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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 



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 3US Department of Health and Human Services/Centers for Disease Control and Prevention

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). 

http://www.cdc.gov/std/treatment
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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.

http://www.cdc.gov/reproductivehealth/UnintendedPregnancy/USMEC.htm
http://www.cdc.gov/reproductivehealth/UnintendedPregnancy/USMEC.htm
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FIGURE. Effectiveness of family planning methods*

SUN MON TUES WED THUR FRI SAT

1

2

3

4

1 2 3 4 5 6 7
8 9 10 11 12 13 14

15 16 17 18 19 20 21
22 23 24
29 30 31

25 26 27 28
1 2 3 4

JANUARY
Spermicide

Reversible Permanent
Male Sterilization Female SterilizationImplant Intrauterine Device

Injectable Pill Patch Ring Diaphragm

Male Condom Female Condom Withdrawal Sponge

Fertility-Awareness
Based Methods

Spermicide

How to make your method
most e�ective

Vasectomy and
hysteroscopic sterilization:

After procedure, little or
nothing to do or remember.

Use another method for
�rst 3 months.

Injectable: Get repeat
injections on time.

Pills: Take a pill each day.

Patch, Ring: Keep in place,
change on time.

Diaphragm: Use correctly
every time you have sex.

Condoms, sponge,
withdrawal, spermicides:
Use correctly every time
you have sex.

Fertility awareness-based
methods: Abstain or
use condoms on fertile
days. Newest methods
(Standard Days Method
and TwoDay Method)
may be the easiest to use
and consequently more
e�ective.

0.05 % LNG - 0.2 %  Copper T - 0.8 % 0.15 % 0.5 %

(IUD) (Vasectomy) (Abdominal, Laparoscopic, Hysteroscopic)

6 % 9 % 9 % 9 % 12 %

18 % 21 % 22 %

24 % 28 %

24 % parous women
12 % nulliparous women

Least
E�ective

Most
E�ective

Less than 1 pregnancy

6-12 pregnancies per
100 women in a year

per 100 women in a year

18 or more pregnancies
per 100 women in a year

CONDOMS SHOULD ALWAYS BE USED TO REDUCE THE RISK OF SEXUALLY TRANSMITTED INFECTIONS.
Other Methods of Contraception
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 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 (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 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 (1).
CHCs: For women with other risk factors for VTE, these risk 
factors might increase the classification to a category 4.

ii. Without other risk factors 
for VTE

— — 2 2 2 3 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 (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 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 (1).
CHCs: For women with other risk factors for VTE, these risk 
factors might increase the classification to a category 4.

ii. Without other risk factors 
for VTE

— — 1 1 1 2 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 (1).

d. >42 days postpartum — — 1 1 1 2 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 (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 classification 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 effectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower. 
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 (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 effectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower.
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 (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 effectiveness, along with patient access to 
interval placement (i.e., not related to pregnancy) when 
expulsion rates are lower.
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 (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 effects 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)

Superficial venous disorders
a. Varicose veins 1 1 1 1 1 1 —
b. Superficial venous 
thrombosis (acute or history)

1 1 1 1 1 3 CHCs: Superficial 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. Superficial 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: Classification 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 specific focal neurologic 
symptom. For more information about headache 
classification see The International Headache Classification, 
3rd edition (http://www.ihs-classification.org/_downloads/
mixed/International-Headache-Classification-III-ICHD-III-
2013-Beta.pdf). Any new headaches or marked changes in 
headaches should be evaluated.

b. Migraine CHCs: Classification 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 specific focal neurologic symptom. For more 
information about headache classification see The 
International Headache Society Classification, 3rd edition 
(http://www.ihs-classification.org/_downloads/mixed/
International-Headache-Classification-III-ICHD-III-2013-Beta.
pdf). Any new headaches or marked changes in headaches 
should be evaluated. 
CHCs: Classification 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, 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)

      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.

i. Uterine size first 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. Confirmed 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, 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.

ii. Decreasing β-hCG levels 2 1 2 1 1 1 1 1 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.

IUD: For women at higher risk for disease progression, the 
benefits of effective 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, 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.

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, 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.

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 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.

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 fibrosis 
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 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.

Implants, DMPA, POP, CHCs: Certain drugs to treat cystic 
fibrosis (e.g., lumacaftor) might reduce effectiveness 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 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 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 
effectiveness 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 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.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the effectiveness 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 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.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the effectiveness 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 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.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the effectiveness 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 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.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the effectiveness 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 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.

CHCs: Theoretically, drug interactions might occur 
between certain ritonavir-boosted protease inhibitors 
and certain hormonal contraceptives that might reduce 
the effectiveness 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 
effectiveness of the antiretroviral drug. The drug 
interaction likely involves CYP3A4 pathways; POCs have 
less effect on CYP3A4 enzymes than CHCs.

CHCs: Concern exists that interactions between FPV and 
hormonal contraceptives leading to decreased levels of FPV 
might diminish effectiveness of the antiretroviral drug.

iii. Indinavir (IDV) 1/2 1 1/2 1 1 1 1 1 —
iv. Nelfinavir (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 
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.

CHCs: Evidence suggests drug interactions between 
certain protease inhibitors and certain hormonal 
contraceptives. These interactions might reduce the 
effectiveness 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.
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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.  



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 19US Department of Health and Human Services/Centers for Disease Control and Prevention

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.
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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

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.  

References
1. Cramer DW, Schiff I, Schoenbaum SC, et al. Tubal infertility and the 

intrauterine device. N Engl J Med 1985;312:941–7. http://dx.doi.
org/10.1056/NEJM198504113121502

2. Daling JR, Weiss NS, Metch BJ, et al. Primary tubal infertility in relation 
to the use of an intrauterine device. N Engl J Med 1985;312:937–41. 
http://dx.doi.org/10.1056/NEJM198504113121501

3. Daling JR, Weiss NS, Voigt LF, McKnight B, Moore DE. The intrauterine 
device and primary tubal infertility. N Engl J Med 1992;326:203–4. 
http://dx.doi.org/10.1056/NEJM199201163260314

4. Delbarge W, Bátár I, Bafort M, et al. Return to fertility in nulliparous 
and parous women after removal of the GyneFix intrauterine contraceptive 
system. Eur J Contracept Reprod Health Care 2002;7:24–30. http://
dx.doi.org/10.1080/ejc.7.1.24.30

5. Doll H, Vessey M, Painter R. Return of fertility in nulliparous women 
after discontinuation of the intrauterine device: comparison with women 
discontinuing other methods of contraception. BJOG 2001;108:304–14. 
http://dx.doi.org/10.1111/j.1471-0528.2001.00075.x

 6. Hubacher D, Lara-Ricalde R, Taylor DJ, Guerra-Infante F, Guzmán-
Rodríguez R. Use of copper intrauterine devices and the risk of tubal 
infertility among nulligravid women. N Engl J Med 2001;345:561–7. 
http://dx.doi.org/10.1056/NEJMoa010438

 7. Skjeldestad FE, Bratt H. Return of fertility after use of IUDs (Nova-T, 
MLCu250 and MLCu375). Adv Contracept 1987;3:139–45. http://
dx.doi.org/10.1007/BF01890702

 8. Urbach DR, Marrett LD, Kung R, Cohen MM. Association of 
perforation of the appendix with female tubal infertility. Am J Epidemiol 
2001;153:566–71. http://dx.doi.org/10.1093/aje/153.6.566

 9. Wilson JC. A prospective New Zealand study of fertility after removal 
of copper intrauterine contraceptive devices for conception and because 
of complications: a four-year study. Am J Obstet Gynecol 1989;160:391–
6. http://dx.doi.org/10.1016/0002-9378(89)90455-9

 10. US Department of Health and Human Services. Healthy people 2020: 
Maternal, infant, and child health objectives. Washington, DC: US 
Department of Health and Human Services; 2015. http://www.
healthypeople.gov/2020/topics-objectives/topic/maternal-infant-and-
child-health/objectives

http://dx.doi.org/10.1056/NEJM198504113121502
http://dx.doi.org/10.1056/NEJM198504113121502
http://dx.doi.org/10.1056/NEJM198504113121501
http://dx.doi.org/10.1056/NEJM199201163260314
http://dx.doi.org/10.1080/ejc.7.1.24.30
http://dx.doi.org/10.1080/ejc.7.1.24.30
http://dx.doi.org/10.1111/j.1471-0528.2001.00075.x
http://dx.doi.org/10.1056/NEJMoa010438
http://dx.doi.org/10.1007/BF01890702
http://dx.doi.org/10.1007/BF01890702
http://dx.doi.org/10.1093/aje/153.6.566
http://dx.doi.org/10.1016/0002-9378(89)90455-9
http://www.healthypeople.gov/2020/topics-objectives/topic/maternal-infant-and-child-health/objectives
http://www.healthypeople.gov/2020/topics-objectives/topic/maternal-infant-and-child-health/objectives
http://www.healthypeople.gov/2020/topics-objectives/topic/maternal-infant-and-child-health/objectives


Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 31US Department of Health and Human Services/Centers for Disease Control and Prevention

 28. Eroğlu K, Akkuzu G, Vural G, et al. Comparison of efficacy and 
complications of IUD insertion in immediate postplacental/early 
postpartum period with interval period: 1 year follow-up. Contraception 
2006;74:376–81.http://dx.doi.org/10.1016/j.contraception.2006.07.003

 29. Gueye M, Gaye YF, Diouf AA, et al. Trancesarean intra-uterine device. 
Pilot study performed at Dakar teaching hospital. [French]. J Gynecol 
Obstet Biol Reprod (Paris) 2013;42:585–90.http://dx.doi.org/10.1016/j.
jgyn.2013.06.003

 30. Gupta S, Malik S, Sinha R, Shyamsunder S, Mittal MK. Association of 
the Position of the Copper T 380A as Determined by the Ultrasonography 
Following its Insertion in the Immediate Postpartum Period with the 
Subsequent Complications: An Observational Study. J Obstet Gynaecol 
India 2014;64:349–53.http://dx.doi.org/10.1007/s13224-014-0532-5

 31. Hagbard L, Ingemanson CA, Sorbe B. Early postpartum insertion 
of copper IUD. Contraception 1978;17:355–63.http://dx.doi.
org/10.1016/0010-7824(78)90081-1

 32. Hayes JL, Cwiak C, Goedken P, Zieman M. A pilot clinical trial of 
ultrasound-guided postplacental insertion of a levonorgestrel intrauterine 
device. Contraception 2007;76:292–6.http://dx.doi.org/10.1016/j.
contraception.2007.06.003

 33. Jatlaoui TC, Marcus M, Jamieson DJ, Goedken P, Cwiak C. Postplacental 
intrauterine device insertion at a teaching hospital. Contraception 
2014;89:528–33.http://dx.doi.org/10.1016/j.contraception.2013.10.008

 34. Kumar S, Sethi R, Balasubramaniam S, et al. Women’s experience with 
postpartum intrauterine contraceptive device use in India. Reprod Health 
2014;11:32.http://dx.doi.org/10.1186/1742-4755-11-32

 35. Laes E, Lehtovirta P, Weintraub D, Pyörälä T, Luukkainen T. Early 
puerperal insertions of copper-T-200. Contraception 1975;11:289–95.
http://dx.doi.org/10.1016/0010-7824(75)90037-2

 36. Lara Ricalde R, Menocal Tobías G, Ramos Pérez C, Velázquez Ramírez 
N. [Random comparative study between intrauterine device Multiload 
Cu375 and TCu 380a inserted in the postpartum period]. Ginecol 
Obstet Mex 2006;74:306–11.

 37. Lavin P, Bravo C, Waszak C. Comparison of T Cu 200 and Progestasert 
IUDs. Contracept Deliv Syst 1983;4:143–7.

 38. Lavin P, Waszak C, Bravo C. Preliminary report on a postpartum CuT 
200 study, Santiago, Chile. Int J Gynaecol Obstet 1983;21:71–5.http://
dx.doi.org/10.1016/0020-7292(83)90073-5

 39. Lester F, Kakaire O, Byamugisha J, et al. Intracesarean insertion of the Copper 
T380A versus 6 weeks postcesarean: a randomized clinical trial. Contraception 
2015;91:198–203.http://dx.doi.org/10.1016/j.contraception.2014.12.002

 40. Letti Müller AL, Lopes Ramos JG, Martins-Costa SH, et al. Transvaginal 
ultrasonographic assessment of the expulsion rate of intrauterine devices 
inserted in the immediate postpartum period: a pilot study. Contraception 
2005;72:192–5.http://dx.doi.org/10.1016/j.contraception.2005.03.014

 41. Levi E, Cantillo E, Ades V, Banks E, Murthy A. Immediate postplacental 
IUD insertion at cesarean delivery: a prospective cohort study. Contraception 
2012;86:102–5.http://dx.doi.org/10.1016/j.contraception.2011.11.019

 42. Levi EE, Stuart GS, Zerden ML, Garrett JM, Bryant AG. Intrauterine 
device placement during cesarean delivery and continued use 6 months 
postpartum: a randomized controlled trial. Obstet Gynecol 2015;126:5–
11.http://dx.doi.org/10.1097/AOG.0000000000000882

 43. Mishra S. Evaluation of Safety, Efficacy, and Expulsion of Post-Placental 
and Intra-Cesarean Insertion of Intrauterine Contraceptive Devices 
(PPIUCD). J Obstet Gynaecol India 2014;64:337–43.http://dx.doi.
org/10.1007/s13224-014-0550-3

 44. Morrison C, Waszak C, Katz K, Diabaté F, Mate EM. Clinical outcomes 
of two early postpartum IUD insertion programs in Africa. Contraception 
1996;53:17–21.http://dx.doi.org/10.1016/0010-7824(95)00254-5

 45. Nelson AL, Chen S, Eden R. Intraoperative placement of the Copper 
T-380 intrauterine devices in women undergoing elective cesarean 
delivery: a pilot study. Contraception 2009;80:81–3.http://dx.doi.
org/10.1016/j.contraception.2009.01.014

 11. Annus J, Brat T, Diethelm MP, et al.; World Health Organization Special. 
Comparative multicentre trial of three IUDs inserted immediately 
following delivery of the placenta. Contraception 1980;22:9–18.http://
dx.doi.org/10.1016/0010-7824(80)90112-2

 12. Apelo RA, Waszak CS. Postpartum IUD insertions in Manila, 
Philippines. Adv Contracept 1985;1:319–28.

 13. Baldwin MK, Edelman AB, Lim JY, Nichols MD, Bednarek PH, Jensen 
JT. Intrauterine device placement at 3 versus 6weeks postpartum: a 
randomized trial. Contraception 2016;93:356–63.http://dx.doi.
org/10.1016/j.contraception.2015.12.006

 14. Bonilla Rosales F, Aguilar Zamudio ME, Cázares Montero ML, 
Hernández Ortiz ME, Luna Ruiz MA. [Factors for expulsion of 
intrauterine device Tcu380A applied immediately postpartum and after 
a delayed period]. Rev Med Inst Mex Seguro Soc 2005;43:5–10.

 15. Braniff K, Gomez E, Muller R. A randomised clinical trial to assess 
satisfaction with the levonorgestrel- releasing intrauterine system inserted 
at caesarean section compared to postpartum placement. Aust N Z J 
Obstet Gynaecol 2015;55:279–83.http://dx.doi.org/10.1111/ajo.12335

 16. Bryant AG, Kamanga G, Stuart GS, Haddad LB, Meguid T, Mhango C. 
Immediate postpartum versus 6-week postpartum intrauterine device 
insertion: a feasibility study of a randomized controlled trial. Afr J Reprod 
Health 2013;17:72–9.

 17. Caliskan E, Ozturk N, Dilbaz BO, Dilbaz S. Analysis of risk factors 
associated with uterine perforation by intrauterine devices. Eur J Contracep 
Reprod 2003;8:150–5.

 18. Çelen S, Möröy P, Sucak A, Aktulay A, Danişman N. Clinical outcomes of early 
postplacental insertion of intrauterine contraceptive devices. Contraception 
2004;69:279–82.http://dx.doi.org/10.1016/j.contraception.2003.12.004

 19. Çelen Ş, Sucak A, Yıldız Y, Danışman N. Immediate postplacental insertion 
of an intrauterine contraceptive device during cesarean section. Contraception 
2011;84:240–3.http://dx.doi.org/10.1016/j.contraception.2011.01.006

 20. Chen BA, Reeves MF, Hayes JL, Hohmann HL, Perriera LK, Creinin 
MD. Postplacental or delayed insertion of the levonorgestrel intrauterine 
device after vaginal delivery: a randomized controlled trial. Obstet Gynecol 
2010;116:1079–87.http://dx.doi.org/10.1097/AOG.0b013e3181f73fac

 21. Chen JH, Wu SC, Shao WQ, et al. The comparative trial of TCu 380A IUD 
and progesterone-releasing vaginal ring used by lactating women. Contraception 
1998;57:371–9.http://dx.doi.org/10.1016/S0010-7824(98)00043-2

 22. Cohen R, Sheeder J, Arango N, Teal SB, Tocce K. Twelve-month 
contraceptive continuation and repeat pregnancy among young mothers 
choosing postdelivery contraceptive implants or postplacental 
intrauterine devices. Contraception 2016;93:178–83.http://dx.doi.
org/10.1016/j.contraception.2015.10.001

 23. Dahlke JD, Terpstra ER, Ramseyer AM, Busch JM, Rieg T, Magann EF. 
Postpartum insertion of levonorgestrel—intrauterine system at three 
time periods: a prospective randomized pilot study. Contraception 
2011;84:244–8.http://dx.doi.org/10.1016/j.contraception.2011.01.007

 24. Dias T, Abeykoon S, Kumarasiri S, Gunawardena C, Padeniya T, 
D’Antonio F. Use of ultrasound in predicting success of intrauterine 
contraceptive device insertion immediately after delivery. Ultrasound 
Obstet Gynecol 2015;46:104–8.

 25. Elsedeek MS. Puerperal and menstrual bleeding patterns with different 
types of contraceptive device fitted during elective cesarean delivery. Int 
J Gynaecol Obstet 2012;116:31–4.http://dx.doi.org/10.1016/j.
ijgo.2011.07.036

 26. Elsedeek MS. Five-year follow-up of two types of contraceptive device 
fitted during elective cesarean delivery. Int J Gynaecol Obstet 
2015;130:179–82.http://dx.doi.org/10.1016/j.ijgo.2015.02.031

 27. El-Shafei MM, Mashali A, Hassan EO, El-Boghdad L, El-Lakkany N. 
Postpartum and postabortion intrauterine device insertion unmet needs 
of safe reproductive health: three years experience of Mansoura University 
Hospital. J Egypt Soc Obstet Gynecol 2000;26:253–62.  

http://dx.doi.org/10.1016/j.contraception.2006.07.003
http://dx.doi.org/10.1016/j.jgyn.2013.06.003
http://dx.doi.org/10.1016/j.jgyn.2013.06.003
http://dx.doi.org/10.1007/s13224-014-0532-5
http://dx.doi.org/10.1016/0010-7824(78)90081-1
http://dx.doi.org/10.1016/0010-7824(78)90081-1
http://dx.doi.org/10.1016/j.contraception.2007.06.003
http://dx.doi.org/10.1016/j.contraception.2007.06.003
http://dx.doi.org/10.1016/j.contraception.2013.10.008
http://dx.doi.org/10.1186/1742-4755-11-32
http://dx.doi.org/10.1016/0010-7824(75)90037-2
http://dx.doi.org/10.1016/0020-7292(83)90073-5
http://dx.doi.org/10.1016/0020-7292(83)90073-5
http://dx.doi.org/10.1016/j.contraception.2014.12.002
http://dx.doi.org/10.1016/j.contraception.2005.03.014
http://dx.doi.org/10.1016/j.contraception.2011.11.019
http://dx.doi.org/10.1097/AOG.0000000000000882
http://dx.doi.org/10.1007/s13224-014-0550-3
http://dx.doi.org/10.1007/s13224-014-0550-3
http://dx.doi.org/10.1016/0010-7824(95)00254-5
http://dx.doi.org/10.1016/j.contraception.2009.01.014
http://dx.doi.org/10.1016/j.contraception.2009.01.014
http://dx.doi.org/10.1016/0010-7824(80)90112-2
http://dx.doi.org/10.1016/0010-7824(80)90112-2
http://dx.doi.org/10.1016/j.contraception.2015.12.006
http://dx.doi.org/10.1016/j.contraception.2015.12.006
http://dx.doi.org/10.1111/ajo.12335
http://dx.doi.org/10.1016/j.contraception.2003.12.004
http://dx.doi.org/10.1016/j.contraception.2011.01.006
http://dx.doi.org/10.1097/AOG.0b013e3181f73fac
http://dx.doi.org/10.1016/S0010-7824(98)00043-2
http://dx.doi.org/10.1016/j.contraception.2015.10.001
http://dx.doi.org/10.1016/j.contraception.2015.10.001
http://dx.doi.org/10.1016/j.contraception.2011.01.007
http://dx.doi.org/10.1016/j.ijgo.2011.07.036
http://dx.doi.org/10.1016/j.ijgo.2011.07.036
http://dx.doi.org/10.1016/j.ijgo.2015.02.031


Recommendations and Reports

32 MMWR / July 29, 2016 / Vol. 65 / No. 3 US Department of Health and Human Services/Centers for Disease Control and Prevention

 46. Newton J, Harper M, Chan KK. Immediate post-placental insertion of 
intrauterine contraceptive devices. Lancet 1977;310:272–4.http://
dx.doi.org/10.1016/S0140-6736(77)90955-2

 47. Prema K, Gayathri TL, Philips FS. Comparative study of early 
postpartum, postabortal and interval insertion of Cu T 200 mm2 device. 
J Obstet Gynaecol India 1978;28:946–8.

 48. Puzey M. Mirena at caesarean section. Eur J Contracep Reprod 
2005;10:164–7.

 49. Ragab A, Hamed HO, Alsammani MA, et al. Expulsion of Nova-T380, 
Multiload 375, and Copper-T380A contraceptive devices inserted during 
cesarean delivery. Int J Gynaecol Obstet 2015;130:174–8.http://dx.doi.
org/10.1016/j.ijgo.2015.03.025

 50. Shukla M, Qureshi S; Chandrawati. Post-placental intrauterine device 
insertion—a five year experience at a tertiary care centre in north India. 
Indian J Med Res 2012;136:432–5.

 51. Singal S, Bharti R, Dewan R, et al. Clinical Outcome of Postplacental 
Copper T 380A Insertion in Women Delivering by Caesarean Section. 
J Clin Diagn Res 2014;8:OC01–04.

 52. Stuart GS, Bryant AG, O’Neill E, Doherty IA. Feasibility of postpartum 
placement of the levonorgestrel intrauterine system more than 6 h after 
vaginal birth. Contraception 2012;85:359–62.http://dx.doi.
org/10.1016/j.contraception.2011.08.005

 53. Stuart GS, Lesko CR, Stuebe AM, Bryant AG, Levi EE, Danvers AI. A 
randomized trial of levonorgestrel intrauterine system insertion 6 to 48 h 
compared to 6 weeks after vaginal delivery; lessons learned. Contraception 
2015;91:284–8.http://dx.doi.org/10.1016/j.contraception.2014.12.009

 54. Thiery M, Van Kets H, Van der Pas H. Immediate post-placental IUD 
insertion: the expulsion problem. Contraception 1985;31:331–49.http://
dx.doi.org/10.1016/0010-7824(85)90002-2

 55. Van Der Pas MT, Delbeke L, Van Dets H. Comparative performance of 
two copper-wired IUDs (ML Cu 250 and T Cu 200: immediate postpartum 
and interval insertion. Contracept Deliv Syst 1980;1:27–35.

 56. Welkovic S, Costa LO, Faúndes A, de Alencar Ximenes R, Costa CF. Post-partum 
bleeding and infection after post-placental IUD insertion. Contraception 
2001;63:155–8.http://dx.doi.org/10.1016/S0010-7824(01)00180-9

 57. Whitaker AK, Endres LK, Mistretta SQ, Gilliam ML. Postplacental 
insertion of the levonorgestrel intrauterine device after cesarean delivery 
vs. delayed insertion: a randomized controlled trial. Contraception 
2014;89:534–9.http://dx.doi.org/10.1016/j.contraception.2013.12.007

 58. Woo CJ, Alamgir H, Potter JE. Women’s experiences after Planned Parenthood’s 
exclusion from a family planning program in Texas. Contraception 2016;93:298–
302.http://dx.doi.org/10.1016/j.contraception.2015.12.004

 59. Wu SC; Research Group on Failure Causes and Prevention Measures of 
Intrauterine Device. [Efficacy of intrauterine device TCu380A when inserted 
in four different periods]. Zhonghua Fu Chan Ke Za Zhi 2009;44:431–5.

 60. Xu J, Yang X, Gu X, et al. Comparison between two techniques used in 
immediate postplacental insertion of TCu 380A intrauterine device: 
36-month follow-up. Reprod Contracept 1999;10:156–62.

 61. Xu J, Zhuang L, Yu G. [Comparison of two techniques used in immediate 
postplacental insertion of TCu 380A intrauterine device: 12 month follow-
up of 910 cases]. Zhonghua Fu Chan Ke Za Zhi 1997;32:354–7.

 62. Xu JX, Rivera R, Dunson TR, et al. A comparative study of two techniques 
used in immediate postplacental insertion (IPPI) of the Copper T-380A 
IUD in Shanghai, People’s Republic of China. Contraception 1996;54:33–
8.http://dx.doi.org/10.1016/0010-7824(96)00117-5

 63. Braniff K, Gomez E, Muller R. A randomised clinical trial to assess 
satisfaction with the levonorgestrel- releasing intrauterine system inserted 
at caesarean section compared to postpartum placement. Aust N Z J 
Obstet Gynaecol 2015;55:279–83. http://dx.doi.org/10.1111/ajo.12335

 64. Phillips SJ, Tepper NK, Kapp N, Nanda K, Temmerman M, Curtis KM. 
Progestogen-only contraceptive use among breastfeeding women: a 
systematic review. Contraception 2015;S0010-7824(15)00585-5.

 65. Berry-Bibee E, Tepper N, Jatlaoui T, Whiteman M, Jamieson D, 
Curtis K. The safety of intrauterine devices in breastfeeding women: a 
systematic review. Contraception. In press 2016.

 66. Steenland MW, Tepper NK, Curtis KM, Kapp N. Intrauterine 
contraceptive insertion postabortion: a systematic review. Contraception 
2011;84:447–64. http://dx.doi.org/10.1016/j.contraception.2011.03.007

 67. World Health Organization Collaborative Study of Cardiovascular 
Disease and Steroid Hormone Contraception. Cardiovascular disease 
and use of oral and injectable progestogen-only contraceptives and 
combined injectable contraceptives. Results of an international, 
multicenter, case-control study. Contraception 1998;57:315–24. http://
dx.doi.org/10.1016/S0010-7824(98)00041-9.

 68. Heinemann LA, Assmann A, DoMinh T, Garbe E. Oral progestogen-
only contraceptives and cardiovascular risk: results from the Transnational 
Study on Oral Contraceptives and the Health of Young Women. Eur J 
Contracept Reprod Health Care 1999;4:67–73. http://dx.doi.
org/10.3109/13625189909064007

 69. Vasilakis C, Jick H, del Mar Melero-Montes M. Risk of idiopathic venous 
thromboembolism in users of progestagens alone. Lancet 1999;354:1610–
1. http://dx.doi.org/10.1016/S0140-6736(99)04394-9

 70. Kingman CE, Kadir RA, Lee CA, Economides DL. The use of 
levonorgestrel-releasing intrauterine system for treatment of menorrhagia 
in women with inherited bleeding disorders. BJOG 2004;111:1425–8. 
http://dx.doi.org/10.1111/j.1471-0528.2004.00305.x

 71. Lukes AS, Reardon B, Arepally G. Use of the levonorgestrel-releasing 
intrauterine system in women with hemostatic disorders. Fertil Steril 
2008;90:673–7. http://dx.doi.org/10.1016/j.fertnstert.2007.07.1315

 72. Pisoni CN, Cuadrado MJ, Khamashta MA, Hunt BJ. Treatment of 
menorrhagia associated with oral anticoagulation: efficacy and safety of 
the levonorgestrel releasing intrauterine device (Mirena coil). Lupus 
2006;15:877–80. http://dx.doi.org/10.1177/0961203306071706

 73. Schaedel ZE, Dolan G, Powell MC. The use of the levonorgestrel-
releasing intrauterine system in the management of menorrhagia in 
women with hemostatic disorders. Am J Obstet Gynecol 2005;193:1361–
3. http://dx.doi.org/10.1016/j.ajog.2005.05.002

 74. Wilson W, Taubert KA, Gewitz M, et al; American Heart Association 
Rheumatic Fever, Endocarditis, and Kawasaki Disease Committee; 
American Heart Association Council on Cardiovascular Disease in the 
Young; American Heart Association Council on Clinical Cardiology; 
American Heart Association Council on Cardiovascular Surgery and 
Anesthesia; Quality of Care and Outcomes Research Interdisciplinary 
Working Group. Prevention of infective endocarditis: guidelines from 
the American Heart Association: a guideline from the American Heart 
Association Rheumatic Fever, Endocarditis, and Kawasaki Disease 
Committee, Council on Cardiovascular Disease in the Young, and the 
Council on Clinical Cardiology, Council on Cardiovascular Surgery and 
Anesthesia, and the Quality of Care and Outcomes Research 
Interdisciplinary Working Group. Circulation 2007;116:1736–54. 
http://dx.doi.org/10.1161/CIRCULATIONAHA.106.183095

 75. Tepper NK, Paulen ME, Marchbanks PA, Curtis KM. Safety of 
contraceptive use among women with peripartum cardiomyopathy: a 
systematic review. Contraception 2010;82:95–101. http://dx.doi.
org/10.1016/j.contraception.2010.02.004

 76. 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 and Co; 1994.

 77. Bernatsky S, Clarke A, Ramsey-Goldman R, et al. Hormonal exposures 
and breast cancer in a sample of women with systemic lupus 
erythematosus. Rheumatology (Oxford) 2004;43:1178–81. http://
dx.doi.org/10.1093/rheumatology/keh282

 78. Bernatsky S, Ramsey-Goldman R, Gordon C, et al. Factors associated 
with abnormal Pap results in systemic lupus erythematosus. 
Rheumatology (Oxford) 2004;43:1386–9. http://dx.doi.org/10.1093/
rheumatology/keh331

 79. Chopra N, Koren S, Greer WL, et al. Factor V Leiden, prothrombin 
gene mutation, and thrombosis risk in patients with antiphospholipid 
antibodies. J Rheumatol 2002;29:1683–8.

http://dx.doi.org/10.1016/S0140-6736(77)90955-2
http://dx.doi.org/10.1016/S0140-6736(77)90955-2
http://dx.doi.org/10.1016/j.ijgo.2015.03.025
http://dx.doi.org/10.1016/j.ijgo.2015.03.025
http://dx.doi.org/10.1016/j.contraception.2011.08.005
http://dx.doi.org/10.1016/j.contraception.2011.08.005
http://dx.doi.org/10.1016/j.contraception.2014.12.009
http://dx.doi.org/10.1016/0010-7824(85)90002-2
http://dx.doi.org/10.1016/0010-7824(85)90002-2
http://dx.doi.org/10.1016/S0010-7824(01)00180-9
http://dx.doi.org/10.1016/j.contraception.2013.12.007
http://dx.doi.org/10.1016/j.contraception.2015.12.004
http://dx.doi.org/10.1016/0010-7824(96)00117-5
http://dx.doi.org/10.1111/ajo.12335
http://dx.doi.org/10.1016/j.contraception.2011.03.007
http://dx.doi.org/10.1016/S0010-7824(98)00041-9
http://dx.doi.org/10.1016/S0010-7824(98)00041-9
http://dx.doi.org/10.3109/13625189909064007
http://dx.doi.org/10.3109/13625189909064007
http://dx.doi.org/10.1016/S0140-6736(99)04394-9
http://dx.doi.org/10.1111/j.1471-0528.2004.00305.x
http://dx.doi.org/10.1016/j.fertnstert.2007.07.1315
http://dx.doi.org/10.1177/0961203306071706
http://dx.doi.org/10.1016/j.ajog.2005.05.002
http://dx.doi.org/10.1161/CIRCULATIONAHA.106.183095
http://dx.doi.org/10.1016/j.contraception.2010.02.004
http://dx.doi.org/10.1016/j.contraception.2010.02.004
http://dx.doi.org/10.1093/rheumatology/keh282
http://dx.doi.org/10.1093/rheumatology/keh282
http://dx.doi.org/10.1093/rheumatology/keh331
http://dx.doi.org/10.1093/rheumatology/keh331


Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 33US Department of Health and Human Services/Centers for Disease Control and Prevention

 80. Esdaile JM, Abrahamowicz M, Grodzicky T, et al. Traditional Framingham 
risk factors fail to fully account for accelerated atherosclerosis in systemic 
lupus erythematosus. Arthritis Rheum 2001;44:2331–7. http://dx.doi.
org/10.1002/1529-0131(200110)44:10<2331::AID-ART395≥3.0.CO;2-I

 81. Julkunen HA, Kaaja R, Friman C. Contraceptive practice in women 
with systemic lupus erythematosus. Br J Rheumatol 1993;32:227–30. 
http://dx.doi.org/10.1093/rheumatology/32.3.227

 82. Manzi S, Meilahn EN, Rairie JE, et al. Age-specific incidence rates of 
myocardial infarction and angina in women with systemic lupus 
erythematosus: comparison with the Framingham Study. Am J Epidemiol 
1997;145:408–15. http://dx.doi.org/10.1093/oxfordjournals.aje.
a009122

 83. McAlindon T, Giannotta L, Taub N, D’Cruz D, Hughes G. Environmental 
factors predicting nephritis in systemic lupus erythematosus. Ann Rheum 
Dis 1993;52:720–4. http://dx.doi.org/10.1136/ard.52.10.720

 84. McDonald J, Stewart J, Urowitz MB, Gladman DD. Peripheral vascular 
disease in patients with systemic lupus erythematosus. Ann Rheum Dis 
1992;51:56–60. http://dx.doi.org/10.1136/ard.51.1.56

 85. Mintz G, Gutiérrez G, Delezé M, Rodríguez E. Contraception with 
progestagens in systemic lupus erythematosus. Contraception 
1984;30:29–38. http://dx.doi.org/10.1016/0010-7824(84)90076-3

 86. Petri M. Musculoskeletal complications of systemic lupus erythematosus 
in the Hopkins Lupus Cohort: an update. Arthritis Care Res 
1995;8:137–45. http://dx.doi.org/10.1002/art.1790080305

 87. Petri M. Lupus in Baltimore: evidence-based ‘clinical pearls’ from the 
Hopkins Lupus Cohort. Lupus 2005;14:970–3. http://dx.doi.
org/10.1191/0961203305lu2230xx

 88. Sánchez-Guerrero J, Uribe AG, Jiménez-Santana L, et al. A trial of 
contraceptive methods in women with systemic lupus erythematosus. N 
Engl J Med 2005;353:2539–49. http://dx.doi.org/10.1056/NEJMoa050817

 89. Sarabi ZS, Chang E, Bobba R, et al. Incidence rates of arterial and venous 
thrombosis after diagnosis of systemic lupus erythematosus. Arthritis 
Rheum 2005;53:609–12. http://dx.doi.org/10.1002/art.21314

 90. Somers E, Magder LS, Petri M. Antiphospholipid antibodies and 
incidence of venous thrombosis in a cohort of patients with systemic 
lupus erythematosus. J Rheumatol 2002;29:2531–6.

 91. Urowitz MB, Bookman AA, Koehler BE, Gordon DA, Smythe HA, Ogryzlo 
MA. The bimodal mortality pattern of systemic lupus erythematosus. Am J 
Med 1976;60:221–5. http://dx.doi.org/10.1016/0002-9343(76)90431-9

 92. Julkunen HA. Oral contraceptives in systemic lupus erythematosus: 
side-effects and influence on the activity of SLE. Scand J Rheumatol 
1991;20:427–33. http://dx.doi.org/10.3109/03009749109096822

 93. Jungers P, Dougados M, Pélissier C, et al. Influence of oral contraceptive 
therapy on the activity of systemic lupus erythematosus. Arthritis Rheum 
1982;25:618–23. http://dx.doi.org/10.1002/art.1780250603

 94. Petri M, Kim MY, Kalunian KC, et al; OC-SELENA Trial. Combined 
oral contraceptives in women with systemic lupus erythematosus. N Engl 
J Med 2005;353:2550–8. http://dx.doi.org/10.1056/NEJMoa051135

 95. Choojitarom K, Verasertniyom O, Totemchokchyakarn K, Nantiruj K, 
Sumethkul V, Janwityanujit S. Lupus nephritis and Raynaud’s 
phenomenon are significant risk factors for vascular thrombosis in SLE 
patients with positive antiphospholipid antibodies. Clin Rheumatol 
2008;27:345–51. http://dx.doi.org/10.1007/s10067-007-0721-z

 96. Wahl DG, Guillemin F, de Maistre E, Perret C, Lecompte T, Thibaut G. 
Risk for venous thrombosis related to antiphospholipid antibodies in 
systemic lupus erythematosus—a meta-analysis. Lupus 1997;6:467–73. 
http://dx.doi.org/10.1177/096120339700600510

 97. Tepper NK, Whiteman MK, Zapata LB, Marchbanks PA, Curtis KM. Safety 
of hormonal contraceptives among women with migraine: a systematic review. 
Contraception 2016. Epub May 3, 2016. http:// dx.doi.org/10.1016/j.
contraception.2016.04.016

 98. Tepper NK, Whiteman MK, Marchbanks PA, James AH, Curtis KM. 
Progestin-only contraception and thromboembolism: a systematic review. 
Contraception 2016. Epub May 3, 2016. http://dx.doi.org/10.1016/j.
contraception.2016.04.014 

 99. Pagano HP, Zapata LB, Berry-Bibee EN, Nanda K, Curtis KM. Safety of 
hormonal contraception and intrauterine devices among women with 
depressive and bipolar disorders: a systematic review. Contraception 2016. 
Epub June 27, 2016. http://dx.doi.org/10.1016/j.contraception.2016.06.012

 100. Barrington JW, Arunkalaivanan AS, Abdel-Fattah M. Comparison between 
the levonorgestrel intrauterine system (LNG-IUS) and thermal balloon 
ablation in the treatment of menorrhagia. Eur J Obstet Gynecol Reprod Biol 
2003;108:72–4. http://dx.doi.org/10.1016/S0301-2115(02)00408-6

 101. Gupta B, Mittal S, Misra R, Deka D, Dadhwal V. Levonorgestrel-
releasing intrauterine system vs. transcervical endometrial resection for 
dysfunctional uterine bleeding. Int J Gynaecol Obstet 2006;95:261–6. 
http://dx.doi.org/10.1016/j.ijgo.2006.07.004

 102. Hurskainen R, Teperi J, Rissanen P, et al. Quality of life and cost-
effectiveness of levonorgestrel-releasing intrauterine system versus 
hysterectomy for treatment of menorrhagia: a randomised trial.[see 
comment]. Lancet 2001;357:273–7. http://dx.doi.org/10.1016/
S0140-6736(00)03615-1

 103. Istre O, Trolle B. Treatment of menorrhagia with the levonorgestrel 
intrauterine system versus endometrial resection. Fertil Steril 
2001;76:304–9. http://dx.doi.org/10.1016/S0015-0282(01)01909-4

 104. Koh SC, Singh K. The effect of levonorgestrel-releasing intrauterine 
system use on menstrual blood loss and the hemostatic, fibrinolytic/
inhibitor systems in women with menorrhagia. J Thromb Haemost 
2007;5:133–8. http://dx.doi.org/10.1111/j.1538-7836.2006.02243.x

 105. Lethaby AE, Cooke I, Rees M. Progesterone/progestogen releasing 
intrauterine systems versus either placebo or any other medication for heavy 
menstrual bleeding. Cochrane Database Syst Rev 2000;(2):CD002126.

 106. Magalhães J, Aldrighi JM, de Lima GR. Uterine volume and menstrual 
patterns in users of the levonorgestrel-releasing intrauterine system with 
idiopathic menorrhagia or menorrhagia due to leiomyomas. Contraception 
2007;75:193–8. http://dx.doi.org/10.1016/j.contraception.2006.11.004

 107. Stewart A, Cummins C, Gold L, Jordan R, Phillips W. The 
effectiveness of the levonorgestrel-releasing intrauterine system in 
menorrhagia: a systematic review. BJOG 2001;108:74–86. http://
dx.doi.org/10.1111/j.1471-0528.2001.00020.x

 108. Fedele L, Bianchi S, Zanconato G, Portuese A, Raffaelli R. Use of a 
levonorgestrel-releasing intrauterine device in the treatment of 
rectovaginal endometriosis. Fertil Steril 2001;75:485–8. http://dx.doi.
org/10.1016/S0015-0282(00)01759-3

 109. Lockhat FBE, Emembolu J, Konje JC. The effect of a levonorgestrel intrauterine 
system (LNG-IUS) on symptomatic endometriosis. Fertil Steril 2002;77(Suppl 
1):S24. http://dx.doi.org/10.1016/S0015-0282(01)03086-2

 110. Petta CA, Ferriani RA, Abrao MS, et al. Randomized clinical trial of a 
levonorgestrel-releasing intrauterine system and a depot GnRH analogue for 
the treatment of chronic pelvic pain in women with endometriosis. Hum 
Reprod 2005;20:1993–8. http://dx.doi.org/10.1093/humrep/deh869

 111. Vercellini P, Aimi G, Panazza S, De Giorgi O, Pesole A, Crosignani PG. 
A levonorgestrel-releasing intrauterine system for the treatment of 
dysmenorrhea associated with endometriosis: a pilot study. Fertil Steril 
1999;72:505–8. http://dx.doi.org/10.1016/S0015-0282(99)00291-5

 112. Vercellini P, Frontino G, De Giorgi O, Aimi G, Zaina B, Crosignani 
PG. Comparison of a levonorgestrel-releasing intrauterine device versus 
expectant management after conservative surgery for symptomatic 
endometriosis: a pilot study. Fertil Steril 2003;80:305–9. http://dx.doi.
org/10.1016/S0015-0282(03)00608-3

 113. Gaffield ME, Kapp N, Curtis KM. Combined oral contraceptive and 
intrauterine device use among women with gestational trophoblastic 
disease. Contraception 2009;80:363–71. http://dx.doi.org/10.1016/j.
contraception.2009.03.022

http://dx.doi.org/10.1002/1529-0131(200110)44:10%3c2331::AID-ART395
http://dx.doi.org/10.1002/1529-0131(200110)44:10%3c2331::AID-ART395
http://dx.doi.org/10.1093/rheumatology/32.3.227
http://dx.doi.org/10.1093/oxfordjournals.aje.a009122
http://dx.doi.org/10.1093/oxfordjournals.aje.a009122
http://dx.doi.org/10.1136/ard.52.10.720
http://dx.doi.org/10.1136/ard.51.1.56
http://dx.doi.org/10.1016/0010-7824(84)90076-3
http://dx.doi.org/10.1002/art.1790080305
http://dx.doi.org/10.1191/0961203305lu2230xx
http://dx.doi.org/10.1191/0961203305lu2230xx
http://dx.doi.org/10.1056/NEJMoa050817
http://dx.doi.org/10.1002/art.21314
http://dx.doi.org/10.1016/0002-9343(76)90431-9
http://dx.doi.org/10.3109/03009749109096822
http://dx.doi.org/10.1002/art.1780250603
http://dx.doi.org/10.1056/NEJMoa051135
http://dx.doi.org/10.1007/s10067-007-0721-z
http://dx.doi.org/10.1177/096120339700600510
http:// dx.doi.org/10.1016/j.contraception.2016.04.016
http:// dx.doi.org/10.1016/j.contraception.2016.04.016
http://dx.doi.org/10.1016/j.contraception.2016.04.014
http://dx.doi.org/10.1016/j.contraception.2016.04.014
http://dx.doi.org/10.1016/j.contraception.2016.06.012
http://dx.doi.org/10.1016/S0301-2115(02)00408-6
http://dx.doi.org/10.1016/j.ijgo.2006.07.004
http://dx.doi.org/10.1016/S0140-6736(00)03615-1
http://dx.doi.org/10.1016/S0140-6736(00)03615-1
http://dx.doi.org/10.1016/S0015-0282(01)01909-4
http://dx.doi.org/10.1111/j.1538-7836.2006.02243.x
http://dx.doi.org/10.1016/j.contraception.2006.11.004
http://dx.doi.org/10.1111/j.1471-0528.2001.00020.x
http://dx.doi.org/10.1111/j.1471-0528.2001.00020.x
http://dx.doi.org/10.1016/S0015-0282(00)01759-3
http://dx.doi.org/10.1016/S0015-0282(00)01759-3
http://dx.doi.org/10.1016/S0015-0282(01)03086-2
http://dx.doi.org/10.1093/humrep/deh869
http://dx.doi.org/10.1016/S0015-0282(99)00291-5
http://dx.doi.org/10.1016/S0015-0282(03)00608-3
http://dx.doi.org/10.1016/S0015-0282(03)00608-3
http://dx.doi.org/10.1016/j.contraception.2009.03.022
http://dx.doi.org/10.1016/j.contraception.2009.03.022


Recommendations and Reports

34 MMWR / July 29, 2016 / Vol. 65 / No. 3 US Department of Health and Human Services/Centers for Disease Control and Prevention

 114. Whiteman MK, Zapata LB, Tepper NK, Marchbanks PA, Curtis KM. 
Use of contraceptive methods among women with endometrial 
hyperplasia: a systematic review. Contraception 2010;82:56–63. http://
dx.doi.org/10.1016/j.contraception.2010.02.005

 115. Zapata LB, Whiteman MK, Tepper NK, Jamieson DJ, Marchbanks 
PA, Curtis KM. Intrauterine device use among women with uterine 
fibroids: a systematic review. Contraception 2010;82:41–55. http://
dx.doi.org/10.1016/j.contraception.2010.02.011

 116. Tepper NK, Steenland MW, Gaffield ME, Marchbanks PA, Curtis 
KM. Retention of intrauterine devices in women who acquire pelvic 
inflammatory disease: a systematic review. Contraception 2013;87:655–
60. http://dx.doi.org/10.1016/j.contraception.2012.08.011

 117. Faúndes A, Telles E, Cristofoletti ML, Faúndes D, Castro S, Hardy E. 
The risk of inadvertent intrauterine device insertion in women carriers 
of endocervical Chlamydia trachomatis. Contraception 1998;58:105–
9. http://dx.doi.org/10.1016/S0010-7824(98)00064-X

 118. Ferraz do Lago R, Simões JA, Bahamondes L, Camargo RP, Perrotti M, 
Monteiro I. Follow-up of users of intrauterine device with and without 
bacterial vaginosis and other cervicovaginal infections. Contraception 
2003;68:105–9. http://dx.doi.org/10.1016/S0010-7824(03)00109-4

 119. Morrison CS, Sekadde-Kigondu C, Miller WC, Weiner DH, Sinei SK. 
Use of sexually transmitted disease risk assessment algorithms for 
selection of intrauterine device candidates. Contraception 1999;59:97–
106. http://dx.doi.org/10.1016/S0010-7824(99)00006-2

 120. Pap-Akeson M, Solheim F, Thorbert G, Akerlund M. Genital tract infections 
associated with the intrauterine contraceptive device can be reduced by 
inserting the threads into the uterine cavity. Br J Obstet Gynaecol 
1992;99:676–9. http://dx.doi.org/10.1111/j.1471-0528.1992.tb13854.x

 121. Sinei SK, Schulz KFLP, Lamptey PR, et al. Preventing IUCD-related pelvic 
infection: the efficacy of prophylactic doxycycline at insertion. Br J Obstet 
Gynaecol 1990;97:412–9. http://dx.doi.org/10.1111/j.1471-0528.1990.
tb01828.x

 122. Skjeldestad FE, Halvorsen LE, Kahn H, Nordbø SA, Saake K. IUD users 
in Norway are at low risk for genital C. trachomatis infection. Contraception 
1996;54:209–12. http://dx.doi.org/10.1016/S0010-7824(96)00190-4

 123. Walsh TL, Bernstein GS, Grimes DA, Frezieres R, Bernstein L, Coulson AH; 
IUD Study Group. Effect of prophylactic antibiotics on morbidity associated 
with IUD insertion: results of a pilot randomized controlled trial. Contraception 
1994;50:319–27. http://dx.doi.org/10.1016/0010-7824(94)90019-1

 124. Workowski KA, Bolan GA. Sexually transmitted diseases treatment 
guidelines, 2015. MMWR Recomm Rep 2015;64(No. RR-03).

 125. Jatlaoui TC, Simmons KB, Curtis KM. The safety of intrauterine 
contraception initiation among women with current asymptomatic cervical 
infections or at increased risk of sexually transmitted infections.  
Contraception 2016. Epub  June 1, 2016. http://dx.doi.org/10.1016/j.
contraception.2016.05.013

 126. Carael M, Van de Perre PH, Lepage PH, et al. Human immunodeficiency 
virus transmission among heterosexual couples in Central Africa. AIDS 
1988;2:201–5.

 127. European Study Group on Heterosexual Transmission of HIV. 
Comparison of female to male and male to female transmission of HIV 
in 563 stable couples. BMJ 1992;304:809–13. http://dx.doi.
org/10.1136/bmj.304.6830.809

 128. Kapiga SH, Lyamuya EF, Lwihula GK, Hunter DJ. The incidence of 
HIV infection among women using family planning methods in Dar 
es Salaam, Tanzania. AIDS 1998;12:75–84. http://dx.doi.
org/10.1097/00002030-199801000-00009.

 129. Kapiga SH, Shao JF, Lwihula GK, Hunter DJ. Risk factors for HIV 
infection among women in Dar-es-Salaam, Tanzania. J Acquir Immune 
Defic Syndr 1994;7:301–9.

 130. Mann JM, Nzilambi N, Piot P, et al. HIV infection and associated risk 
factors in female prostitutes in Kinshasa, Zaire. AIDS 1988;2:249–54. 
http://dx.doi.org/10.1097/00002030-198808000-00002

 131. Martin HL Jr, Nyange PM, Richardson BA, et al. Hormonal 
contraception, sexually transmitted diseases, and risk of heterosexual 
transmission of human immunodeficiency virus type 1. J Infect Dis 
1998;178:1053–9. http://dx.doi.org/10.1086/515654

 132. Mali JK, Hunter DJ, Maggwa BN, Tukei PM. Contraceptive use and 
the risk of HIV infection in Nairobi, Kenya. Int J Gynaecol Obstet 
1995;48:61–7. http://dx.doi.org/10.1016/0020-7292(94)02214-3

 133. Nicolosi A, Corrêa Leite ML, Musicco M, Arici C, Gavazzeni G, 
Lazzarin A; Italian Study Group on HIV Heterosexual Transmission. 
The efficiency of male-to-female and female-to-male sexual transmission 
of the human immunodeficiency virus: a study of 730 stable couples.
[comment].  Epidemiology 1994;5:570–5. http://dx.doi.
org/10.1097/00001648-199411000-00003

 134. Plourde PJ, Plummer FA, Pepin J, et al. Human immunodeficiency 
virus type 1 infection in women attending a sexually transmitted 
diseases clinic in Kenya.[comment]. J Infect Dis 1992;166:86–92. 
http://dx.doi.org/10.1093/infdis/166.1.86

 135. Sinei SK, Fortney JA, Kigondu CS, et al. Contraceptive use and HIV 
infection in Kenyan family planning clinic attenders. Int J STD AIDS 
1996;7:65–70. http://dx.doi.org/10.1258/0956462961917104

 136. Spence MR, Robbins SM, Polansky M, Schable CA. Seroprevalence 
of human immunodeficiency virus type I (HIV-1) antibodies in a 
family-planning population. Sex Transm Dis 1991;18:143–5. http://
dx.doi.org/10.1097/00007435-199107000-00003

 137. Tepper NK, Curtis KM, Nanda K, Jamieson DJ. Safety of intrauterine devices 
among women with HIV: a systematic review. Contraception 2016. Epub 
June 22, 2016. http://dx.doi.org/0.1016/j.contraception.2016.06.011

 138. Grigoryan OR, Grodnitskaya EE, Andreeva EN, Shestakova MV, 
Melnichenko GA, Dedov II. Contraception in perimenopausal women 
with diabetes mellitus. Gynecol Endocrinol 2006;22:198–206. http://
dx.doi.org/10.1080/09513590600624317

 139. Rogovskaya S, Rivera R, Grimes DA, et al. Effect of a levonorgestrel 
intrauterine system on women with type 1 diabetes: a randomized trial. 
Obstet Gynecol 2005;105:811–5. http://dx.doi.org/10.1097/01.
AOG.0000156301.11939.56

 140. Zapata LB, Paulen ME, Cansino C, Marchbanks PA, Curtis KM. 
Contraceptive use among women with inflammatory bowel disease: a 
systematic review. Contraception 2010;82:72–85. http://dx.doi.
org/10.1016/j.contraception.2010.02.012

 141. Paulen ME, Folger SG, Curtis KM, Jamieson DJ. Contraceptive use 
among solid organ transplant patients: a systematic review. 
Contraception 2010;82:102–12. http://dx.doi.org/10.1016/j.
contraception.2010.02.007

 142. Bounds W, Guillebaud J. Observational series on women using the 
contraceptive Mirena concurrently with anti-epileptic and other 
enzyme-inducing drugs. J Fam Plann Reprod Health Care 2002;28:78–
80. http://dx.doi.org/10.1783/147118902101195992

 143. Reimers A, Helde G, Brodtkorb E. Ethinyl estradiol, not progestogens, 
reduces lamotrigine serum concentrations. Epilepsia 2005;46:1414–7. 
http://dx.doi.org/10.1111/j.1528-1167.2005.10105.x

http://dx.doi.org/10.1016/j.contraception.2010.02.005
http://dx.doi.org/10.1016/j.contraception.2010.02.005
http://dx.doi.org/10.1016/j.contraception.2010.02.011
http://dx.doi.org/10.1016/j.contraception.2010.02.011
http://dx.doi.org/10.1016/j.contraception.2012.08.011
http://dx.doi.org/10.1016/S0010-7824(98)00064-X
http://dx.doi.org/10.1016/S0010-7824(03)00109-4
http://dx.doi.org/10.1016/S0010-7824(99)00006-2
http://dx.doi.org/10.1111/j.1471-0528.1992.tb13854.x
http://dx.doi.org/10.1111/j.1471-0528.1990.tb01828.x
http://dx.doi.org/10.1111/j.1471-0528.1990.tb01828.x
http://dx.doi.org/10.1016/S0010-7824(96)00190-4
http://dx.doi.org/10.1016/0010-7824(94)90019-1
http://dx.doi.org/10.1016/j.contraception.2016.05.013
http://dx.doi.org/10.1016/j.contraception.2016.05.013
http://dx.doi.org/10.1136/bmj.304.6830.809
http://dx.doi.org/10.1136/bmj.304.6830.809
http://dx.doi.org/10.1097/00002030-199801000-00009
http://dx.doi.org/10.1097/00002030-199801000-00009
http://dx.doi.org/10.1097/00002030-198808000-00002
http://dx.doi.org/10.1086/515654
http://dx.doi.org/10.1016/0020-7292(94)02214-3
http://dx.doi.org/10.1097/00001648-199411000-00003
http://dx.doi.org/10.1097/00001648-199411000-00003
http://dx.doi.org/10.1093/infdis/166.1.86
http://dx.doi.org/10.1258/0956462961917104
http://dx.doi.org/10.1097/00007435-199107000-00003
http://dx.doi.org/10.1097/00007435-199107000-00003
http://dx.doi.org/0.1016/j.contraception.2016.06.011
http://dx.doi.org/10.1080/09513590600624317
http://dx.doi.org/10.1080/09513590600624317
http://dx.doi.org/10.1097/01.AOG.0000156301.11939.56
http://dx.doi.org/10.1097/01.AOG.0000156301.11939.56
http://dx.doi.org/10.1016/j.contraception.2010.02.012
http://dx.doi.org/10.1016/j.contraception.2010.02.012
http://dx.doi.org/10.1016/j.contraception.2010.02.007
http://dx.doi.org/10.1016/j.contraception.2010.02.007
http://dx.doi.org/10.1783/147118902101195992
http://dx.doi.org/10.1111/j.1528-1167.2005.10105.x


Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 35US Department of Health and Human Services/Centers for Disease Control and Prevention

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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TABLE C1. (Continued) Classifications for progestin-only contraceptives, including implants, depot medroxyprogesterone acetate, and progestin-
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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.
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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.



Recommendations and Reports

44 MMWR / July 29, 2016 / Vol. 65 / No. 3 US Department of Health and Human Services/Centers for Disease Control and Prevention
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Condition

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 Clarification: 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 affects fracture risk 
(34–45), although three recent studies show no effect (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 effect 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 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 (87).

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: 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.

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 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 (87).

Clarification: For women with other risk factors for VTE, these risk factors might 
increase the classification to a category 4.

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: 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.

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 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 (87).

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: 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. 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 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 (87).

Clarification: For women with other risk factors for VTE, these risk factors might 
increase the classification to a category 4.

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: 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.

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 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 (87).

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

Comment: 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. >42 days postpartum 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 (87).

Evidence: Clinical studies demonstrate conflicting results regarding effects on 
breastfeeding continuation or exclusivity in women exposed to COCs during 
lactation. No consistent effects 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 effects exists (88).

Comment: 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.

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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94). Risk for pregnancy during the 
first 21 days postpartum is very low but increases after that point; ovulation before 
first 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 Clarification: For women with other risk factors for VTE, these risk factors might 
increase the classification 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 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 significantly different only after 13 weeks 
postpartum; however, the numbers needed to harm were lowest in the first 6 
weeks postpartum. VTE risk is increased during pregnancy and the postpartum 
period; this risk is most pronounced in the first 3 weeks after delivery, decreasing to 
near baseline levels by 42 days postpartum (90–94).

c. >42 days postpartum 1 —

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

Postabortion Clarification: CHCs may be started immediately postabortion.

Evidence: Women who started taking COCs immediately after first trimester 
medical or surgical abortion did not experience more side effects or adverse 
vaginal bleeding outcomes or clinically significant 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 first 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 effectiveness of some COC formulations might decrease with 
increasing BMI, however the observed reductions in effectiveness are minimal and 
evidence is conflicting (118–125). Effectiveness 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 effectiveness 
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 effectiveness 
of oral contraceptives among women who underwent a biliopancreatic diversion; 
however, evidence from pharmacokinetic studies reported conflicting results of 
oral contraceptive effectiveness among women who underwent a jejunoileal 
bypass (128).

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 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 Clarification: 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.

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).

See table footnotes on page 69.
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Condition Category CHCs Clarifications/Evidence/Comments

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 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 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)

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: 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 Clarification: 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 benefit in preventing or 
treating these complications. When a contraceptive method is used as a therapy, 
rather than solely to prevent pregnancy, the risk/benefit ratio might differ 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 (first-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 deficiencies) 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

4 Clarification: 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).

Superficial venous disorders
a. Varicose veins 1 Evidence: One study suggested that among women with varicose veins, the rate of 

VTE and superficial venous thrombosis was higher in oral contraceptive users 
compared with nonusers; however, statistical significance was not reported and 
the number of events was small (176).

See table footnotes on page 69.
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b. Superficial venous thrombosis (acute or history) 3 Clarification: Superficial 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. Superficial 
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 superficial 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 fibrillation, 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 fluid retention in healthy women; fluid 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 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 cardiovascu-
lar 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 (179–197).

Evidence: Antiphospholipid antibodies are associated with a higher risk for both 
arterial and venous thrombosis (198,199).

b. Severe thrombocytopenia 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 cardiovascu-
lar 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 (179–197).

c. Immunosuppressive therapy 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 cardiovascu-
lar 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 (179–197).

d. None of the above 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 cardiovascu-
lar 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 (179–197).

See table footnotes on page 69.



Recommendations and Reports

62 MMWR / July 29, 2016 / Vol. 65 / No. 3 US Department of Health and Human Services/Centers for Disease Control and Prevention

TABLE D1. (Continued) Classifications for combined hormonal contraceptives, including pill, patch, and ring  

Condition Category CHCs Clarifications/Evidence/Comments

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 Clarification: Classification 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 specific focal neurologic symptom. 
For more information about headache classification see The International Headache 
Society Classification, 3rd edition (http://www.ihs-classification.org/_downloads/
mixed/International-Headache-Classification-III-ICHD-III-2013-Beta.pdf). Any new 
headaches or marked changes in headaches should be evaluated.

b. Migraine Clarification: Classification 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 specific focal neurologic symptom. 
For more information about headache classification see The International Headache 
Society Classification, 3rd edition (http://www.ihs-classification.org/_downloads/
mixed/International-Headache-Classification-III-ICHD-III-2013-Beta.pdf). Any new 
headaches or marked changes in headaches should be evaluated.

Clarification: Classification 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 find such an association (203–205).

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.)

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 Clarification: If a woman is taking anticonvulsants, see Drug Interactions section. 
Certain anticonvulsants lower COC effectiveness. 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 specified) 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 unaffected women for VTE.

a. With prolonged immobility 3
b. Without prolonged immobility 1

Depressive Disorders
Depressive disorders 1 Clarification: 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 significantly 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 Clarification: Unusually heavy bleeding should raise the suspicion of a serious 
underlying condition.

Evidence: A Cochrane Collaboration Review identified one randomized controlled 
trial evaluating the effectiveness 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).

See table footnotes on page 69.
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Unexplained vaginal bleeding 
(suspicious for serious condition) before evaluation

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

Endometriosis 1 Evidence: A Cochrane Collaboration Review identified one randomized controlled 
trial evaluating the effectiveness 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 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 (210,211).

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. 

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 significantly affect 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 first trimester 1
ii. Uterine size second trimester 1

b. Confirmed 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 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 
Breast cancer is associated with increased risk for adverse health events 
as a result of pregnancy (Box 2).

a. Undiagnosed mass 2 Clarification: 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 
modified 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 fibroids 1 Comment: COCs do not appear to cause growth of uterine fibroids, and patch and 
ring also are not expected to cause growth.

See table footnotes on page 69.
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Pelvic inflammatory 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 Clarification: 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 affect plasma HIV 
viral load generally have found no effect (233–235).

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 Evidence: Among women with uncomplicated schistosomiasis, COC use had no 
adverse effects 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).

Clarification: If a woman is taking rifampin, see Drug Interactions section. Rifampin 
is likely to decrease COC effectiveness. 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 unaffected by COC use (251–253).

b. Nonvascular disease Evidence: Among women with insulin-dependent or non–insulin-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 profile 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 Clarification: The category should be assessed according to the severity of the condition.

d. Other vascular disease or diabetes of >20 years’ duration 3/4 Clarification: 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
Inflammatory bowel disease (ulcerative colitis or Crohn’s disease) 2/3 Clarification: For women with mild IBD and with no other risk factor for VTE, the 

benefits 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 deficiencies, or fluid 
depletion), the risks of CHC use generally outweigh the benefits (category 3).

Evidence: Risk for disease relapse was not significantly 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 
unaffected 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 flare 3/4 2 Clarification (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 fibrosis, 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 fibrosis, 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 fibrosis, 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 influence 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 fibrosis 
This condition is associated with increased risk for adverse health events 
as a result of pregnancy (Box 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 (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 deficiency 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).

  

See table footnotes on page 69.
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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 Clarification: 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 differ 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 significant 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 Clarification: Evidence suggests drug interactions between EFV and certain 

hormonal contraceptives. These interactions might reduce the effectiveness 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 difference in pregnancy rates (275–277) Two studies found conflicting 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 significant differences 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 significant 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 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. 

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 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. 

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).

See table footnotes on page 69.
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iii. Ritonavir-boosted fosamprenavir (FPV/r) 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. 

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-significant 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 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. 

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 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. 

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 Clarification: 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 different 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 effects on CYP enzymes and drug levels may vary when combined 
with other ARVs.

ii. Fosamprenavir (FPV) 3 Clarification: Concern exists that interactions between FPV and hormonal 
contraceptives leading to decreased levels of FPV might diminish effectiveness 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. Nelfinavir (NFV) 2 Clarification: Evidence suggests drug interactions between certain protease 
inhibitors and certain hormonal contraceptives. These interactions might reduce 
the effectiveness 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 effects 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 Clarification: Although the interaction of certain anticonvulsants with CHCs is not 
harmful to women, it is likely to reduce the effectiveness 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 effectiveness of COCs 
(299–302).

b. Lamotrigine 3 Clarification: 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 
significantly 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 affect the contraceptive 

effectiveness of COCs (308–344), patch (345), or ring (346).

b. Antifungals 1 Evidence: Studies of antifungal agents have shown no clinically significant 
pharmacokinetic interactions with COCs (347–356), or ring (357).

c. Antiparasitics 1 Evidence: Studies of antiparasitic agents have shown no clinically significant 
pharmacokinetic interactions with COCs (236,358–362).

d. Rifampin or rifabutin therapy 3 Clarification: Although the interaction of rifampin or rifabutin therapy with CHCs is 
not harmful to women, it is likely to reduce the effectiveness 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 
effectiveness of COCs (363–378). Data on rifabutin are limited, but effects 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 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. 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 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 (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 identified 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 
effectiveness 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 Clarification: 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 Clarification: 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 Clarification: 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 Clarification: 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 difficult.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 (first-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 deficiencies) 
This condition is associated with increased risk for adverse 
health events as a result of pregnancy (Box 2).

1 1 1 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).

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 
fibrillation, 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 Classification, 3rd edition (http://www.
ihs-classification.org/_downloads/mixed/International-
Headache-Classification-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 Clarification: 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.

http://www.ihs-classification.org/_downloads/mixed/International-Headache-Classification-III-ICHD-III-2013-Beta.pdf
http://www.ihs-classification.org/_downloads/mixed/International-Headache-Classification-III-ICHD-III-2013-Beta.pdf
http://www.ihs-classification.org/_downloads/mixed/International-Headache-Classification-III-ICHD-III-2013-Beta.pdf
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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 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 1 1 1 Clarification: The cap should not be used. Diaphragm use 

has no restrictions.

Cervical cancer (awaiting treatment) 1 2 1 Clarification: 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 fibroids 1 1 1 —
Anatomical abnormalities 1 1 NA Clarification: The diaphragm cannot be used in certain 

cases of prolapse. Cap use is not appropriate for a woman 
with markedly distorted cervical anatomy.

Pelvic inflammatory 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 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 —
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
Inflammatory 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 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) 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 fibrosis 
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 deficiency 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    Clarification: No drug interaction between ARV therapy 

and barrier method use is known. However, HIV infection 
is classified 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. Nelfinavir (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 Clarification: 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 Clarification: 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 effective than when 

not breastfeeding.

a. <6 weeks postpartum Delay Delay 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 first 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 Clarification: When the woman notices fertility signs, particularly cervical secretions, she 
can use a symptoms-based method. First postpartum menstrual cycles in breastfeeding 
women vary significantly 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 offered if the woman plans to use a FAB method later.

Postpartum (nonbreastfeeding women)
a. <4 weeks Delay Delay Clarification: 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 first menses is common; therefore, a method appropriate for the 
postpartum period should be offered.

b. ≥4 weeks Accept Delay Clarification: Nonbreastfeeding women are likely to have sufficient 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 offered before that time.

Postabortion Caution Delay Clarification: After abortion, women are likely to have sufficient 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 offered before that time.

Reproductive Tract Infections and Disorders
Irregular vaginal bleeding Delay Delay Clarification: 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 Clarification: 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, or fertility signs

Caution /Delay Caution/Delay Clarification: Use of certain mood-altering drugs such as lithium, tricyclic antidepres-
sants, and antianxiety therapies, as well as certain antibiotics and anti-inflammatory 
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 Caution Accept Clarification: Elevated temperatures might make basal body temperature difficult 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 elevated temperatures. In addition, some chronic 
diseases interfere with cycle regularity, making calendar-based methods difficult 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.
This 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 Clarification (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.

Clarification (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 Clarification (UPA): Breastfeeding is not recommended for 24 hours after 
taking UPA because it is excreted in breast milk, with highest concentra-
tions 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 (2). Breast milk should be expressed and discarded for 24 hours after 
taking UPA.

Evidence: Breastfeeding outcomes do not seem to differ 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 effectiveness, 
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
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 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 Clarification: 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. 

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 Clarification (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 Clarification (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.

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 significant 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 Clarification (ECPs): Strong CYP3A4 inducers might reduce the effective-
ness of ECPs.

Evidence: According to labelling information, rifampin markedly decreases 
UPA levels by ≥90%, which might decrease its efficacy (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 (first-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 deficiencies) 
This condition is associated with 
increased risk for adverse health events 
as a result of pregnancy (Box 2).

1* 2* 2* 2* 2* 4*

Superficial venous disorders
a. Varicose veins 1 1 1 1 1 1
b. Superficial 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 fibrillation, 
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 first trimester 1* 1* 1* 1* 1* 1*
ii. Uterine size second trimester 2* 2* 1* 1* 1* 1*

b. Confirmed 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 fibroids 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 inflammatory 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.



Recommendations and Reports

MMWR / July 29, 2016 / Vol. 65 / No. 3 101US Department of Health and Human Services/Centers for Disease Control and Prevention

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 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 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
Inflammatory 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.



Recommendations and Reports

102 MMWR / July 29, 2016 / Vol. 65 / No. 3 US Department of Health and Human Services/Centers for Disease Control and Prevention

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 flare 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 fibrosis 
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-deficiency 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. Nelfinavir (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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