to their patients on the effect of the levonorgestrel-
releasing intrauterine system on breast tenderness,
headaches, mood changes, acne, and smoking. The
scale also captures the accuracy of what providers tell

their patients about Copper T 380A for headaches,
mood changes, acne, and breast tenderness. Cron-
bach’s alpha gave a scale reliability coefficient of 0.87.
For the general knowledge variable, we included 12
items that contributed to a cohesive scale: accurate
counseling information on the levonorgestrel-releas-
ing intrauterine system on spotting, amenorrhea, ir-
regular bleeding, pain with intercourse, headaches,
mood changes, and acne; and accurate Copper T
380A counseling on menorrhagia, dysmenorrhea, ir-
regular bleeding, anemia, and pain with intercourse.
The scale reliability coefficient is 0.86.

For provider views on which women are suitable
intrauterine contraception candidates, we asked about
consideration of the following nine items: nulliparity,
immediate postpartum usage, immediate postabor-
tion usage, teenager, history of ectopic pregnancy,
STD in the past 2 years, PID in the past 5 years,
current bacterial vaginosis, and human immunodefi-
ciency virus (HIV) positivity. The scale reliability
coefficient, measured by Cronbach’s alpha, for poten-
tial intrauterine contraception candidates was 0.77.

We created a scale variable with provider concerns
about risks that affect their willingness to recommend
intrauterine contraception with these seven items: sexu-
ally transmitted diseases, PID, infertility, ectopic preg-
nancy, expulsion, uterine perforation at insertions, and
other risks Cronbach’s alpha gave a scale reliability
coefficient of 0.88 for provider concern of risks.

The two outcome variables we assessed on intra-
uterine contraception provision were counseling contra-
ceptive patients and availability of method at the pro-
vider’s practice (n5812). Of the 816 survey respondents,
we limited analyses to the 812 respondents with data on
whether intrauterine contraception was provided at
their practices. For analysis, the counseling variable was
coded dichotomously to measure a general practice of
usually counseling (always/mostly) or not (sometimes/
rarely). We performed multiple logistic regression anal-
ysis to measure the association of demographic, profes-
sional, and practice factors with the outcome variables of
provision of counseling and insertions. The models
included demographic (age, gender), professional (clini-
cian type, specialty, level of intrauterine contraception
training), and practice (private/public, patient volume,
urban/rural) characteristics. Additional models included
provider perceptions of safety and risk, perceptions
about which women make suitable intrauterine contra-
ception candidates, and provider knowledge of the
method. The variables that were significant in univari-
able analyses for either the counseling or provision
outcome were included in the multivariable models, as
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well as variables shown in the literature to be associated
with intrauterine contraception counseling and provi-
sion. Data were analyzed with Stata 8.2 (StataCorp LP,
College Station, TX) and significance levels reported at
P#.05.

RESULTS

Table 1 presents demographic, professional, and prac-
tice characteristics of respondents. Almost half of re-
spondents were physicians (49%), 36% were nurse prac-
titioners, and 15% were physician assistants. By
specialty, they were largely family practice (37%) and
ob-gyn (35%), although there were also women’s health
specialists (12%) and general practice (8%). Within the
ob-gyn specialty, 54% were physicians and 46% ad-
vance practice clinicians. Within the family practice
specialty, 46% were physicians and 54% advance prac-
tice clinicians. However, in the women’s health spe-
cialty, almost all (98%) were advance practice clinicians.
More than half of providers were in private practice
(56%), and the rest were in public/nonprofit. Patient
volume for practice ranged from 100 to more than
10,000 female contraceptive patients per year, with a
mean number of female contraceptive patients of 1,113
per year. The mean age of the providers was 49 years
(standard deviation 10.5), and the sample was diverse,
with 47% white, 21% Asian, 20% Latino, 6% African
American. In comparing claims data on the respondents
and nonrespondents, we found no differences between
respondents and nonrespondents by provider type, ur-
ban area, contraceptive patients, or intrauterine contra-
ception patients served. The respondents are similar to
the full population surveyed: 56% of respondents were
in private practice compared with 57% in the population
surveyed; 80% in urban areas compared with 82%; 1.5%
intrauterine contraception clients compared with 1.5%
intrauterine contraception clients; 1,113 mean female
contraceptive clients per year compared with 1,027
mean clients.

Sixty-nine percent of these contraceptive providers
had received training in intrauterine contraceptive inser-
tions during residency or their core training, although
44% reported inserting fewer than 20 intrauterine con-
traceptives in training. Among ob-gyn physicians, only
4% were not trained; but among other physicians, 32%
were not trained, and among the mid-level practitioners,
41% were not trained. Younger age is significantly
associated with a higher level of training (t test; P5.006).
Although most ob-gyn physicians had received training,
only 74% of them provided intrauterine contraception at
their practices, as did 43% of other physicians. Clinicians
reported substantial intrauterine contraception provi-

sion by mid-level practitioners in practices where the
method was available (nurse practitioner 59%, physician
assistant 32%), although the greatest proportion was by
physicians (81%). Thirty-six percent of contraceptive

Table 1. Respondent Characteristics and
Intrauterine Contraception Practices

Demographic
Age, mean y (SD) 48.6 10.5
Race/ethnicity, n (%)

White 373 46.8
Latino 161 20.2
Asian/Pacific Islander 166 20.8
African American 48 6.0
Multi-racial/other 49 6.1

Professional
Professional title, n (%)

Physician 389 49.4
Nurse practitioner 118 15.0
Physician assistant 281 35.7

Specialty, n (%)
Obstetrician-gynecologist 285 35.1
Family practice 302 37.2
Internal medicine, pediatrics, adolescent

medicine
47 5.8

Women’s health 101 12.4
General practice/other 77 9.5

Trained in IUC insertions n (%) 548 69.0
Practice

Private practice (vs public), n (%) 450 55.6
Urban, n (%) 644 79.6
Number female contraceptive patients per

year, n (%)
100–500 patients 389 47.8
501–1,000 patients 185 22.8
More than 1,000 patients 239 29.4

IUC counseling
Frequently discuss IUC with patients

seeking contraception
515 64.1

Sufficient time to counsel patients on
contraceptive options

680 85.3

Patients receptive to learning about IUC 730 91.9
Enough experience to counsel patients on

Copper T 380A
657 82.0

Enough experience to counsel patients on
LNG system

590 74.0

IUC provision
IUCs available at practice 495 61.0
Practitioners inserting IUC at your practice

Physicians 342 67
Nurse-practitioners 291 59
Physician assistants 158 32

Very comfortable in inserting Copper T
380A

476 59.8

Very comfortable in inserting LNG system 310 39.5
Offered IUC in past 5 years but stopped

(n5305)
106 34.7

SD, standard deviation; IUC, intrauterine contraception; LNG,
levonorgestrel-releasing intrauterine system.

Not all numbers add up to 812 due to missing data on individual items.
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providers counseled their patients infrequently on the
method, although 85% reported that they had sufficient
time to counsel patients on contraceptive options, and a
full 92% considered their patients to be receptive to
learning about intrauterine contraception. The majority
of providers (55%) considered fewer than one quarter of
their contraceptive patients to be intrauterine contracep-
tion candidates.

Of the providers offering intrauterine contracep-
tion at their practices, most (72%) had both the
Copper T 380A and the levonorgestrel-releasing sys-
tem available. Twenty-three percent of providers with
intrauterine contraception offered just the Copper T
380, and 5% offered just the levonorgestrel system. Of
the practices not offering intrauterine contraception to
contraceptive patients, the main reasons cited included
inadequate reimbursement (47%), lack of training (40%),
low patient interest (32%), and concerns about proce-
dure risks (28%). Twenty-three percent cited litigation
concerns, and only 10% of providers cited few intrauter-
ine contraception candidates as a reason for ceasing to
offer services. Thirty-five percent of practices not offer-
ing intrauterine contraception had offered it in the
previous 5 years but then stopped.

Provider knowledge as well as providers’ percep-
tions of the safety and specific risks involved in intra-
uterine contraception are presented in Table 2. Almost
all clinicians agreed that intrauterine contraception is
safe (94%). However, they had many concerns that kept
them from recommending intrauterine contraception to
their patients. Sexually transmitted diseases and PID
were top concerns affecting the willingness of providers
to recommend intrauterine contraception, followed by
ectopic pregnancy. Providers also showed extremely
restrictive views of the women they were willing to
consider intrauterine contraception candidates. Fewer
than half of providers considered nulliparous, postpartum
(immediate), postabortion (immediate), teenagers, history
of ectopic pregnancy, PID, or HIV-positive women as
candidates for intrauterine contraception, contrary to the
World Health Organization Medical Eligibility Criteria.15

Basic knowledge about intrauterine contracep-
tion was inadequate. Roughly 20% of providers em-
phasized hormonal side effects, such as mood change,
headache, acne, and breast tenderness, when counsel-
ing patients about ParaGard®—a copper T device that
contains no hormones. Providers also were confused
about the hormone content in the levonorgestrel-
releasing system; the proportion who would insert a
levonorgestrel-releasing intrauterine system for a pa-
tient who smoked was only 34%, but levonorgestrel is
not contraindicated for smokers.15 Contraceptive pro-

Table 2. Provider Attitudes and Knowledge

n %

Provider perceptions of IUC safety
Agrees IUC is safe 759 94.2

Concerns affecting IUC recommendation scale
(scale reliability coefficient 0.88)

Sexually transmitted diseases 219 27.8
Pelvic inflammatory disease 227 28.7
Ectopic pregnancy 144 18.2
Infertility 75 9.5
Expulsion 86 10.9
Uterine perforation at insertion 81 10.3

IUC candidate scale (scale reliability coefficient
0.76)

Nulliparous 362 45.9
Immediately postpartum 263 33.1
Immediately postabortion 313 39.4
Teenager 311 39.1
History of ectopic pregnancy 247 31.1
Sexually transmitted disease in past 2 years 486 61.1
PID in past 5 years 383 48.4
Current bacterial vaginosis 337 42.2
HIV positive 340 42.9

Knowledge of hormonal side effects scale
(scale reliability coefficient 0.87)

LNG system
Willing to insert for menorrhagic patients

who smoke
264 33.7

Breast tenderness 362 48.5
Headache 381 50.8
Mood changes 396 53.0
Acne 324 43.4

Copper T 380A
Headaches 561 72.0
Mood changes 599 77.1
Acne 639 82.1
Breast tenderness 604 77.6

General IUC knowledge scale (scale reliability
coefficient 0.86)

LNG system
Appropriate emphasis in counseling on

Spotting 533 70.4
Amenorrhea 595 79.2
Irregular bleeding 629 83.4
Pain with intercourse 407 54.3
Headache 381 50.8
Mood change 396 53.0
Acne 324 43.4

Copper T 380A
Appropriate emphasis in counseling on

Anemia 555 71.0
Irregular bleeding 400 51.5
Dysmenorrhea 551 70.6
Menorrhagia 612 78.5
Pain with intercourse 461 59.3

IUC, intrauterine contraception; PID, pelvic inflammatory disease;
HIV, human immunodeficiency virus; LNG, levonorgestrel-
releasing intrauterine system.
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viders in general are not yet fully informed about the
benefits of the levonorgestrel-releasing system, nor of
all of the important implications on bleeding patterns
of both devices. Only 33% of providers had ever
recommended the levonorgestrel-releasing intrauter-
ine system for noncontraceptive benefits. Only 39%
reported they would insert a levonorgestrel-releasing
intrauterine system for a patient with dysmenorrhea if
she were interested, and half (51%) for a woman with
menorrhagia. Only 45% of providers responded they
would insert a levonorgestrel-releasing intrauterine sys-
tem in an iron-deficient anemic patient if she were
interested. Just as bleeding patterns were often forgotten
as a potential benefit of the levonorgestrel-releasing
intrauterine system, they were also omitted in counsel-
ing on the Copper T 380, but in this case as a possible
drawback: when discussing the Copper T 380 with
patients, more than 25% of providers did not emphasize
dysmenorrhea or menorrhagia, which can occur.

In other areas of general knowledge, 25% of the
contraceptive providers responded erroneously that an-
tibiotics should be given routinely at the time of intra-
uterine contraceptive insertion to prevent infection. A
similar proportion (24%) responded that a woman with
diabetes should not have an intrauterine contraceptive,
although it is an appropriate method for this population.15

Providers were unlikely to mention the Copper T 380A
for use as emergency contraception; 85% had never
mentioned it to patients.

Multivariable analyses of the factors associated
with counseling contraceptive patients about intra-
uterine contraception are presented in Table 3 . The
first model, with socio-demographic, professional,
and practice characteristics, shows that there is no
difference between physicians and advance practice
clinicians (ie, nurse practitioners and physicians assis-
tants) in the frequency of intrauterine contraception
counseling. However, practitioners in ob-gyn prac-

Table 3. Counseling on Intrauterine Contraceptives to Female Contraceptive Patients: Multivariable
Logistic Regression Results

Frequently Counsel Patients on IUC

Model 1 Model 2 Model 3

Odds Ratio 95% CI Odds Ratio 95% CI Odds Ratio 95% CI

Demographic
Age (y) 0.96 0.98–1.01 1.00 0.98–1.02 1.00 0.98–1.02
Gender

Male (reference)
Female 1.50* 1.01–2.21 1.28 0.84–1.95 1.26 0.83–1.92

Professional and practice
Title

Mid-level NP/PA (reference)
Physician 1.15 0.76–1.72 1.22 0.79–1.89 1.18 0.76–1.81

Specialty
Family practice (reference)
Ob-gyn 1.66† 1.13–2.46 1.51* 1.00–2.28 1.45 0.95–2.21
Women’s health 0.96 0.56–1.63 0.83 0.48–1.44 0.81 0.46–1.41
Other (pediatrics/adolescent, GP,

internist) 0.64 0.40–1.01 0.83 0.50–1.39 0.84 0.50–1.39
Trained in IUC insertions 1.60† 1.13–2.25 1.52* 1.05–2.20 1.51* 1.05–2.17
Female contraceptive patients (#/y) 0.98* 0.97–1.00 0.98‡ 0.96–0.99 0.98‡ 0.96–0.99
Provider type

Public (reference)
Private 0.70 0.47–1.04 0.84 0.55–1.29 0.87* 0.56–1.33

Urban location 1.24 0.82–1.87 1.05 0.67–1.65 1.08 0.69–1.69
Perceptions and knowledge of IUC

Consider IUC to be safe — — 6.19‡ 2.68–14.3 5.68‡ 2.56–12.6
Low perception of risks — — 1.21 0.96–1.54 1.17 0.93–1.48
Expansive view of IUC candidates — — 1.89‡ 1.36–2.64 1.85‡ 1.32–2.59
High-level knowledge — — 1.59† 1.21–2.08 — —
Knowledge of bleeding patterns — — — — 1.45* 1.06–1.98
Knowledge of hormonal side effects — — — — 0.84 0.66–1.08

Number of observations 801 783 792
Likelihood ratio x2 (degrees of freedom) 46.5 (14) 112 (19) 111 (20)

IUC, intrauterine contraception; CI, confidence interval; NP, nurse practitioner; PA, physician assistant; GP, general practitioner.
* P#.050.
† P#.010.
‡ P#.001.
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tices, whether physicians or advance practice clini-
cians, are significantly more likely to counsel contra-
ceptive patients on the intrauterine contraception
than clinicians in other specialties (odds ratio
[OR]51.7). Likewise, healthcare providers who have
received training in intrauterine contraception inser-
tion are 1.6 times as likely to counsel patients, but as
the number of female contraceptive patients in-
creases, the frequency of intrauterine contraception
counseling declines, perhaps due to time constraints.
We assessed the contribution of providers’ percep-
tions and knowledge of intrauterine contraception to
their likelihood of counseling in Model 2, and we
found that those who consider intrauterine contracep-
tion to be a safe method have far higher odds
(OR56.2) of counseling their patients frequently
about the method than those who do not consider it to
be safe. Providers who consider many different types

of women eligible for intrauterine contraception and
those with high knowledge levels of basic method
characteristics and contraindications are also more
likely to counsel frequently on the method. However,
providers’ reports of how concerned they are about
the potential risks of insertion (eg, expulsions, perfora-
tion) were not associated with counseling. In the final
model tested (Model 3), we included specific knowledge
scales for whether providers were familiar with bleeding
patterns of each device and with the hormonal side
effects, and we found better knowledge of bleeding
patterns to be associated with frequent counseling.

The multivariable logistic results of provision of the
method in the practice showed associations with some-
what different factors than with counseling (Table 4).
Model 1, with the socio-demographic, professional, and
practice characteristics, showed that younger providers
are significantly more likely to offer the method than

Table 4. Provision of Intrauterine Contraceptives to Female Contraceptive Patients: Multivariable
Logistic Regression Results

Provide IUC in Practice

Model 1 Model 2 Model 3

Odds Ratio 95% CI Odds Ratio 95% CI Odds Ratio 95% CI

Demographic
Age (y) 0.96* 0.94–0.98 0.97† 0.95–0.99 0.97† 0.95–0.99
Gender

Male (reference)
Female 1.29 0.82–2.03 1.09 0.68–1.76 0.90 0.55–1.47

Professional and practice
Title

Mid-level NP/PA (reference)
Physician 2.26* 1.40–3.64 2.45* 1.48–4.05 2.53* 1.51–4.23

Specialty
Family practice (reference)
Ob-gyn 4.67* 2.98–7.32 4.52* 2.82–7.24 3.31 2.03–5.39
Women’s health 3.85* 1.90–7.82 3.79* 1.81–7.97 2.64‡ 1.25–5.56
Other (pediatrics/adolescent, GP,

internist) 0.36* 0.20–0.62 0.45† 0.25–0.83 0.45‡ 0.24–0.83
Trained in IUC insertions 1.82† 1.21–2.74 1.66‡ 1.08–2.56 1.44 0.93–2.25
Female contraceptive patients (#/y) 1.05* 1.02–1.07 1.03† 1.01–1.06 1.04* 1.01–1.05
Provider type

Public (reference)
Private 0.18* 0.11–0.28 0.16* 0.10–0.27 0.20* 0.12–0.33

Urban location 1.43 0.43–1.13 0.58 0.34–0.99 0.56 0.32–0.97
Perceptions and knowledge of IUC

Consider IUC to be safe — — 5.57* 2.10–14.8 3.36‡ 1.29–8.74
Low perception of risks — — 1.08 0.82–1.41 0.96 0.73–1.27
Expansive view of IUC candidates — — 1.63† 1.13–2.35 1.40 0.96–2.05
High-level knowledge — — 1.68† 1.23–2.31
Knowledge of bleeding patterns — — — — 3.24* 2.23–4.70
Knowledge of hormonal side effects — — — — 1.53† 1.15–2.03

Number of observations 809 785 794
Likelihood ratio x2 (degree of freedom) 298.2 (14) 324 (19) 360 (20)

IUC, intrauterine contraception; CI, confidence interval; NP, nurse practitioner; PA, physician assistant; GP, general practitioner.
* P#.001.
† P#.010.
‡ P#.050.
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older providers and that physicians have elevated odds
(OR52.3) of offering intrauterine contraception com-
pared with advance practice clinicians. Ob-gyn special-
ists, whether physicians or advance practice clinicians,
are 4.6 times as likely as family practice clinicians to
offer intrauterine contraception, and women’s health
specialists are 3.8 times as likely. Because these multiva-
riable models are additive, the elevated odds for both
physicians and ob-gyn specialists show that ob-gyn
physicians have the greatest odds of providing intrauter-
ine contraception. Providers in private practice had
greatly reduced odds for offering intrauterine contracep-
tion to their patients (OR50.18). Whereas clinicians in
practices with greater numbers of contraceptive patients
were less likely to counsel on intrauterine contraception,
they were significantly more likely to offer the method to
their patients at their practices. As with counseling, train-
ing is also significantly associated with increased odds of
intrauterine contraception provision (OR51.8).

In Model 2, we assessed how much of the elevated
odds of ob-gyns and other physicians providing intra-
uterine contraception resulted from their more favor-
able perceptions or more informed practices. Results
showed that the differences in age as well as the differ-
ences in professional and practice characteristics remain
important, as do intrauterine contraception-specific atti-
tudes and knowledge. As with the counseling results, the
intrauterine contraception provision results show
that considering the method to be safe was a key
factor in its availability at the practice (OR55.6),
and that expansive views of who might be consid-
ered as an intrauterine contraception candidate as
well as knowledge about each method were also signif-
icantly associated with method provision. We assessed
the different aspects of knowledge in Model 3 and found
that knowledge of bleeding patterns, as well as of
hormonal side effects, were strongly associated with
provision of the method. We also found that the impact
of training was reduced, showing that much of the
significant effect of training (seen in Models 1 and 2) lies
in the ability to provide patients with accurate informa-
tion and care about the bleeding they might experience
with each method.

Because the physicians differed significantly from
the nonphysicians in provision of intrauterine contra-
ception, we also estimated the models separately for
both groups and found that the results for physicians
were the same as the results for all respondents. For the
mid-level practitioners, the estimated coefficients were
in the same direction, but a few variables lost strength
and did not reach significance level, namely age and
training. The specialty of the practice for mid-level prac-

titioners retained a robust association with intrauterine
contraception provision and is perhaps more important
than core training for nurse practitioners and physician
assistants.

DISCUSSION

Prescribing practices of providers in the United States
reflect erroneous beliefs that intrauterine contraception
is appropriate for an extremely limited segment of
women seeking contraception. Our results showed that
contraceptive providers who are open to the possibility
that the method can be used by many different types of
women are more likely to counsel their patients on
intrauterine contraception and to have it available in
their practices. Recent research has shown that the
levonorgestrel-releasing intrauterine system can be used
for nulliparous women, although clinicians do not gen-
erally provide it and the patient information on the
product recommends that the woman have a child.9,16,17

This study showed that fewer than half of providers
would offer intrauterine contraception to nulliparous
women, although ACOG has concluded that the
method is appropriate for this population as long as the
patient is at low risk for sexually transmitted diseases.3

Likewise, nearly 70% believed that women with previ-
ous ectopic pregnancies were not eligible for intrauter-
ine contraception, also contrary to ACOG and WHO
recommendations.3,15

Only one third viewed immediate postpartum pa-
tients as potential intrauterine contraception candidates.
Immediate postpartum insertions are done within 48
hours of delivery but usually directly after the placenta is
out. Providers have been reluctant to insert intrauterine
contraception in postpartum women for fears of in-
creased risk of perforation or expulsion. However,
women are often highly motivated for contraception at
the time of birth, and the discomfort of insertion is
diminished postpartum. Research has documented un-
intended pregnancies during the waiting period for
interim insertions, showing that up to 40% of women
requesting intrauterine contraception are lost in this
period, sometimes because providers discourage them
from intrauterine contraceptive use.18,19 Postplacental
insertion, that is within 10 minutes of placental expul-
sion, has been shown to be safe and acceptable to
women and is a promising area for future research and
practice.20 In this study, only 39% of providers consid-
ered postabortion patients to be intrauterine contracep-
tion candidates, although the demonstrated need for
contraception at that time is clear; half of the women in
the United States having abortions are having repeat
abortions.21 A large World Health Organization study of
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immediate post first trimester abortion intrauterine con-
traception insertions showed no increased risk of infec-
tion and low expulsion rates, and a Cochrane review of
postabortion insertions found them to be safe and
practical.22,23

Research also has indicated that even women at risk
of infections and those who are already HIV positive
may be able to benefit from intrauterine contraception,
although most providers would not consider them as
candidates. A small body of research has begun to
inquire about the use of intrauterine contraception in
HIV-positive women, even in developing country set-
tings, and has found promising results.24–27 One study
found that providers in Africa (Zimbabwe) might be
open to the use of intrauterine contraception for women
at high risk of HIV,28 although training efforts and other
interventions to increase insertions have not yet been
launched. Further intrauterine contraception research is
needed to better understand client eligibility, particularly
among immediate postcesarean or vaginal delivery and
post second trimester abortion patients, and use by HIV-
infected women.

A limitation with these results is that they may not
apply to all contraceptive clinicians in the publicly
funded program, because survey respondents could
have different approaches to intrauterine contraception
provision than nonrespondents (although they did have
similar numbers of intrauterine contraception clients).
Another limitation of this study is that the data were
collected from a survey administered at one point in
time, so that we cannot measure causality, only associ-
ation. It is likely that causality does not only go in one
direction; that is, the providers who are able to offer
accurate counseling and evidence-based services are
those who have more experience. However, the one
survey item that does point to a temporal effect is
training in insertions during residency and subsequently
increased provision in practice. Whereas this study
showed ob-gyn physicians were likely to be trained,
family practice physicians and advance practice clini-
cians had far less training. A promising note was that
younger physicians were more likely to be trained and
to offer intrauterine contraception at their practices.

Training, not only in insertions but in basic method
characteristics, is necessary to improve intrauterine con-
traception services. Incorrect knowledge about method
benefits, contraindications, side effects, and appropriate
candidates may deter providers from recommending
the method to patients or may cause them to give faulty
information. Although more than 90% of these provid-
ers thought their patients were receptive to learning

about intrauterine contraception, far fewer had inte-
grated it into their contraceptive services. As with pro-
viders, misconceptions about intrauterine contraception
limit acceptance by patients.29,30 Results show that even
among these high-volume contraceptive providers,
many were not familiar with the overall decrease in
blood loss and improved dysmenorrhea associated with
the levonorgestrel-releasing intrauterine system. Simi-
larly, a significant minority did not emphasize the
increased bleeding that can occur with the Copper T
380A. Among U.S. women who do choose intrauter-
ine contraception, a main reason for discontinuation
is increased menstrual bleeding.29 Accurate informa-
tion about the bleeding patterns associated with the
different intrauterine contraceptives would help pro-
viders improve their recommendations and would
also help women in their selections.

Improved intrauterine contraception provision
requires medical education as well as training.13,31

Specifically, provider education should involve evi-
dence-based guidelines that emphasize safety and
insertion techniques and should include not only
ob-gyns and women’s health care providers, but all
providers offering family planning counseling and
services.32–34 In addition, less restrictive, evidence-
based criteria for intrauterine contraception candi-
date selection should be developed and promoted.9

Patient counseling should ensure proper knowledge
and expectations of the method to increase adher-
ence.35 Clinical training is also necessary, especially
to alleviate concerns about perforations from post-
partum insertions or expulsions from incorrect
placement in postabortion insertions.19,22 Results
from an intervention to use a checklist with the new
medical eligibility criteria of the World Health
Organization showed that a checklist was not suffi-
cient to change providers’ reliance on outdated
knowledge about the intrauterine contraception.36

A randomized trial likewise showed that provider
education, without hands-on training, was insuffi-
cient to change practice.37

Finally, the issue of insurance coverage and reim-
bursements is a large obstacle for those health care
providers who were actually trained and had experi-
ence offering intrauterine contraception but then
stopped. Coverage of all contraceptive methods is a
health policy need in the United States, but particu-
larly for those methods that are expensive to pay
out-of-pocket but confer many years of protection.
The abortion rate in the United States is approxi-
mately three times higher than that of Western Euro-
pean countries. To prevent unintended pregnancy,
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improved use of effective contraception is needed.
Intrauterine contraception is an extremely effective
and safe method that is far underutilized. It is also the
most cost-effective method of reversible contracep-
tion.38 Unfortunately, our study showed health care
provider knowledge and practices continue to reflect
erroneous views and unrealistic risk perceptions; cur-
rent practice does not reflect the body of scientific
evidence. By addressing these deficiencies in provider
perceptions and practices, we can offer women in the
United States greater protection against unintended
pregnancy, similar to that of women in other indus-
trialized countries where intrauterine contraception
use is more frequent.
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Intrauterine contraception in Saint Louis: A Survey of Obstetrician
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Abstract

Background—Many obstacles to intrauterine contraception use exist, including provider and

patient misinformation, high upfront cost, and clinician practice patterns. The aim of our study was

to investigate knowledge and attitudes about intrauterine contraception among obstetricians and

gynecologists in the area of Saint Louis.

Study Design—We mailed a self-administered, anonymous survey to 250 clinicians who provide

obstetric and gynecologic care in Saint Louis City and County which included questions about

demographics, training, family planning visits, and intrauterine contraceptive knowledge and use.

Results—The overall survey response rate among eligible clinicians was 73.7%. Clinicians who

had recently finished training or saw higher numbers of contraceptive patients per week were more

likely to insert intrauterine contraception than clinicians who completed training prior to 1989 or saw

fewer contraceptive patients. Several misconceptions among clinicians were identified, including an

association between intrauterine contraceptives and an elevated risk of pelvic inflammatory disease.

Conclusions—Physician misconceptions about the risks of intrauterine contraception continue to

occur. Improved clinician education is greatly needed to facilitate the use of these highly effective,

long-acting, reversible methods of contraception.

Keywords

Intrauterine contraception; intrauterine device; clinician knowledge; obstacles; survey

1. Introduction

Unintended pregnancy continues to be a substantial public health problem in the United States;

over 3 million unintended pregnancies occur annually with poor and minority women

disproportionately affected. Inconsistent and incorrect use of contraception is associated with

unintended pregnancy [1]. Intrauterine contraception (IUC) is safe, highly effective with failure

rates of less than 1%, [2] and does not require regular compliance from the user. Two types of

IUC are available in the United States, the levonorgestrel intrauterine system (Mirena®, Bayer
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HealthCare Pharmaceuticals, Wayne, NJ) and the copper T380A (Paragard®, Barr

Pharmaceuticals, Montvale, NJ). These methods are associated with minimal side effects [3,

4], and have been shown to be safe when inserted immediately post-abortion [5,6]. Despite the

many advantages of this “forgettable” contraception, only 1.3% of women aged 15 to 44 years

currently use IUC [7]. In fact, use in the United States is substantially lower than many

European and Asian countries with reported rates as high as 27% in Norway [8] and 30% in

China [9]. Factors that contribute to the low uptake of IUC in the United States include

knowledge and attitudes among clinicians and women, practice patterns among providers, and

high initial cost.

A 2002 survey of Fellows of the American College of Obstetricians and Gynecologists

regarding knowledge, attitudes, and practices about IUC found that while 95% of respondents

agreed IUC was safe, the majority stated that nulliparous patients, and patients with a history

of sexually transmitted infections (STIs) and pelvic inflammatory disease (PID) were not

candidates for IUC [10]. Another study of over 800 California family planning providers found

that fewer than 50% of respondents considered nulliparous women, teenagers, women who

were immediate postpartum or postabortion, or women with a history of PID within the past

5 years to be candidates for IUC [11].

Increased use of highly effective methods of contraception such as IUC has been shown to

decrease the rate of unintended pregnancies [12]. However, to increase uptake, physicians must

be willing to provide these most effective methods of contraception to a wide range of patients.

The purpose of this cross-sectional survey was to describe local clinician attitudes, knowledge

and practice patterns about IUC; factors greatly influencing access to these contraceptive

methods.

2. Materials and methods

We created a written, self-administered questionnaire to assess knowledge and attitudes about

IUC among practicing providers of obstetrics and gynecology in the Saint Louis area. The

questionnaire included demographics items such as age, race, and ethnicity, as well as questions

about graduate medical training, contraceptive patients seen, and willingness to insert IUC.

The survey was pretested among three clinician researchers.

Our goal was to obtain 100 completed surveys which would represent approximately 30% of

practicing obstetrician-gynecologist clinicians in the area. Prior response rates for surveys

mailed to physicians have been reported to be 34 to 51% [13,14]; we estimated a 40% response

rate, requiring [250] mailed surveys We compiled a list of providers of obstetrics and

gynecology in the Saint Louis area using publically available data sources such as faculty

listings, the yellow pages of the telephone book, and Internet listing of obstetrician-

gynecologist offices. We then performed a simple random sample using computer-generated

numbers and mailed 250 questionnaires to the randomly selected clinicians between April and

June of 2008. Surveys were mailed a second time to non-responders. All mailings contained a

$20 gift card as an incentive.

All respondents were practicing in Saint Louis City or County, English-speaking, and willing

to complete the survey. Written consent was waived, and completion and return of the survey

implied consent to participate. This study was approved by the Washington University in Saint

Louis Human Research Protections Office.

2.1. Statistical methods

Clinician characteristics were compared using the 2 test statistic. Unfortunately, we had no

information regarding the characteristics of the clinicians who did not respond to the survey.
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Low IUC rate was defined as having both inserted IUC and referred for IUC insertion zero to

10 times in the past year. We created this variable to capture clinicians who were both inserting

none or few IUCs and referring none or few patients to another provider. Fisher exact tests

were used for contingency tables with small cell size (N 5). Since the outcomes of interest

were common (> 10%), odd ratios are computed using Poisson regression as logistic regression

would overestimate the odd ratios [15,16]. Univariable and multivariable odd ratios were

estimated for the outcomes of interest. Statistically significant covariates in the univariable

model were included in the final model. All statistical analyses were conducted using SAS

version 9.1 (SAS Institute Inc., Cary, NC).

3. Results

3.1. Clinician characteristics

A total of 137 (54.8%) surveys were competed and returned. Fig. 1 shows the outcome of the

250 mailed surveys. Our final response rate among eligible clinicians with a valid mailing

address was 73.7%. Table 1 shows the characteristics of the clinician respondents. The mean

age of respondents was 49 years and they were mostly physicians (98.5%), predominantly

white, and non-Hispanic.

3.2. IUC training and use

Thirty-six percent of clinicians were not trained in IUC insertion during their residency or

advanced practice nurse core clinical training. Clinicians who trained at a Catholic institution

were less likely to have received training in insertion during residency than clinicians who

trained at secular institutions (OR 0.49 95% CI 0.36-0.68). Table 2 shows factors associated

with low IUC rate; clinicians who finished training after 1999 (OR 0.13, 95% CI 0.02-0.85)

or who saw a greater number of contraceptive patients per week (OR 0.36, 95% CI 0.19-0.69)

were less likely to have low rates of IUC insertion and referral than clinicians who finished

training before 1989 or saw fewer contraceptive patients.

Eighteen percent of respondents reported that they “always” discussed IUC with their patients,

76% reported that they discussed IUC most or some of the time. The majority of providers

(67.9%) reported they had counseled more than 50 patients about IUC in the past year, and

almost 66% reported that they had inserted greater than 10 IUCs in the past year. Less than 2%

reported not counseling patients about intrauterine contraception within the past year and

12.4% reported not inserting IUC. Most respondents (79.6%) reported that they did not refer

patients for IUC insertion; while 17.6% reported that they had referred 1 or more patients for

IUC insertion. Only 2.9% of providers had neither inserted nor referred for IUC insertion in

the past year. Forty percent of clinicians reported “always” and 52% reported “sometimes”

testing for gonorrhea and chlamydia prior to insertion of IUC.

3.3. Clinician knowledge

Most respondents “strongly agreed” or “agreed” that IUC was safe (98.5%); however, 29% of

clinicians reported that IUC causes an increased risk of PID other than at the time of insertion.

The majority of clinicians correctly stated that antibiotics should not be given prophylactically

at the time of insertion (78.1%), and that IUC does not cause abortion (86.1%). Seventy-eight

percent of clinicians routinely recommended a follow-up visit after insertion. Table 3 shows

the typical side effects emphasized by the clinician for each IUC type.

When asked about patient characteristics and the appropriateness of IUC, 62.0% agreed IUC

was appropriate for a nulliparous patient; 30.7% for a teenaged patient, 45.3% for a patient

with a STI in the past 2 years, 36.5% for a patient with PID in the past 5 years, and 36.5% for

a patient in a non-monogamous relationship. The vast majority of clinicians (97.8%) reported
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that they would offer IUC to a 35-year-old patient, who was married, monogamous and had 3

children; 67.1% reported they would offer intrauterine contraception to a 30 year old who was

unmarried, had 2 children, and had a boyfriend; 49.6% said they would offer IUC to a 17-year-

old who was unmarried, monogamous and had 1 child. Only 19% would be willing to offer

IUC to an unmarried 17-year-old who had never been pregnant.

4. Discussion

This survey was designed to collect information about providers’ attitudes and knowledge

about IUC. Our results suggest that physicians who completed training after 1999 are more

likely to insert IUC than physicians who completed training prior to 1989. The overwhelming

majority of clinicians (98%) believed IUC is safe, however, almost one third reported

incorrectly that IUC is associated with an increased risk of PID other than the increased peri-

insertional risk. Table 3 also suggests some providers may not appropriately emphasize the

most common side effects encountered with IUC; 75.9% reported counseling patients about

an increase in spotting and breakthrough bleeding with both levonorgestrel IUC (LNG-IUC)

and copper IUC (copper-IUC); this side effect can be seen with both types of IUC; however,

is more commonly associated with LNG-IUC and is typically limited to the first 3 to 6 months

of use. Eleven percent reported counseling patients about cessation of menstruation with both

LNG-IUC and copper-IUC; however, copper-IUC should not cause amenorrhea. Thirty-three

percent reported that both LNG-IUC and copper-IUC can be associated with painful

menstruation; however, the use of LNG-IUC has been shown to decrease the incidence of

menorrhagia and dysmenorrheal [17].

Most of the clinicians surveyed were willing to offer IUC to a 35-year-old multiparous patient

who is married. However, we find it worrisome that the number of clinicians who will offer

IUC declines dramatically with patients of decreasing age, parity, and non married status. For

example, only 19% would offer IUC to a 17 year old who is not married and has never been

pregnant. This suggests the misconceptions about associations between IUC, PID, and

infertility continue to persist. The World Health Organization states only current cervicitis and

recent PID within 3 months are contraindications to IUC. They do not consider age less than

20 years or nulliparity to be contraindications [18]. A recent editorial identified limited

education and outdated beliefs as one of the main provider-based barriers to contraception

among teens and young adults and called for the increased education and training of health-

care providers [19]. Since young women are at high risk for unintended pregnancy, it is

imperative that we increase this population’s access to the most effective methods of

contraception.

Our study has similarities to the study by Stanwood et al. [10] However, there are several

important differences: 1) The prior study was administered before the introduction of LNG-

IUC in the United States; in comparison, our survey obtains knowledge and attitudes about

both types of IUC available, 2) In 2005, the copper-IUC FDA labeling was liberalized to not

restrict insertion in nulliparous women, and in the immediate postabortion and postpartum time

period. In addition, having more than one sexual partner was removed as a contraindication.

Since we surveyed physicians after the new labeling was introduced, our survey adds new

information about clinician knowledge about and attitudes towards IUC.

This study is limited by its relatively small sample size and has limited power to detect

statistically significant differences. Additionally, because our findings are from a single

geographical area, they may not be generalizable to clinicians in other geographical regions.

Strengths of our study include a random sample of practicing obstetrician-gynecologists rather

than a convenience sample, and a high response rate, which strengthens the generalizability of

our findings.

Madden et al. Page 4

Contraception. Author manuscript; available in PMC 2011 February 1.

N
IH

-P
A

 A
u
th

o
r M

a
n
u
s
c
rip

t
N

IH
-P

A
 A

u
th

o
r M

a
n
u
s
c
rip

t
N

IH
-P

A
 A

u
th

o
r M

a
n
u

s
c
rip

t



Despite the introduction of LNG-IUC and liberalization of the current package labeling of

copper-IUC, our survey has identified several potential barriers that remain to increasing the

use of IUC: 1) inadequate training of clinicians (more than one-third of physicians were not

trained in residency); 2) misperceptions regarding appropriate candidates for IUC; and 3)

inaccurate knowledge of IUC and possible side effects. These barriers may influence

contraceptive counseling and subsequent method choice. Targeted education and training

programs to clinicians should dispel these pervasive myths and inaccuracies and encourage the

use of these highly effective and safe contraceptive methods.
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Figure 1.

Schematic of mailed and returned questionnaires.
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Table 1

Characteristics of the 137 Clinician Respondents

Characteristic N (%)

Job Title

Physician 135 (98.8)

Advanced Practice Nurse 2 (1.5)

Race

White 117 (85.4)

Black 6 (4.4)

Other 14 (10.2)

Ethnicity

Hispanic 6 (4.4)

Year Completed Residency

Before 1989 59 (43.7)

1989 – 1999 55 (40.7)

After 1999 21 (15.6)

Catholic Institution for Residency

Yes 61 (55.5)

No 76 (44.5)

IUC Insertion Included During Residency

Yes 88 (64.2)

No 49 (35.8)

Avg. Number of Contraceptive Patients/Week

0 – 25 45 (35.43)

26 – 50 63(49.61)

51 + 19(14.96)

Not Ascertained 10 (7.30)

Contraception. Author manuscript; available in PMC 2011 February 1.
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Table 2

Univariable and Multivariable Models of Provider Characteristics Associated with Low IUC Rate

Characteristic Univariable
OR (95%CI)

Multivariable

OR (95% CI)*

Year residency completed

Before 1989 Reference Reference

1989 – 1999 0.66 (0.3 –1.17) 0.62 (0.36–1.07)

After 1999 0.13 (0.02–0.92) 0.13 (0.02–0.85)

Catholic institution

Yes 0.68 (0.37–1.26) 1.23 (0.71–2.13)

No Reference Reference

Trained to insert IUC in residency

Yes 1.53 (0.78–3.01) 1.16 (0.62–2.15)

No Reference Reference

Average Contraceptive Patients
Seen per Week

0 – 25 Reference Reference

26 – 50 0.36 (0.19–0.69) 0.34 (0.19–0.65)

51 + 0.24 (0.06–0.93) 0.20 (0.05–0.77)

*
Adjusted for year residency completed, training at a Catholic institution, training in IUC insertion during residency, and average number of

contraceptives seen per week

IUC – Intrauterine contraception

Contraception. Author manuscript; available in PMC 2011 February 1.
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Table 3

Clinician Report of Side Effects Commonly Associated with Levonorgestrel IUC and Copper IUC

Side Effect LNG-IUC Only %
Copper-IUC

Only

Both Neither

Spotting or breakthrough
bleeding

15.3 4.4 75.9 8.7

Heavy or prolonged menstruation 0.7 63.5 24.8 8.8

No menstruation 83.2 0 11.0 3.7

Painful menstruation 0.7 46.0 33.6 17.5

LNG-IUC – levonorgestrel intrauterine contraception; Copper-IUC – copper intrauterine contraception

Contraception. Author manuscript; available in PMC 2011 February 1.
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Abstract

Background: National and international contraceptive guidelines reflect expert opinion that recommends against the use of estrogen-

containing hormonal contraception in the early postpartum period. This study was undertaken to estimate providers’ practices in prescribing

hormonal contraception to breastfeeding women.

Methods: A 19-item survey was mailed to 397 obstetrician gynecologists, midwives and family physicians in the state of New Mexico. The

survey included items covering attitudes about the impact of hormonal contraception on breastfeeding and prescribing practices. One hundred

ninety-nine (50%) providers completed the survey.

Results: Themajority (70%) of providers prescribe progestin-only contraceptivemethods to breastfeedingwomenwithin the first 6 weeks. Despite

these recommendations, a sizable minority of providers prescribe combined pills in the early postpartum period: 27% of providers have prescribed

combined pills and 13% of providers, mostly those in a university setting, routinely recommend them within the first 6 weeks postpartum.

Conclusion: Most providers follow expert recommendations regarding the initiation of hormonal contraception for breastfeeding women.

D 2006 Elsevier Inc. All rights reserved.

Keywords: Hormonal contraceptives; Breastfeeding; Prescribing

1. Introduction

A long-standing convention cautions breastfeeding

women against using combined oral contraceptives (OCs).

A number of organizations involved in women’s health care

support this guideline, including the American College of

Obstetricians and Gynecologists (ACOG), the World Health

Organization (WHO) and the International Planned Parent-

hood Federation (IPPF). The ACOG’s practice bulletin on

the use of contraception in women with coexisting medical

conditions states that, bCombination OCs are not recom-

mended as the first choice for breastfeeding mothers

because of the negative effect of contraceptive doses of

estrogen on lactation. The estrogenic component of combi-

nation OCs can reduce the volume of milk production and

the caloric and mineral content of breast milk in lactating

womenQ [1]. In contrast, progestin-only OCs are considered

first line for lactating women.

The WHO, in its 2004 medical eligibility criteria for

contraceptives, states that combined OCs are contraindicated

in the first 6 weeks of lactation, citing a btheoretical concern

that the neonate may be at risk due to exposure to steroid

hormones during the first 6 weeks postpartum.Q The WHO

states that the use of combined OCs in breastfeeding women

from 6 weeks to 6 months postpartum is a practice for which

harm probably outweighs the benefits, as the buse of

combined oral contraceptives during breastfeeding dimin-

ishes the quantity of breast milk, decreases the duration of

lactation and may thereby adversely affect the growth of the

infantQ [2]. The IPPF’s opinion is similar to that of the WHO,

but extends the caution even further, viewing combined OC

use prior to 6 months postpartum in breastfeeding women as

contraindicated, citing diminished quantity of breast milk

and decreased duration of lactation [3].

These recommendations are based on scanty and

flawed research. A recent Cochrane collaboration review

concludes that evidence is insufficient to reach conclu-

sions about the impact of hormonal contraception on

0010-7824/$ – see front matter D 2006 Elsevier Inc. All rights reserved.
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breastfeeding [4]. As many women worldwide breastfeed

and use OCs, these recommendations have a major public

health impact. Overall, the combined pill has advantages

over the progestin-only pill: it has fewer side effects (such

as irregular bleeding), better efficacy and higher contin-

uation rates [5]. If, however, the combined pill truly

diminishes the quantity of breast milk, then a progestin-

only pill might be preferable, taking into consideration the

needs of a particular patient. As a result of the need to

balance the importance of breastfeeding with the need for

optimal contraception, some providers offer combination

pills to breastfeeding mothers. The extent of this practice

is unknown.

The purpose of this study was to estimate what types of

OCs are prescribed for postpartum breastfeeding women by

New Mexico obstetrician gynecologists (OB-GYNs), family

physicians (FPs) and certified nurse midwives (CNMs), and

to estimate differences between provider types in prescrib-

ing practices.

2. Materials and methods

A 19-item survey was designed by the authors to assess

prescribing practices for postpartum OCs. The survey was

mailed to all FPs who performed deliveries and to all OB-

GYNs and CNMs in the state of New Mexico in January

2005. Contact information was obtained through the

American Medical Association physician list, the CNM

state midwifery society list and a University of New Mexico

Family Practice maternity care database. Reminder post-

cards were sent at 2 weeks, and telephone follow-up was

used for nonresponders. All survey data remained confi-

dential, available only to the investigators.

The survey was pretested and modified to clarify

questions based on responses from 20 OB-GYN residents.

Survey questions included demographic characteristics such

as age, years in practice, type of medical practice and

number of deliveries per year. Several questions explored

whether providers prescribe hormonal contraception to

breastfeeding women, the timing of initiation of hormonal

contraception relative to delivery and whether providers

routinely prescribe progestin-only methods, combined

methods or both. bTrue–falseQ knowledge and opinion

questions about their understanding of the impact of

hormonal contraception on milk quantity, milk quality and

infant growth were posed.

Two breastfeeding scenarios were presented as part of the

survey to determine whether providers altered their recom-

mendations about hormonal contraception based on patient

factors that could influence the success of breastfeeding. In

the favorable scenario, the patient successfully breastfed her

other children and is breastfeeding without problems in the

hospital. In the unfavorable scenario, the patient is

primiparous and is having difficulty breastfeeding in the

hospital. Responses were categorized into four categories:

bProgestin-only methods to begin after 6 weeksQ (the

most cautious)

bProgestin-only methods to begin within 6 weeksQ

bCombined pills to begin after 6 weeksQ

bCombined pills to begin within 6 weeksQ (the least

cautious).

Additional questions included opinions about the merits of

progestin-only versus combined OCs and whether providers

who recommended progestin-only pills for breastfeeding

women switched their patients to combined pills when they

had stopped breastfeeding.

The study was approved by the Human Research Review

Committee of the University of New Mexico. All data were

analyzed using SAS package. Because data for age and

years in practice were skewed, Kruskal–Wallis tests were

used for comparisons. Fisher’s Exact Test for two-way

frequency tables was used for overall analysis, and post hoc

testing was used to determine differences between pro-

viders. For providers’ opinion questions, estimated propor-

tions were reported with 95% confidence intervals (95%

CIs). The Generalized McNemar test was used to compare

differences in providers’ prescribing responses to two

Table 1

Demographic characteristics of the three groups of survey respondents (OB-GYNs, CNMs and FPs)

OB-GYN (n =63) CNM (n =65) FP (n =71) p

Gender [n (%)]

Male 30 0 41 b .001a

Female 33 (52) 65 (100) 28 (41)

Deliveries per year [n (%)]

1–50 9 (14) 11 (17) 54 (79) b .001a

N50 55 (86) 52 (83) 14 (21)

Type of practice [n (%)]

Solo–group 42 (65) 38 (59) 33 (50) b .001a

Health maintenance organization 9 (9) 8 (13) 0 (0)

University 15 (23) 11 (17) 16 (24)

Other 2 (3) 7 (11) 17 (26)

Age in years [mean (range)] 47 (33, N60) 48 (28, N60) 43 (28, 58) .006b

Years in practice [mean (range)] 15 (9–20) 11 (6–18) 10 (5–17) .01b

a Fisher’s Exact Test was used for gender, deliveries per year and type of practice.
b Kruskal–Wallis test was used for mean age and years in practice.

E. Espey et al. / Contraception 74 (2006) 389–393390



different breastfeeding scenarios — one more favorable and

one less favorable.

3. Results

The survey was mailed to 397 providers in total: 160 OB-

GYNs, 130 CNMs and 107 FPs. We received a total of

205 surveys; 199 answered affirmatively to the first

question, bDo you perform deliveries?Q The six who did

not perform deliveries were excluded from the analysis. The

overall response rate of usable surveys was 51% (63 from

OB-GYNs, 65 from CNMs and 71 from FPs). The

demographic characteristics of the three groups of providers

appear in Table 1. The midwives were all female, creating a

difference in gender from the other two groups. OB-GYNs

and CNMs were older and have performed more deliveries

than FPs. Eighty percent of all practitioners responding to

the questionnaire were either in solo–group practice or in

university practice. OB-GYNs have been in practice longer

than the CNMs and FPs surveyed.

Providers differed in some beliefs about the impact of

combined OC pills on breastfeeding (Table 2). A majority of

providers, but significantly more CNMs, believed that

combined OCs diminished milk supply, and about half of

all providers believed that breastfeeding duration was

decreased in combined OC users. The minority of providers,

but more CNMs, believed that combined OCs affected milk

quality. Most providers believed that infants of breastfeed-

ing mothers using combined OCs grow appropriately and

that combined pills are superior to progestin-only pills.

Only four providers, two OB-GYNs and two CNMs,

reported that they never recommend hormonal contraception

within 6 weeks or after 6 weeks postpartum. Of the

remaining providers, prescribing practices changed as a

function of time postpartum (Table 3). Within the first

6 weeks postpartum, 70% of all providers exclusively

prescribed progestin-only methods of hormonal contracep-

tion to breastfeeding women, and the majority reported that

they routinely discouraged combination pills because they

may decrease milk production. Thirty percent of providers

reported they had prescribed both progestin and combined

methods. After 6 weeks postpartum, the percentage of

providers who had ever prescribed both rose to 56%.

Although 30% had ever prescribed combined pills within

the first 6 weeks, 13% routinely recommended them in that

time frame. The majority of those who routinely recom-

mended combined pills within the first 6 weeks were

university providers, and the major reasons they cited for the

recommendation of combination pills over progestin-only

pills were greater effectiveness and better compliance.

Ninety-six percent of OB-GYNs and CNMs versus 79%

of FPs responded that they switched women from progestin-

only to combined pills when they stopped breastfeeding

(Fisher’s Exact Test, p=.003).

Providers who prescribe hormonal contraception to

breastfeeding women are more likely to prescribe in a cau-

tious manner when faced with a less favorable breastfeeding

scenario than when faced with a more favorable scenario

(Generalized McNemar test, p=.01). Of 171 respondents,

27 prescribed more cautiously in an unfavorable scenario

versus 7 who prescribed less cautiously and 134 who re-

mained neutral.

4. Discussion

The major finding of this survey is that most providers

prescribe progestin-only methods for hormonal contracep-

tion in breastfeeding women. A minority prescribe com-

bined pills prior to 6 weeks postpartum, and more providers

prescribe combined pills after 6 weeks postpartum.

Table 2

Providers’ opinions on the impact of combined OC pills on breastfeeding

Survey item OB-GYN CNM FP p

n yes/total n (%) [95% CI]

Combined OCs decrease milk quantity 48/61 (79) [66–88] 55/58 (95) [86–99] 45/55 (82) [69–81] .02a

Combined OCs decrease milk quality 6/43 (14) [5–28] 11/34 (32) [17–51] 5/49 (10) [3–22] .03a

Breastfeeding infants show appropriate growth 40/41 (98) [87–100] 26/29 (90) [73–98] 43/45 (96) [85–96] .38

Combined OCs decrease breastfeeding duration 20/42 (48) [32–64] 20/33 (61) [42–77] 23/50 (46) [32–61] .41

Combined OCs are superior to progestin-only pills 50/61 (82) [70–91] 45/59 (76) [63–86] 41/64 (64) [51–76] .07

The proportions reported reflect those persons answering either yes or no. Each estimated proportion is followed by its 95% CI. Those answering bdid not

knowQ were excluded from the analysis.
a CNMs were more likely than FPs or OB-GYNs to answer byesQ in post hoc testing.

Table 3

Types and timing of methods prescribed by providers who indicated that they beverQ prescribed hormonal contraception to breastfeeding women

Timing Type prescribed OB-GYN CNM FP p Post hoc test

Within 6 weeks postpartum Progestin methods only 34 (62%) 53 (83%) 37 (65%) .02 OB-GYNs and FPs more likely than

CNMs to prescribe combined pillsCombined and progestin methods 21 (38%) 11 (17%) 20 (35% )

n 55 64 57

After 6 weeks postpartum Progestin methods only 27 (48%) 35 (56%) 16 (27%) .003 FPs more likely than CNMs and

OB-GYNs to prescribe combined pillsCombined and progestin methods 29 (52%) 28 (44%) 44 (73%)

n 56 63 60
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OB-GYNs were more likely than midwives or FPs to

prescribe combined pills. University providers were more

likely than nonuniversity providers to prescribe combined

pills. The majority of all providers consider combined pills

to be superior to progestin-only pills.

The fact that providers used more caution in prescribing

combined pills to women in an unfavorable breastfeeding

scenario indicates that providers do take into account the

potential negative impact of hormonal contraceptives on

breastfeeding and factor individual patients’ circumstances

into their recommendations for the type and the timing of

hormonal contraceptives.

A limitation of our study is the 49% nonresponse rate.

The main demographic data available in our database for

nonresponders were on type of practice: university versus

nonuniversity. We did find a difference in response rates

between university (88%) and nonuniversity providers

(45%; pb .001). Since university providers were more likely

to routinely recommend combined pills within 6 weeks

postpartum, we probably overestimated the total percentage

of providers who routinely recommend combined pills

within 6 weeks postpartum.

One other report in the literature examines prescribing

practices. A 1981 survey of 754 doctors in 65 countries

found that 45% had ever prescribed a combination pill to

breastfeeding women [6]. The investigators found that

women’s preference, previous breastfeeding history and

the use of feeding supplements influenced their decision to

prescribe an estrogen-containing OC.

Recommendations from maternal–child health authori-

ties, such as the ACOG and the WHO, against the use of

combined OCs in breastfeeding women are unambiguous.

The rationale for the ACOG’s conservative guidance is

that 6 weeks of breastfeeding may give women time to

overcome initial difficulties in establishing milk supply and

that estrogen-containing pills would be less likely to

diminish milk production [7]. Although concerns have been

raised about the passage of hormones in breast milk,

estrogen-containing contraceptives are generally considered

compatible with breastfeeding [8]. An additional rationale

for waiting at least 2–3 weeks before beginning combined

OCs is the hypercoagulable postpartum state. Although

hypercoagulability and increased risk of thrombotic events

have been documented during the puerperium [9], no

studies have shown a higher incidence in women who

breastfeed and use OCs.

Despite strong recommendations against the initiation of

combined hormonal contraceptives prior to 6 weeks, a

sizable minority of providers prescribe combined pills in the

early postpartum period. Ironically, university providers —

those who have a particular responsibility to educate the

next generation of providers — were more likely not to

follow expert guidelines.

One explanation for not following the guidelines may be

the near-universality of providers’ opinions about the

superior contraceptive efficacy of combined pills over

progestin-only pills. In weighing the two important public

health issues of promoting breastfeeding and supporting the

prevention of unintended pregnancy, some providers may

believe that the superior nature of combined pills as a

contraceptive method outweighs the potential negative

impact on breastfeeding. Additionally, patients seen in our

university setting are often poor and may be uninsured or

may have lost their insurance shortly after delivery. Access

to return appointments for switching from one pill type to

another poses a greater difficulty for this population.

Another answer may lie in the scanty and imprecise

evidence linking the use of combined pills to a decline in

milk volume and a reduction in the duration of breastfeed-

ing. Although several reports in the literature address

hormonal contraception and lactation, most studies are

nonrandomized or simply reflect expert opinion [10–12].

Results are conflicting regarding the impact of estrogen-

containing contraceptives on milk volume and, more

importantly, breastfeeding duration and infant growth. A

Cochrane collaborative review cites only three randomized

controlled trials of sufficient quality to be included in their

review of the impact of estrogen-containing OCs on

breastfeeding [4]. All three trials suffered from major

methodologic flaws such as a large loss to follow-up, which

may invalidate the main conclusions. Additionally, the

reports failed to describe adequately a number of elements

of the study design, including randomization allocation,

allocation concealment, blinding of treatments and/or use of

intention-to-treat analysis. The Cochrane review concludes

that existing data are insufficient to make recommendations

about lactation and the use of hormonal contraception.

The study most often cited as the reason for expert

recommendations against prescribing combined OCs in

breastfeeding women is a WHO trial in which 343 women

were randomized to low-dose combined OCs or to progestin-

only pills, both initiated at 6 weeks postpartum [13]. The

major outcomes of the study were mean milk volume in a

given feeding, measured using a complicated methodology,

and infant growth. At 12 and 24weeks postpartum,meanmilk

volume was found to be significantly lower in the combined

OC group than in the progestin-only pill group (51 and 41 ml,

respectively, in the combined pill group versus 72 and 65 ml,

respectively, in the progestin-only pill group). No differences

in infant growth were noted between the two groups, and the

investigators concluded that their method of measuring milk

output bmay have little relationship to the amount actually

ingested by the baby during that or any 24-hour period.Q

Despite these limitations, the authors concluded that combi-

nation pills should not be used in breastfeeding women.

In a detailed review of the evidence, recommendations

and controversies surrounding estrogen-containing contra-

ceptives for breastfeeding women, Erwin [14] eloquently

describes the importance of choosing the correct contra-

ceptive. He affirms the superior efficacy and side-effect

profile of estrogen-containing pills over progestin-only pills

and alludes to the concern that women may discontinue
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breastfeeding in order to initiate combined pills. He acknowl-

edges the risk of rapid repeat pregnancy in a woman who

foregoes her preferred contraceptive in order to breastfeed.

He concludes, in agreement with experts, that combined pills

should not be used in the first 2 months postpartum, although

bno consistent findings show deleterious effects of combined

pill use on infant growth and development when pill use has

begun after lactation is established.Q The Cochrane review

concludes by calling for appropriately designed randomized

controlled trials examining the impact of hormonal contra-

ception on breastfeeding. This study was undertaken to

delineate practice patterns of clinicians in New Mexico and

not to promote changes in prescribing practices. Until well-

designed randomized trials have been completed, providers

may reasonably continue to prescribe according to their

preference or to counsel patients about nonhormonal contra-

ceptive methods such as the intrauterine device, an ideal

method of contraception for breastfeeding women. A well-

designed study is urgently needed to determine the impact of

hormonal contraception on breastfeeding and infant growth

to help guide clinicians’ practice.
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Obstetrician-Gynecologists and the Intrauterine
Device: A Survey of Attitudes and Practice

Nancy L. Stanwood, MD, MPH, Joanne M. Garrett, PhD, and Thomas R. Konrad, PhD

OBJECTIVE: To assess obstetrician-gynecologists’ clinical
use of the intrauterine device (IUD), their attitudes toward
the IUD and how they select IUD candidates, and to test the
hypotheses that limited residency training in IUDs, fear of
litigation, and a belief that IUDs cause pelvic inflamma-
tory disease decrease IUD use.

METHODS: We performed a national mailed survey of 811
practicing obstetrician-gynecologists obtained from sys-
tematic sampling of ACOG membership listings to assess
use of and attitudes toward the IUD.

RESULTS: The survey response rate was 50%. Most respon-
dents agreed that the copper IUD is safe (95%) and effective
(98%). However, 20% of respondents had not inserted an
IUD in the past year, and of those who had, most (79%)
reported inserting 10 or fewer. Fear of litigation and a belief
that IUDs cause pelvic inflammatory disease were associ-
ated with lower IUD use; the number of IUDs inserted
during residency was not. In selecting IUD candidates,
respondents were most restrictive about patient monog-
amy. Having less conservative criteria for selecting IUD
candidates was associated with greater IUD use. Respon-
dents with liberal criteria inserted a mean of nine IUDs in
the past year, whereas those with conservative criteria
inserted four.

CONCLUSIONS: Becausemost obstetrician-gynecologists are
inserting few IUDs, educational programs should target
these physicians to expand their IUD use. Such programs
should highlight modern IUD safety and the rarity of
litigation. The number of IUDs inserted in residency may
be less important than the development of less restrictive,
more evidence-based criteria for selecting IUD candidates.
(Obstet Gynecol 2002;99:275–80. © 2002 by the Ameri-
can College of Obstetricians and Gynecologists.)

The intrauterine device (IUD) provides safe1 and ef-
fective2 contraception, and 12% of married women of
reproductive age worldwide use it.1 In the United States,

however, only 0.8% of women using contraception
use the IUD.3 Before the debacle involving the Dalkon
shield, 9.5% of married, white US women using con-
traception used the IUD.4 After the Dalkon Shield, man-
ufacturers withdrew most devices from the US market,
and IUD use decreased.5 Physicians and the public
developed a persistent fear that all IUDs cause pelvic
inflammatory disease (PID) despite evidence that PID
after modern copper IUD insertion occurs rarely, at a
rate of 1.6 per 1000 woman-years of use.6 Reanalysis
of the early studies linking IUDs and PID question
their methodology and generalizability.7,8 The relative
underuse of the IUD in the United States reflects these
public and professional concerns. The reluctance of
US physicians to recommend IUDs except in narrowly
selected patients9 contributes to this underuse. Many
factors contribute to this reluctance, including a lack of
training in use of IUDs during residency, a fear of
litigation, and a belief that the IUD creates a high risk for
PID.10–12

Little is known about how obstetrician-gynecologists
use the IUD in clinical practice, what their attitudes
toward the IUD are, or how they select IUD candidates
in their practices. In 1989, Kooiker and Scutchfield11

surveyed obstetrician-gynecologists and family and gen-
eral internal medicine physicians in San Diego County,
CA, shortly after the 1988 release of the Paragard
T380A Intrauterine Copper Contraceptive device (Or-
tho Pharmaceutical Corporation, Raritan, NJ) in the
United States. They asked the physicians whether they
recommended this new IUD to patients and whether
they planned to use it in their practices. In their sample,
40% were not recommending this IUD to any patients.
Respondents with a low knowledge score about this
IUD, limited experience with IUD insertion, and non–
obstetrician-gynecologist specialty had a more negative
attitude toward this IUD and a lower willingness to
recommend it. The top two reasons given for not recom-
mending this IUD were fear of legal liability and a belief
that the IUD was not medically safe.
No surveys of IUD use by US physicians have been
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published in the peer-reviewed literature since the study
by Kooiker and Scutchfield. Recent advances in IUD
technology, exemplified by the entry of a new type of
IUD into the US market—the Mirena levonorgestrel-
releasing intrauterine system (Berlex Laboratories,
Montville, NJ)—make our study particularly timely. Un-
derstanding how physicians feel about and use the IUD
in practice is important in designing targeted educational
programs for the current generation of physicians. We
aimed to assess obstetrician-gynecologists’ current use of
the IUD in practice, their attitudes toward the IUD, and
the factors they consider when selecting patients as IUD
candidates. Further, we aimed to test the hypotheses that
limited IUD training in residency, fear of litigation, and a
belief in a strong causal link between IUDs and PID are
associated with lower IUD use in practice.

MATERIALS AND METHODS

We designed a self-administered written survey to ascer-
tain knowledge, attitudes, and practices among obstetri-
cian-gynecologists with regard to the IUD, as well as
demographic, training, and practice information. We
constructed the sampling frame from the geographic
listing of the membership directory of the ACOG, in-
cluding all members in active practice (Fellow or Junior
Fellow in Practice) who had a mailing address in the 50
United States or the District of Columbia and were not
listed in the military. Starting at a random number, we
selected a systematic sample of every 30th name, yield-
ing a list of 811 names. We mailed the questionnaire to
each of these obstetrician-gynecologists with a cover
letter signed by the primary investigator and a postpaid
return envelope. We conducted two mailings between
July and September of 2000.
We tested for nonresponse bias by comparing respon-

dents and nonrespondents on county-level demographic
information linked by ZIP code to data in the Area
Resource File (http://www.arfsys.com). Specifically, we
looked at urban or rural practice location, county per
capita income, several physician workforce variables,
and variables reflecting the demographic structure of the
communities served by the physicians (eg, total births
and the percentage of women in the population).We had
no demographic information on nonresponders from
our original sampling frame, the ACOG Membership
Directory. To address this issue, we compared a random
sample of 100 responders and 100 nonresponders. We
obtained information on sex and year of graduation
from medical school in nonresponders by using the
American Medical Association’s Web-based physician
directory (http://www.ama-assn.org). We added four to
the year of medical school graduation to estimate the

year of residency graduation. In analyses comparing
responders with nonresponders, we used a two-sample
Student t test for normally distributed continuous vari-
ables, the Wilcoxon rank-sum test for non-normal vari-
ables, and the Pearson x

2 test for categorical variables.
We performed descriptive analyses of the main out-

come of interest—the reported number of IUDs inserted
in the past year—and demographic and attitudinal vari-
ables. We tested for associations between the reported
number of IUDs inserted in the past year and demo-
graphic and attitudinal variables. Because the main out-
come had a non-normal distribution, we performed both
parametric and nonparametric tests; data are reported as
means when results were similar. We used a two-sample
Student t test and Spearman correlation for continuous
independent variables and one-way analysis of variance
and the Kruskal–Wallis test for nominal independent
variables. We also created a scale of conservative-to-
liberal IUD candidate selection by summing responses to
five variables, measured on a Likert scale, that queried
respondents’ attitude toward parity, history of sexually
transmitted disease (STD) and PID, marital status, and
monogamy. We analyzed this scale in three categories:
most conservative, moderate, and most liberal. This
scale had an acceptable Cronbach a value of .70. We
performed all analyses using Stata 6.0 (Stata Corpora-
tion, College Station, TX).

RESULTS

Of the 811 ACOG fellows to whom we mailed our
survey, 400 returned complete responses, 17 had their
mailing returned as undeliverable, and 26 returned in-
valid or incomplete responses, for a final response rate of
50%. This response rate is only slightly lower than the
52% response typical of large national physician sur-
veys13 and is higher than that reported in previous
random surveys of general ACOG members, which
averaged 40%.14–22 Respondents and nonrespondents
did not differ in county-level demographic information
on income; rural or urban mix; or physician workforce,
including obstetrician-gynecologist workforce. Respon-
dents completed residency training more recently than
nonrespondents did (mean year of graduation 1984 ver-
sus 1981, P 5 .04) and were more likely to be female
(37% versus 26%, P 5 .07). The difference in sex distri-
bution was not significant after adjustment for year of
graduation, and the 3-year difference in the mean year of
residency graduation was small.
Among respondents, 37% were female, the mean age

was 47 years, and themean year of residency completion
was 1984 (Table 1). Seventy percent were in private
practice and 14% were in academic departments, and
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83% were generalists. They reported seeing an average
of 88 patients in the office during a normal week. These
characteristics are similar to those observed in recent
surveys of ACOG members.14–16,18,19,23

Most respondents (80%) reported inserting IUDs in
the last year, although 79% reported inserting 10 or
fewer. The mean number of IUDs inserted in the past
year was seven. Almost one third (32%) of respondents
inserted 1 to 4 IUDs, 31% inserted 5 to 10 IUDs, and
17% inserted more than 10 IUDs. Respondents reported
that they discussed a new or different contraceptive
method with an average of 15% of their patients seen in
the office. When asked to estimate the proportion of
their patients using contraception whom they consider to
be IUD candidates, half of respondents said 15% or less.
During residency, most respondents reported inserting
some IUDs; 13% inserted none, 38% inserted 1 to 20,
22% inserted 21 to 50, and 27% inserted more than 50.
Respondents had a remarkably positive attitude to-

ward the IUD in general as a contraceptive method.
Ninety-eight percent agreed that the Copper T380A
IUD is effective, and 95% agreed that it is safe. Most
(79%) agreed that they had enough time to counsel their
patients on contraceptive options, and 64% believed that
their patients were receptive to learning about the IUD.
However, 20% percent agreed that the IUD was an
abortifacient, and 16% agreed that it would lead to
lawsuits against them.
Respondents restricted IUD candidates most tightly

on the basis of monogamy and PID history. When
presented with hypothetical characteristics of patients,
84% agreed that a woman in a nonmonogamous rela-
tionship should not have an IUD, and 81% agreed that a
woman with a history of PID should not have an IUD.
About two thirds of respondents did not recommend
IUDs to nulliparous women or those with a history of
STDs. Respondents were least restrictive about marital

status; 31% agreed that a woman who is not married
should not have an IUD. We then asked them how
strongly different characteristics affect their selection of
IUD candidates. Most (81%) were strongly affected by
monogamy status. About two thirds (68%) responded
that parity status had a strong effect on their decision,
and a minority felt that marital status and the patient’s
education level affected their decision (40% and 30%,
respectively).
We asked, “By what percent do you believe that a

Copper T380A IUD increases the risk of PID over 10
years?” Twenty percent responded “zero,” indicating
that this minority does not believe in a causal relation-
ship between IUDs and PID. Nearly 40% responded that
the increased risk is 1% to 9%, 17% that the risk is
increased 10%, and 12% that the increase in risk is
greater than 10%. Thus, nearly one third of physicians
responded that IUDs increase the risk of PID by 10% or
more, indicating a strong belief in a long-term causal
relationship.
We tested for associations between the reported num-

ber of IUDs inserted in the last year and demographic
characteristics of respondents. Sex and geographic re-
gion were not associated with the reported number of
IUDs inserted. Age and year of graduation of residency
were highly correlated, and both were associated with
IUD insertion. Younger and more recent graduates in-
serted more IUDs. Respondents aged 31 to 45 inserted a
median of 5 IUDs, those aged 46 to 55 inserted a median
of 4, and those aged 56 to 73 inserted a median of 3 (P5

.04). Each practice type had similar reported median
numbers of IUDs inserted, ranging from 2 to 5, except
for one: Physicians in health maintenance organizations
reported inserting a median of 10 IUDs, but only 8
respondents were in this group.
To test our main hypotheses about underuse of the

IUD in the United States, we tested for associations
between the reported number of IUDs inserted in the
past year and residency training in IUDs, fear of litiga-
tion, and a belief in a causal link between IUDs and PID
(Table 2). We found no association between the number
of IUDs inserted during residency and the reported
number inserted in the last year. We found a significant
association between fear of litigation and reported num-
ber of IUDs inserted in the last year. Sixteen percent of
respondents agreed that using the IUD in practice puts
them at risk for litigation. These respondents reported
inserting a mean of 4 IUDs, whereas those who dis-
agreed inserted 10 (P , .001).
We found a significant overall association (P 5 .004)

between a belief in a causal link between IUDs and PID

Table 1. Respondent Characteristics

Characteristic
Percentage or
mean (range)

Female (%) 37
Male (%) 63
Age (y) 47 (31–73)
Year graduated from residency 1984 (1957–98)
Generalists (%) 83
Practice type (%)
Private practice 70
Academic 14
Multispecialty 8
HMO 2
Other 6

Patients seen per week 88 (5–300)

HMO 5 health maintenance organization.
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and reported IUD use in practice when we asked the
question, “By what percent do you believe that a Copper
T380A IUD increases the risk of PID over 10 years of
use?” Physicians who responded “zero” had a higher
mean number of IUDs inserted in the past year than did
those who responded “.1%” (nine versus seven, two-
sample Student t test P 5 .008).
We developed a score of conservative-to-liberal IUD

candidate selection behavior using five questions on
patient characteristics (nulliparity, STD and PID history,
marital status, and monogamy). On the basis of score,
we categorized respondents as conservative, moderate,
or liberal. Reported use of the IUD in practice was
associated with this score. The conservative group re-
ported inserting fewer IUDs in the past year than the
liberal group (four versus nine, P , .001).

DISCUSSION

Most obstetrician-gynecologists insert IUDs in clinical
practice, but they report inserting few per year. Although
attitudes toward the safety and effectiveness of the IUD
are very positive, most respondents believe that a long-
term causal relationship exists between the modern cop-
per IUD and PID. Twenty-nine percent of respondents
considered this increased risk to be 10% or greater.
The evidence argues against such a conclusion. A

transient sixfold increased risk exists for 21 days after
insertion, after which the rate of PID decreases to 0.059

per 100 woman-years of use with the Copper T380A
device.6 The evidence does not demonstrate a long-term
risk of PID definitively attributable to the IUD.6 Instead,
sexual behavior and resultant exposure to chlamydia
and gonorrhea produce the largest attributable risk for
PID24 (Shelton JD. Risk of clinical pelvic inflammatory
disease attributable to an intrauterine device [Research
Letter]. Lancet 2001;357:443). No study has answered
the question of whether the risk of progression to PID is
greater or lesser in a womanwith cervicitis and amodern
copper IUD than in a woman with cervicitis but no
IUD.8Nor does evidence indicate that having an IUD in
place will worsen a case of PID. In contrast to current
evidence that the IUD does not cause PID in the long
term, manufacturer recommendations (Paragardt
T380A Copper Contraceptive. Prescribing information.
Raritan, NJ: Ortho Pharmaceutical Corporation, 1997)
list any lifetime history of PID as a contraindication to
use of a copper IUD. Similarly, the ACOG Technical
Bulletin on IUDs9 describes the ideal IUD candidate as
having no history of PID.
Our survey supports the hypothesis that a fear of

litigation limits use of the IUD in practice among obste-
trician-gynecologists. Fortunately, a majority of respon-
dents believed that IUDs do not lead to lawsuits, an
opinion supported by reviews of physician litigation
experience.12 Our results do not support the hypothesis
that the number of IUDs inserted in residency is associ-

Table 2. Factors Associated With Reported Intrauterine Device Use in Clinical Practice

Factor
Respondents

(%)

Mean IUDs
inserted

last year (n) P *

Number of IUDs inserted during residency
None 13 7 .49
1–20 38 6
21–50 22 8
51–100 13 6
.100 14 8

IUD use leads to litigation
Agreed 16 4 ,.001
Neutral 23 6
Disagreed 61 10

Percentage increased risk of PID due to IUDs
0% 20 9 .004
1–5% 36 7
.5% 32 7
Unsure/missing 12 3
IUD candidate selection criteria
Conservative 35 4 ,.001
Moderate 27 7
Liberal 38 9

IUD 5 intrauterine device; PID 5 pelvic inflammatory disease.
* Overall significance from one-way analysis of variance.
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ated with current reported use of the IUD in clinical
practice. Rather, the association of a respondent’s con-
servative-to-liberal score in patient selection with IUD
use may indicate that the teaching of candidate selection
drives physicians’ future use of the IUD.
Our survey has several limitations. Because it is cross-

sectional, we can find associations but not cause-and-
effect relationships. Thus, respondents may have devel-
oped more liberal criteria for IUD candidate selection
after inserting many IUDs and becoming comfortable
with the low rate of complications rather than by devel-
oping more liberal criteria that then cause them to insert
higher numbers.We also relied on respondents’ recall of
the number of IUDs inserted in the past year and during
residency. Our results may not be generalizable to all
obstetrician-gynecologists in the United States. Because
respondents graduated slightly more recently from resi-
dency than did nonrespondents, our survey may over-
estimate the use of IUDs by practicing obstetrician-
gynecologists. Finally, our survey addresses neither the
decision to use an IUD from the woman’s perspective
nor issues of insurance coverage for contraceptives.
Our findings nevertheless have important implica-

tions for physician training and education. Because most
obstetrician-gynecologists are inserting few IUDs, edu-
cational programs should target these physicians to ex-
pand their IUD use. Such programs should highlight the
evidence for IUD safety and the rarity of litigation. The
number of IUDs inserted in residency may be less im-
portant than the development of less conservative, more
evidence-based criteria for selecting IUD candidates.
The IUD is a safe and effective method of contracep-

tion. Its broader use in the United States is limited, not
because obstetrician-gynecologists believe that the IUD
is ineffective, or that they lack skill or knowledge in its
use, but because of a persistent belief that IUDs cause
PID, which results in lawsuits. The evidence does not
support these fears about modern devices, and such tight
restrictions fail to weigh the competing risk of unin-
tended pregnancy from use of less effective methods.
Failure to weigh this risk has profound public health
implications in a country in which 49% of pregnancies
are unintended and 53% of unintended pregnancies hap-
pen after contraceptive failure or misuse.25

Many women could safely use the IUD but are not
offered this contraceptive method because physicians’
selection of IUD candidates is unduly restrictive. Edu-
cating physicians about the safety of IUDs may expand
their use of IUDs. More women would then be offered a
method of convenient, safe, and highly effective long-
term contraception.

REFERENCES

1. Rinehart W. IUDs—An update. Popul Rep B 1995:1–35.

2. Trussell J, Vaughan B. Contraceptive failure, method-
related discontinuation and resumption of use: Results
from the 1995 National Survey of Family Growth. Fam
Plann Perspect 1999;31:64–72, 93.

3. Piccinino LJ, Mosher WD. Trends in contraceptive use in
the United States: 1982-1995. Fam Plann Perspect 1998;
30:4–10, 46.

4. Westoff CF, Jones EF. Contraception and sterilization in
the United States, 1965-1975. Fam Plann Perspect 1977;9:
153–7.

5. Forrest JD. The end of IUD marketing in the United
States: What does it mean for American women? Fam
Plann Perspect 1986;18:52–7.

6. Farley TM, Rosenberg MJ, Rowe PJ, Chen JH, Meirik O.
Intrauterine devices and pelvic inflammatory disease: An
international perspective. Lancet 1992;339:785–8.

7. Kessel E. Pelvic inflammatory disease with intrauterine
device use: A reassessment. Fertil Steril 1989;51:1–11.

8. Grimes DA. Intrauterine device and upper-genital-tract
infection. Lancet 2000;356:1013–9.

9. American College of Obstetricians and Gynecologists.
The intrauterine device. ACOG technical bulletin no. 164.
Washington, DC: American College of Obstetricians and
Gynecologists, 1992.

10. Westhoff C. The IUD in evolution. Obstet Gynecol Surv
1996;51:S20–4.

11. Kooiker CH, Scutchfield FD. Barriers to prescribing the
Copper T 380A intrauterine device by physicians. West
J Med 1990;153:279–82.

12. Westhoff C, Marks F, Rosenfield A, Roig A, Nicholas A.
Clinical and legal factors influencing IUD use in the
United States. In: Bardin C, Mishell D, eds. Proceedings
from the Fourth International Conference on IUDs. Bos-
ton: Butterworth-Heinemann, 1994:100–8.

13. Cummings SM, Savitz LA, Konrad T. Reported response
rates to mailed physician questionnaires. Health Serv Res
2001;36:1347–55.

14. Erickson K, Schmidt L, Santesso DL, Schulkin J, Gregory
K, Hobel C. Obstetrician-gynecologists’ knowledge and
training about antenatal corticosteroids. Obstet Gynecol
2001;97:140–6.

15. Power ML, Holzman GB, Schulkin J. Knowledge and
clinical practice regarding folic acid among obstetrician-
gynecologists. Obstet Gynecol 2000;95:895–8.

16. Diekman ST, Floyd RL, Decoufle P, Schulkin J, Ebrahim
SH, Sokol RJ. A survey of obstetrician-gynecologists on
their patients’ alcohol use during pregnancy. Obstet
Gynecol 2000;95:756–63.

17. Wilkins-Haug L, Hill LD, Power ML, Holzman GB,
Schulkin J. Gynecologists’ training, knowledge, and expe-
riences in genetics: A survey. Obstet Gynecol 2000;95:
421–4.

279VOL. 99, NO. 2, FEBRUARY 2002 Stanwood et al Intrauterine Device Survey



18. Power ML, Holzman GB, Schulkin J. Knowledge and
clinical practice regarding calcium nutrition among obste-
trician-gynecologists. Obstet Gynecol 1999;94:421–6.

19. Wilkins-Haug L, Hill L, Schmidt L, Holzman GB, Schul-
kin J. Genetics in obstetricians’ offices: A survey study.
Obstet Gynecol 1999;93:642–7.

20. Horan DL, Chapin J, Klein L, Schmidt LA, Schulkin J.
Domestic violence screening practices of obstetrician-gyne-
cologists. Obstet Gynecol 1998;92:785–9.

21. Scroggs JA, Griffin LP, Bayerl M, Schulkin J. Obstetrician-
gynecologists as primary care physicians: The perspectives
of health maintenance organization medical directors and
obstetrician-gynecologists. Obstet Gynecol 1997;90:
291–5.

22. Schmidt LA, Greenberg BD, Holzman GB, Schulkin J.
Treatment of depression by obstetrician-gynecologists: A
survey study. Obstet Gynecol 1997;90:296–300.

23. American College of Obstetricians and Gynecologists.

Profile of Ob-gyn Practice, 1991-1998. Washington, DC:
American College of Obstetricians and Gynecologists,
2000.

24. Lee NC, Rubin GL, Borucki R. The intrauterine device
and pelvic inflammatory disease revisited: New results
from the Women’s Health Study. Obstet Gynecol 1988;
72:1–6.

25. Henshaw SK. Unintended pregnancy in the United States.
Fam Plann Perspect 1998;30:24–9.

Address reprint requests to: Nancy L. Stanwood, MD, MPH,
Department of Obstetrics and Gynecology, University of
Rochester Medical Center, Box 668, Room 2-4446, 601 Elm-
wood Avenue, Rochester, NY 14642-8668; E-mail:
nancy_stanwood@urmc.rochester.edu.

Received May 31, 2001. Received in revised form October 22, 2001.
Accepted October 25, 2001.

280 Stanwood et al Intrauterine Device Survey OBSTETRICS & GYNECOLOGY



A to Z Index  |  FAQs  |  About BLS  |  Contact Us Subscribe to E-mail Updates

Follow Us | What's New | Release Calendar | Blog

Search BLS.gov

Occupational Employment Statistics SHARE ON: PRINT: OES 

SEARCH OES

Go

Occupational Employment and Wages, May 2017

29-1062 Family and General Practitioners

Physicians who diagnose, treat, and help prevent diseases and injuries that commonly occur in the general population. May refer patients 

to specialists when needed for further diagnosis or treatment.

National estimates for this occupation

Industry profile for this occupation
Geographic profile for this occupation

National estimates for this occupation: Top

Employment estimate and mean wage estimates for this occupation:

Employment (1)
Employment

RSE (3)

Mean hourly

wage

Mean annual

wage (2)
Wage RSE (3)

126,440 2.0 % $100.27 $208,560 1.0 %

Percentile wage estimates for this occupation:

Percentile 10% 25% 
50%

(Median) 
75% 90% 

Hourly Wage $35.21 $66.39 $95.55 (5) (5)

Annual Wage (2) $73,240 $138,100 $198,740 (5) (5)

Industry profile for this occupation: Top

Industries with the highest published employment and wages for this occupation are provided. For a list of all industries with 

employment in this occupation, see the Create Customized Tables function.

Industries with the highest levels of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

Offices of Physicians 83,320 3.27 $102.73 $213,670

General Medical and Surgical Hospitals 22,620 0.41 $97.66 $203,140

Outpatient Care Centers 9,440 1.07 $102.84 $213,900

Colleges, Universities, and Professional Schools 3,820 0.13 $57.35 $119,280

Local Government, excluding schools and hospitals 
(OES Designation) 

1,510 0.03 $98.21 $204,280

Industries with the highest concentration of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

Offices of Physicians 83,320 3.27 $102.73 $213,670

Outpatient Care Centers 9,440 1.07 $102.84 $213,900

General Medical and Surgical Hospitals 22,620 0.41 $97.66 $203,140

Psychiatric and Substance Abuse Hospitals 560 0.24 $95.97 $199,620

Colleges, Universities, and Professional Schools 3,820 0.13 $57.35 $119,280

Top paying industries for this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

Specialty (except Psychiatric and Substance Abuse) 

Hospitals 
190 0.07 $112.63 $234,270

Medical and Diagnostic Laboratories 90 0.03 $112.48 $233,950
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Residential Intellectual and Developmental 

Disability, Mental Health, and Substance Abuse 
Facilities 

50 0.01 $112.11 $233,200

Management of Companies and Enterprises 150 0.01 $111.78 $232,510

Management, Scientific, and Technical Consulting 
Services 

90 0.01 $106.36 $221,220

Geographic profile for this occupation: Top

States and areas with the highest published employment, location quotients, and wages for this occupation are provided. For a list of all 

areas with employment in this occupation, see the Create Customized Tables function.

States with the highest employment level in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

California 13,950 0.84 0.94 $94.32 $196,180

Florida 12,710 1.51 1.70 $103.51 $215,300

Illinois 9,160 1.54 1.74 $105.91 $220,290

Texas 7,910 0.67 0.75 $98.39 $204,660

Missouri 5,280 1.89 2.14 $83.14 $172,940
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States with the highest concentration of jobs and location quotients in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Missouri 5,280 1.89 2.14 $83.14 $172,940

Nebraska 1,680 1.73 1.95 $109.15 $227,020

Illinois 9,160 1.54 1.74 $105.91 $220,290

Idaho 1,060 1.54 1.73 $106.03 $220,550

Florida 12,710 1.51 1.70 $103.51 $215,300
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Top paying States for this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

New Hampshire 910 1.41 1.58 $124.36 $258,670

Wisconsin 2,420 0.86 0.96 $116.51 $242,340

Iowa 1,840 1.20 1.35 $116.23 $241,760

South Carolina 2,670 1.33 1.50 $112.70 $234,420

Washington 1,200 0.38 0.42 $110.73 $230,330
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Metropolitan areas with the highest employment level in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Chicago-Naperville-Arlington 
Heights, IL Metropolitan Division 

6,200 1.69 1.91 $101.36 $210,820

Los Angeles-Long Beach-Glendale, 
CA Metropolitan Division 

4,440 1.00 1.13 $86.25 $179,400

Houston-The Woodlands-Sugar 

Land, TX 
2,760 0.94 1.06 $102.55 $213,300

St. Louis, MO-IL 2,570 1.89 2.13 $68.11 $141,670

Boston-Cambridge-Newton, MA 

NECTA Division 
2,500 1.36 1.53 $104.78 $217,940

Phoenix-Mesa-Scottsdale, AZ 2,330 1.18 1.33 $96.32 $200,340

Atlanta-Sandy Springs-Roswell, GA 1,880 0.72 0.81 $97.17 $202,100

Tampa-St. Petersburg-Clearwater, 
FL 

1,850 1.44 1.63 $108.25 $225,160

Washington-Arlington-Alexandria, 
DC-VA-MD-WV Metropolitan 

Division 

1,750 0.69 0.78 $82.65 $171,900

Minneapolis-St. Paul-Bloomington, 
MN-WI 

1,740 0.90 1.01 $103.07 $214,390
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Metropolitan areas with the highest concentration of jobs and location quotients in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Columbia, MO 480 5.19 5.85 $115.06 $239,320

Punta Gorda, FL 170 3.60 4.06 $93.56 $194,600

Coeur d'Alene, ID 190 3.20 3.60 $128.54 $267,370

Staunton-Waynesboro, VA 150 3.17 3.57 $114.01 $237,130

New Bedford, MA 200 3.05 3.44 $130.36 $271,140

Sumter, SC 110 3.01 3.39 $124.85 $259,690

Augusta-Richmond County, GA-SC 630 2.87 3.23 $60.19 $125,190

Florence, SC 240 2.85 3.21 $118.12 $245,680

Ames, IA 130 2.85 3.22 $132.48 $275,550

Palm Bay-Melbourne-Titusville, FL 560 2.72 3.06 $108.50 $225,690
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Top paying metropolitan areas for this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

The Villages, FL 30 1.28 1.45 (5) (5)

St. Joseph, MO-KS 100 1.90 2.15 (5) (5)

Enid, OK (8) (8) (8) $137.07 $285,110

Longview, TX (8) (8) (8) $134.69 $280,150

Hilton Head Island-Bluffton-
Beaufort, SC 

120 1.67 1.88 $133.82 $278,350

Sebring, FL (8) (8) (8) $133.66 $278,020

Appleton, WI (8) (8) (8) $133.59 $277,870

Kankakee, IL 110 2.55 2.87 $133.24 $277,140

Portsmouth, NH-ME 130 1.40 1.58 $133.02 $276,680

Knoxville, TN 140 0.37 0.42 $132.54 $275,680

Nonmetropolitan areas with the highest employment in this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

North Northeastern Ohio non-
metropolitan area (non-

contiguous) 

330 0.99 1.12 $103.05 $214,350

Northwest Lower Peninsula of 

Michigan nonmetropolitan area 
270 2.23 2.51 $107.10 $222,770

Southeast Missouri 

nonmetropolitan area 
260 1.60 1.80 $115.81 $240,880

Central Missouri nonmetropolitan 
area 

260 1.61 1.82 $115.81 $240,880

Central Nebraska nonmetropolitan 
area 

250 2.35 2.65 $127.51 $265,220

Nonmetropolitan areas with the highest concentration of jobs and location quotients in this occupation: 
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Nonmetropolitan area Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

West Central New Hampshire 

nonmetropolitan area 
200 3.06 3.45 $127.98 $266,210

Northern New Hampshire 
nonmetropolitan area 

90 2.54 2.87 $132.12 $274,810

Southwest Colorado 
nonmetropolitan area 

240 2.50 2.82 $93.24 $193,940

Central Nebraska nonmetropolitan 
area 

250 2.35 2.65 $127.51 $265,220

Northwest Lower Peninsula of 
Michigan nonmetropolitan area 

270 2.23 2.51 $107.10 $222,770

Top paying nonmetropolitan areas for this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

West Texas Region of Texas 
nonmetropolitan area 

80 0.39 0.44 $134.51 $279,780

South Georgia nonmetropolitan 
area 

150 0.83 0.93 $133.62 $277,930

Balance of Alaska nonmetropolitan 

area 
120 1.66 1.87 $133.23 $277,110

Northeast Nebraska 

nonmetropolitan area 
(8) (8) (8) $132.66 $275,930

Northern New Hampshire 
nonmetropolitan area 

90 2.54 2.87 $132.12 $274,810

About May 2017 National, State, Metropolitan, and Nonmetropolitan Area Occupational Employment and Wage Estimates

These estimates are calculated with data collected from employers in all industry sectors, all metropolitan and nonmetropolitan areas, 

and all states and the District of Columbia. The top employment and wage figures are provided above. The complete list is available in 

the downloadable XLS files.

The percentile wage estimate is the value of a wage below which a certain percent of workers fall. The median wage is the 50th 

percentile wage estimate--50 percent of workers earn less than the median and 50 percent of workers earn more than the median. More 

about percentile wages.

(1) Estimates for detailed occupations do not sum to the totals because the totals include occupations not shown separately. Estimates 

do not include self-employed workers.

(2) Annual wages have been calculated by multiplying the hourly mean wage by a "year-round, full-time" hours figure of 2,080 hours; for 

those occupations where there is not an hourly wage published, the annual wage has been directly calculated from the reported survey 

data.

(3) The relative standard error (RSE) is a measure of the reliability of a survey statistic. The smaller the relative standard error, the more 

precise the estimate.

(5) This wage is equal to or greater than $100.00 per hour or $208,000 per year.

(8) Estimate not released.

(9) The location quotient is the ratio of the area concentration of occupational employment to the national average concentration. A 

location quotient greater than one indicates the occupation has a higher share of employment than average, and a location quotient less 

than one indicates the occupation is less prevalent in the area than average. 

Other OES estimates and related information:

May 2017 National Occupational Employment and Wage Estimates

May 2017 State Occupational Employment and Wage Estimates

May 2017 Metropolitan and Nonmetropolitan Area Occupational Employment and Wage Estimates

May 2017 National Industry-Specific Occupational Employment and Wage Estimates

May 2017 Occupation Profiles

Technical Notes
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29-1141 Registered Nurses

Assess patient health problems and needs, develop and implement nursing care plans, and maintain medical records. Administer nursing 

care to ill, injured, convalescent, or disabled patients. May advise patients on health maintenance and disease prevention or provide case 

management. Licensing or registration required. Includes Clinical Nurse Specialists. Excludes "Nurse Anesthetists" (29-1151), "Nurse 

Midwives" (29-1161), and "Nurse Practitioners" (29-1171).

National estimates for this occupation

Industry profile for this occupation
Geographic profile for this occupation

National estimates for this occupation: Top

Employment estimate and mean wage estimates for this occupation:

Employment (1)
Employment

RSE (3)

Mean hourly

wage

Mean annual

wage (2)
Wage RSE (3)

2,906,840 0.5 % $35.36 $73,550 0.2 %

Percentile wage estimates for this occupation:

Percentile 10% 25% 
50%

(Median) 
75% 90% 

Hourly Wage $23.41 $27.57 $33.65 $41.33 $50.05

Annual Wage (2) $48,690 $57,340 $70,000 $85,960 $104,100

Industry profile for this occupation: Top

Industries with the highest published employment and wages for this occupation are provided. For a list of all industries with 

employment in this occupation, see the Create Customized Tables function.

Industries with the highest levels of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

General Medical and Surgical Hospitals 1,685,820 30.64 $36.45 $75,820

Offices of Physicians 196,040 7.69 $32.16 $66,890

Home Health Care Services 179,310 12.84 $33.77 $70,230

Nursing Care Facilities (Skilled Nursing Facilities) 155,450 9.59 $31.59 $65,710

Outpatient Care Centers 132,070 15.00 $36.39 $75,680

Industries with the highest concentration of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

General Medical and Surgical Hospitals 1,685,820 30.64 $36.45 $75,820

Specialty (except Psychiatric and Substance Abuse) 
Hospitals 

62,310 23.98 $37.16 $77,290

Psychiatric and Substance Abuse Hospitals 39,100 16.33 $34.27 $71,290

Outpatient Care Centers 132,070 15.00 $36.39 $75,680

Home Health Care Services 179,310 12.84 $33.77 $70,230

Top paying industries for this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)
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Pharmaceutical and Medicine Manufacturing 210 0.07 $43.51 $90,510

Accounting, Tax Preparation, Bookkeeping, and 
Payroll Services 

940 0.10 $42.81 $89,050

Federal Executive Branch (OES Designation) 79,220 3.91 $41.84 $87,030

Business Schools and Computer and Management 
Training 

70 0.10 $41.82 $86,990

Wholesale Electronic Markets and Agents and 
Brokers 

240 0.03 $39.99 $83,190

Geographic profile for this occupation: Top

States and areas with the highest published employment, location quotients, and wages for this occupation are provided. For a list of all 

areas with employment in this occupation, see the Create Customized Tables function.

States with the highest employment level in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

California 282,290 16.91 0.83 $49.37 $102,700

Texas 212,230 17.85 0.88 $34.65 $72,070

New York 180,170 19.57 0.96 $40.12 $83,450

Florida 178,330 21.18 1.04 $31.20 $64,890

Pennsylvania 143,130 24.76 1.21 $33.57 $69,820
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States with the highest concentration of jobs and location quotients in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

South Dakota 12,530 29.87 1.47 $27.41 $57,010

West Virginia 20,410 29.65 1.45 $29.03 $60,380

Delaware 11,620 26.25 1.29 $35.18 $73,180

Missouri 72,090 25.85 1.27 $30.43 $63,300

Mississippi 28,760 25.69 1.26 $27.74 $57,700
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Top paying States for this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

California 282,290 16.91 0.83 $49.37 $102,700

Hawaii 10,800 17.07 0.84 $46.63 $96,990

District of Columbia 11,000 15.54 0.76 $43.32 $90,110

Massachusetts 82,870 23.49 1.15 $42.95 $89,330

Oregon 35,140 19.19 0.94 $42.68 $88,770
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Metropolitan areas with the highest employment level in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

New York-Jersey City-White 
Plains, NY-NJ Metropolitan Division 

122,780 18.34 0.90 $43.67 $90,840

Los Angeles-Long Beach-Glendale, 
CA Metropolitan Division 

79,420 17.92 0.88 $45.99 $95,650

Chicago-Naperville-Arlington 

Heights, IL Metropolitan Division 
75,320 20.57 1.01 $36.84 $76,640

Houston-The Woodlands-Sugar 

Land, TX 
51,610 17.62 0.86 $38.01 $79,060

Boston-Cambridge-Newton, MA 
NECTA Division 

43,150 23.45 1.15 $46.70 $97,130

Dallas-Plano-Irving, TX 
Metropolitan Division 

41,140 16.51 0.81 $35.81 $74,480

Atlanta-Sandy Springs-Roswell, GA 40,400 15.42 0.76 $33.92 $70,540

Minneapolis-St. Paul-Bloomington, 
MN-WI 

39,290 20.34 1.00 $39.19 $81,510

Phoenix-Mesa-Scottsdale, AZ 38,670 19.53 0.96 $36.61 $76,140

St. Louis, MO-IL 36,670 27.03 1.33 $31.69 $65,910
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Metropolitan areas with the highest concentration of jobs and location quotients in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Bloomsburg-Berwick, PA 3,090 72.52 3.56 $28.26 $58,780

Rochester, MN 7,640 66.54 3.26 $37.46 $77,920

Greenville, NC 4,150 55.65 2.73 $29.36 $61,060

Morgantown, WV 3,050 47.29 2.32 $31.12 $64,730

Gainesville, FL 5,470 41.51 2.04 $32.42 $67,430

Sherman-Denison, TX 1,860 41.34 2.03 $30.83 $64,130

Sioux Falls, SD 6,050 39.93 1.96 $27.77 $57,750

Durham-Chapel Hill, NC 11,700 39.18 1.92 $32.39 $67,360

Rome, GA 1,440 38.92 1.91 $30.65 $63,740

Huntington-Ashland, WV-KY-OH 5,060 38.70 1.90 $29.47 $61,290
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Top paying metropolitan areas for this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

San Francisco-Redwood City-South 
San Francisco, CA Metropolitan 

Division 

14,170 12.69 0.62 $67.16 $139,700

Salinas, CA 2,470 14.36 0.70 $62.47 $129,940

San Jose-Sunnyvale-Santa Clara, 

CA 
15,990 14.69 0.72 $62.09 $129,140

Santa Cruz-Watsonville, CA 1,520 15.65 0.77 $59.84 $124,470

Vallejo-Fairfield, CA 3,170 23.32 1.14 $57.61 $119,830

Oakland-Hayward-Berkeley, CA 
Metropolitan Division 

19,550 17.18 0.84 $56.09 $116,660

Sacramento--Roseville--Arden-

Arcade, CA 
18,240 18.99 0.93 $55.85 $116,170

Napa, CA 1,430 19.66 0.96 $54.68 $113,740

Santa Rosa, CA 3,170 15.65 0.77 $53.62 $111,530

Stockton-Lodi, CA 4,270 17.59 0.86 $52.03 $108,230

Nonmetropolitan areas with the highest employment in this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Piedmont North Carolina 

nonmetropolitan area 
6,200 24.16 1.18 $28.88 $60,060

North Northeastern Ohio non-

metropolitan area (non-
contiguous) 

5,420 16.33 0.80 $28.45 $59,190

Northeast Mississippi 
nonmetropolitan area 

5,340 23.08 1.13 $26.03 $54,150

Southeast Coastal North Carolina 

nonmetropolitan area 
4,620 18.65 0.91 $28.28 $58,810

4,450 16.53 0.81 $29.87 $62,130

Page 7 of 9Registered Nurses

4/21/2018https://www.bls.gov/oes/current/oes291141.htm



North Texas Region of Texas 
nonmetropolitan area 

Nonmetropolitan areas with the highest concentration of jobs and location quotients in this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

West Central New Hampshire 
nonmetropolitan area 

2,440 37.79 1.85 $35.73 $74,310

Upper Savannah South Carolina 
nonmetropolitan area 

2,900 37.15 1.82 $29.32 $60,980

East Kentucky nonmetropolitan 
area 

3,300 32.94 1.62 $27.01 $56,190

Northwest Kansas 

nonmetropolitan area 
1,560 26.20 1.28 $26.84 $55,820

Northwest Lower Peninsula of 

Michigan nonmetropolitan area 
3,190 26.14 1.28 $30.95 $64,380

Top paying nonmetropolitan areas for this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Mother Lode Region of California 

nonmetropolitan area 
730 17.19 0.84 $48.89 $101,700

Eastern Sierra Region of California 

nonmetropolitan area 
190 13.54 0.66 $45.04 $93,690

Hawaii / Kauai nonmetropolitan 

area 
1,610 16.35 0.80 $44.78 $93,130

North Central Massachusetts 
nonmetropolitan area 

(8) (8) (8) $44.12 $91,770

Balance of Alaska nonmetropolitan 
area 

760 10.74 0.53 $43.98 $91,480

About May 2017 National, State, Metropolitan, and Nonmetropolitan Area Occupational Employment and Wage Estimates

These estimates are calculated with data collected from employers in all industry sectors, all metropolitan and nonmetropolitan areas, 

and all states and the District of Columbia. The top employment and wage figures are provided above. The complete list is available in 

the downloadable XLS files.

The percentile wage estimate is the value of a wage below which a certain percent of workers fall. The median wage is the 50th 

percentile wage estimate--50 percent of workers earn less than the median and 50 percent of workers earn more than the median. More 

about percentile wages.

(1) Estimates for detailed occupations do not sum to the totals because the totals include occupations not shown separately. Estimates 

do not include self-employed workers.

(2) Annual wages have been calculated by multiplying the hourly mean wage by a "year-round, full-time" hours figure of 2,080 hours; for 

those occupations where there is not an hourly wage published, the annual wage has been directly calculated from the reported survey 

data.

(3) The relative standard error (RSE) is a measure of the reliability of a survey statistic. The smaller the relative standard error, the more 

precise the estimate.

(8) Estimate not released.

(9) The location quotient is the ratio of the area concentration of occupational employment to the national average concentration. A 

location quotient greater than one indicates the occupation has a higher share of employment than average, and a location quotient less 

than one indicates the occupation is less prevalent in the area than average. 

Other OES estimates and related information:

May 2017 National Occupational Employment and Wage Estimates

May 2017 State Occupational Employment and Wage Estimates

May 2017 Metropolitan and Nonmetropolitan Area Occupational Employment and Wage Estimates

May 2017 National Industry-Specific Occupational Employment and Wage Estimates

May 2017 Occupation Profiles
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Occupational Employment and Wages, May 2017

11-9111 Medical and Health Services Managers

Plan, direct, or coordinate medical and health services in hospitals, clinics, managed care organizations, public health agencies, or similar 

organizations.

National estimates for this occupation

Industry profile for this occupation
Geographic profile for this occupation

National estimates for this occupation: Top

Employment estimate and mean wage estimates for this occupation:

Employment (1)
Employment

RSE (3)

Mean hourly

wage

Mean annual

wage (2)
Wage RSE (3)

346,980 0.5 % $53.69 $111,680 0.4 %

Percentile wage estimates for this occupation:

Percentile 10% 25% 
50%

(Median) 
75% 90% 

Hourly Wage $28.05 $36.22 $47.29 $62.00 $84.68

Annual Wage (2) $58,350 $75,340 $98,350 $128,960 $176,130

Industry profile for this occupation: Top

Industries with the highest published employment and wages for this occupation are provided. For a list of all industries with 

employment in this occupation, see the Create Customized Tables function.

Industries with the highest levels of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

General Medical and Surgical Hospitals 116,940 2.13 $57.95 $120,540

Offices of Physicians 40,490 1.59 $50.87 $105,810

Outpatient Care Centers 24,880 2.83 $49.74 $103,460

Nursing Care Facilities (Skilled Nursing Facilities) 22,670 1.40 $44.59 $92,750

Home Health Care Services 20,020 1.43 $47.70 $99,220

Industries with the highest concentration of employment in this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

Outpatient Care Centers 24,880 2.83 $49.74 $103,460

General Medical and Surgical Hospitals 116,940 2.13 $57.95 $120,540

Specialty (except Psychiatric and Substance Abuse) 
Hospitals 

5,080 1.96 $60.45 $125,730

Medical and Diagnostic Laboratories 5,090 1.92 $58.45 $121,570

Other Ambulatory Health Care Services 5,260 1.76 $46.71 $97,160

Top paying industries for this occupation: 

Industry 
Employment 

(1)

Percent of 

industry 

employment 

Hourly mean 

wage 

Annual mean 

wage (2)

Pharmaceutical and Medicine Manufacturing 570 0.20 $106.42 $221,360

Scientific Research and Development Services 2,720 0.42 $83.18 $173,020
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Navigational, Measuring, Electromedical, and 
Control Instruments Manufacturing 

60 0.02 $75.59 $157,220

Computer Systems Design and Related Services 120 0.01 $74.22 $154,380

Business, Professional, Labor, Political, and Similar 
Organizations 

320 0.07 $73.71 $153,320

Geographic profile for this occupation: Top

States and areas with the highest published employment, location quotients, and wages for this occupation are provided. For a list of all 

areas with employment in this occupation, see the Create Customized Tables function.

States with the highest employment level in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

California 34,140 2.05 0.84 $58.90 $122,500

New York 25,850 2.81 1.15 $65.75 $136,770

Texas 23,740 2.00 0.82 $51.58 $107,290

Ohio 15,330 2.85 1.17 $48.21 $100,290

Pennsylvania 14,540 2.52 1.03 $46.35 $96,400
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States with the highest concentration of jobs and location quotients in this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Iowa 6,160 4.01 1.65 $41.69 $86,710

Oklahoma 6,210 3.95 1.62 $42.79 $88,990

Massachusetts 13,770 3.90 1.60 $61.89 $128,730

Maryland 10,210 3.83 1.57 $57.15 $118,860

Arkansas 4,360 3.63 1.49 $39.87 $82,930
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Top paying States for this occupation: 

State 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

District of Columbia 1,670 2.36 0.97 $69.09 $143,710

New York 25,850 2.81 1.15 $65.75 $136,770

Connecticut 5,440 3.29 1.35 $63.75 $132,600

Delaware 1,010 2.29 0.94 $62.06 $129,070

Massachusetts 13,770 3.90 1.60 $61.89 $128,730
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Metropolitan areas with the highest employment level in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

New York-Jersey City-White 
Plains, NY-NJ Metropolitan Division 

19,870 2.97 1.22 $66.34 $137,980

Los Angeles-Long Beach-Glendale, 
CA Metropolitan Division 

9,200 2.08 0.85 $54.59 $113,540

Chicago-Naperville-Arlington 

Heights, IL Metropolitan Division 
7,930 2.16 0.89 $56.99 $118,540

Boston-Cambridge-Newton, MA 

NECTA Division 
7,130 3.87 1.59 $71.60 $148,930

Houston-The Woodlands-Sugar 
Land, TX 

5,620 1.92 0.79 $57.01 $118,590

Phoenix-Mesa-Scottsdale, AZ 5,610 2.83 1.16 $55.41 $115,260

Minneapolis-St. Paul-Bloomington, 
MN-WI 

5,140 2.66 1.09 $55.77 $116,000

Washington-Arlington-Alexandria, 
DC-VA-MD-WV Metropolitan 

Division 
4,920 1.95 0.80 $62.44 $129,880

Dallas-Plano-Irving, TX 

Metropolitan Division 
4,630 1.86 0.76 $54.02 $112,370

Atlanta-Sandy Springs-Roswell, GA 4,400 1.68 0.69 $55.65 $115,740
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Metropolitan areas with the highest concentration of jobs and location quotients in this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Peabody-Salem-Beverly, MA 
NECTA Division 

700 7.37 3.03 $52.43 $109,060

Silver Spring-Frederick-Rockville, 
MD Metropolitan Division 

4,010 6.86 2.82 $58.53 $121,730

Iowa City, IA 620 6.76 2.78 $48.14 $100,130

Ann Arbor, MI 1,340 6.24 2.56 $53.31 $110,880

Pittsfield, MA 220 5.54 2.27 $56.19 $116,870

Hot Springs, AR 180 5.22 2.14 $38.11 $79,260

Rochester, MN 590 5.13 2.11 $55.39 $115,210

Lawrence-Methuen Town-Salem, 

MA-NH NECTA Division 
420 5.11 2.10 $53.87 $112,060

Ames, IA 210 4.76 1.95 $43.98 $91,490

Jackson, TN 310 4.75 1.95 $40.69 $84,630
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Top paying metropolitan areas for this occupation: 

Metropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

San Francisco-Redwood City-South 
San Francisco, CA Metropolitan 

Division 

2,170 1.94 0.80 $76.56 $159,250

Vallejo-Fairfield, CA 520 3.83 1.57 $73.89 $153,680

Nassau County-Suffolk County, NY 

Metropolitan Division 
4,120 3.16 1.30 $72.91 $151,660

Boston-Cambridge-Newton, MA 

NECTA Division 
7,130 3.87 1.59 $71.60 $148,930

Bridgeport-Stamford-Norwalk, CT 1,220 2.93 1.20 $70.30 $146,220

Athens-Clarke County, GA 180 2.15 0.88 $69.37 $144,280

Madera, CA 40 0.89 0.37 $69.20 $143,940

San Jose-Sunnyvale-Santa Clara, 
CA 

2,110 1.94 0.80 $68.96 $143,440

Santa Cruz-Watsonville, CA 340 3.50 1.44 $66.45 $138,220

New York-Jersey City-White 
Plains, NY-NJ Metropolitan Division 

19,870 2.97 1.22 $66.34 $137,980

Nonmetropolitan areas with the highest employment in this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

North Northeastern Ohio non-
metropolitan area (non-

contiguous) 
730 2.21 0.91 $42.83 $89,090

North Texas Region of Texas 

nonmetropolitan area 
710 2.63 1.08 $45.24 $94,100

Southern Ohio non-metropolitan 

area 
690 4.41 1.81 $44.53 $92,620

Southeast Iowa nonmetropolitan 
area 

690 3.02 1.24 $38.33 $79,730
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Southwest Maine nonmetropolitan 
area 

630 3.30 1.35 $42.76 $88,940

Nonmetropolitan areas with the highest concentration of jobs and location quotients in this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Southwest Iowa nonmetropolitan 
area 

520 6.16 2.53 $40.97 $85,210

West Central New Hampshire 
nonmetropolitan area 

380 5.94 2.44 $65.50 $136,240

Southwest Oklahoma 
nonmetropolitan area 

290 4.70 1.93 $32.15 $66,880

Northeast Iowa nonmetropolitan 

area 
470 4.68 1.92 $36.92 $76,800

Northwest Massachusetts 

nonmetropolitan area 
120 4.46 1.83 $45.46 $94,570

Top paying nonmetropolitan areas for this occupation: 

Nonmetropolitan area 
Employment 

(1)

Employment 

per thousand 

jobs 

Location 

quotient (9)

Hourly mean 

wage 

Annual mean 

wage (2)

Eastern Sierra Region of California 

nonmetropolitan area 
(8) (8) (8) $65.97 $137,230

West Central New Hampshire 

nonmetropolitan area 
380 5.94 2.44 $65.50 $136,240

Arizona nonmetropolitan area 360 4.00 1.64 $64.02 $133,170

Mother Lode Region of California 

nonmetropolitan area 
90 2.14 0.88 $61.80 $128,530

Balance of Alaska nonmetropolitan 

area 
180 2.56 1.05 $60.36 $125,540

About May 2017 National, State, Metropolitan, and Nonmetropolitan Area Occupational Employment and Wage Estimates

These estimates are calculated with data collected from employers in all industry sectors, all metropolitan and nonmetropolitan areas, 

and all states and the District of Columbia. The top employment and wage figures are provided above. The complete list is available in 

the downloadable XLS files.

The percentile wage estimate is the value of a wage below which a certain percent of workers fall. The median wage is the 50th 

percentile wage estimate--50 percent of workers earn less than the median and 50 percent of workers earn more than the median. More 

about percentile wages.

(1) Estimates for detailed occupations do not sum to the totals because the totals include occupations not shown separately. Estimates 

do not include self-employed workers.

(2) Annual wages have been calculated by multiplying the hourly mean wage by a "year-round, full-time" hours figure of 2,080 hours; for 

those occupations where there is not an hourly wage published, the annual wage has been directly calculated from the reported survey 

data.

(3) The relative standard error (RSE) is a measure of the reliability of a survey statistic. The smaller the relative standard error, the more 

precise the estimate.

(8) Estimate not released.

(9) The location quotient is the ratio of the area concentration of occupational employment to the national average concentration. A 

location quotient greater than one indicates the occupation has a higher share of employment than average, and a location quotient less 

than one indicates the occupation is less prevalent in the area than average. 

Other OES estimates and related information:

May 2017 National Occupational Employment and Wage Estimates

May 2017 State Occupational Employment and Wage Estimates

May 2017 Metropolitan and Nonmetropolitan Area Occupational Employment and Wage Estimates

May 2017 National Industry-Specific Occupational Employment and Wage Estimates

May 2017 Occupation Profiles
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