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Abstract

Obijective: The objective is to provide clinical
guidelines for the management of thyroid problems
present during pregnancy and in the postpartum.

Participants: The Chair was selected by the Clinical
Guidelines Subcommittee (CGS) of The Endocrine
Society. The Chair requested participation by the Latin
American Thyroid Society, the Asia and Oceania
Thyroid Society, the American Thyroid Association,
the European Thyroid Association, and the American
Association of Clinical Endocrinologists, and each
organization appointed a member to the task force. Two
members of The Endocrine Society were also asked to
participate. The group worked on the guidelines for
2 yrs and held two meetings. There was no corporate

funding, and no members received remuneration.

Evidence: Applicable published and peer-reviewed
literature of the last two decades was reviewed, with a
concentration on original investigations. The grading
of evidence was done using the United States

Preventive Services Task Force system and, where

possible, the GRADE system.

Consensus Process: Consensus was achieved through
conference calls, two group meetings, and exchange
of many drafts by E-mail. The manuscript was
reviewed concurrently by the Society’s CGS, Clinical
Affairs Committee, members of The Endocrine
Society, and members of each of the collaborating
societies. Many valuable suggestions were received
and incorporated into the final document. Each of
the societies endorsed the guidelines.

Conclusions: Management of thyroid diseases during
pregnancy requires special considerations because
pregnancy induces major changes in thyroid function,
and maternal thyroid disease can have adverse effects
on the pregnancy and the fetus. Care requires
coordination among several healthcare professionals.
Avoiding maternal (and fetal) hypothyroidism is
of major importance because of potential damage
to fetal neural development, an increased incidence
of miscarriage, and preterm delivery. Maternal
hyperthyroidism and its treatment may be
accompanied by coincident problems in fetal thyroid
function. Autoimmune thyroid disease is associated
with both increased rates of miscarriage, for which
the appropriate medical response is uncertain at this
time, and postpartum thyroiditis. Fine-needle
aspiration cytology should be performed for dominant
thyroid nodules discovered in pregnancy. Radioactive
isotopes must be avoided during pregnancy and
lactation. Universal screening of pregnant women
for thyroid disease is not yet supported by adequate
studies, but case finding targeted to specific groups
of patients who are at increased risk is strongly
supported.

J Clin Endocrinol Metab: 92 (8) (Supplement):
$1-847, 2007
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INTRODUCTION

Over the past 15 yrs there has been a rapid expansion
of knowledge regarding thyroid disease and
pregnancy. These advances relate to the optimal
management of pregnant women on levothyroxine
therapy, the impact of iodine deficiency on the
mother and developing fetus, the adverse effect of
maternal hypothyroidism on mental development in
their infants, the syndrome of postpartum thyroiditis,
and its relation to permanent hypothyroidism.
Furthermore, a doubling of the miscarriage rate has
been reported in studies in antibody-positive
euthyroid women, and an increase in preterm delivery
has been found in women with subclinical

hypothyroidism and/or thyroid autoimmunity.

Given the rapidity of advances in this field, it is not
surprising that controversy surrounds optimal
detection and management of thyroid disease in the
pregnant woman. Thyroid disease during pregnancy
has certain characteristics that make writing
guidelines more complicated than for some other
fields. This field is concerned with the management
of pregnant women who may have a variety of known
or undisclosed thyroid conditions, such as
hypothyroidism and hyperthyroidism, the presence of
thyroid auto-antibodies, the presence of nodules, or
unsatisfactory iodine nutrition. Pregnancy may affect
the course of these thyroid disorders and, conversely,
thyroid diseases may affect the course of pregnancy.

Moreover, thyroid disorders (and their management)
may affect both the pregnant woman and the
developing fetus. Finally, pregnant women may be
under the care of multiple health care professionals,
including obstetricians, nurse midwives, family
practitioners, endocrinologists, and/or internists,
making the development of guidelines all the more

critical.

METHODS OF DEVELOPMENT

An international task force was created, under the
auspices of The Endocrine Society, to review the best
evidence in the field and develop evidence-based
guidelines. Members of the task force included
representatives from The Endocrine Society,
American Thyroid Association, Association of
American Clinical Endocrinologists, European
Thyroid Association, Asia and Oceania Thyroid
Association, and the Latin American Thyroid
Society. The task force worked during 2 yrs to develop
the guidelines, had multiple phone conversations,
and two 2-d retreats. Upon completion of the
guidelines, they were reviewed and approved by all of
the participants.

Our committee undertook to review all material on
these topics published in English during the past two
decades, or earlier at the working group's discretion.
We concentrated on original reports and largely
excluded reviews from our references. At present,
with the exception of studies on iodide
supplementation, only two prospective, randomized
intervention trials have been published in this area.
We are aware of two large-scale prospective
intervention trials that are presently ongoing.
Nevertheless, in the last 15 yrs, many high-quality
studies have modified older dogmas and profoundly
changed the ways in which these patients are
managed. These studies are most often prospective or
retrospective clinical evaluations of a particular
patient population and matched groups of control
women. Such studies, when carefully performed,
adequately matched, and appropriately interpreted;
provide the bulk of the evidence presented herein.

The committee evaluated recommendations and
evidence using the methodology of the United States
Preventive Service Task Force (USPSTF), in which
treatments or medical advice are referred to as a
“service.” The USPSTF grades its recommendations
(level A, B, C, D, or I) on the basis of the strength of
evidence and magnitude of net benefit (benefits

minus harms), as follows:

N




A: The USPSTF strongly recommends that clinicians
provide (the service) to eligible patients. The
USPSTF found good evidence that (the service)
improves important health outcomes and concludes that

benefits substantially outweigh harms.

B: The USPSTF recommends that clinicians provide
(the service) to eligible patients. The USPSTF found
at least fair evidence that (the service) improves
important health outcomes and concludes that benefits

outweigh harms.

C: The USPSTF makes no recommendation for or
against routine provision of (the service). The
USPSTF found at least fair evidence that (the service)
can improve health outcomes but concludes that the
balance of benefits and harms is too close to justify a
general recommendation.

D: The USPSTF recommends against routinely
providing (the service) to asymptomatic patients. The
USPSTF found good evidence that (the service) is
ineffective or that harms outweigh benefits.

I: The USPSTF concludes that the evidence is
insufficient to recommend for or against routinely
providing (the service). Evidence that (the service) is
effective is lacking, or poor quality, or conflicting, and

the balance of benefits and harms cannot be determined.

The USPSTF grades the quality of the overall
evidence for a service on a three-point scale (good,

fair, or poor), defined as follows:

Good: Evidence includes consistent results from well
designed, well conducted studies in representative
populations that directly assess effects on health

outcomes.

Fair: Evidence is sufficient to determine effects on
health outcomes, but the strength of the evidence is
limited by the number, quality, or consistency of
the individual studies, generalizability to routine
practice, or indirect nature of the evidence on health

outcomes.

Poor: Evidence is insufficient to assess the effects on
health outcomes because of limited number or power
of studies, important flaws in their design or conduct,
gaps in the chain of evidence, or lack of information

on important health outcomes.

In addition to the USPSTF grading of
recommendations, we have also included the
appropriate recommendation level as indicated by the
GRADE system. The value of an evidence-based
recommendation, using the GRADE system, is scored
from strong to moderate (1-2) and accompanied by
symbols indicating the value of the evidence: high (1,
BPEDPD or &BPO ), moderate (2, BDBOO ), low
( ©O00O ), and very low ( OOOO ). (There are no
equivalents in the GRADE system for the
recommendation levels C, D, and I used in the
USPSTF system.)

The supporting data for the full committee report is
available separately at http://www.endo-society.org/

publications/guidelines/index.cfm and http://jcem.

endojournals.org/. The supporting data consists of

eight subsections dealing in detail with specific

maternal/fetal thyroid problems. Each subsection
provides the related background and evidence for
recommendations. In the subsection reports, the task
force has indicated specific bibliographic citations on
which each recommendation is based, and for each
report cited as evidence for a given recommendation.
We believe that this approach provides an important
direct link between the supporting evidence and the

recommendation.
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BACKGROUND AND EVIDENCE

The complete discussion of background data and
evidence is offered in the supporting data that follow
this executive summary. Some important issues are

noted here.

Pregnant and lactating women require additional
iodine intake, whether in iodine-poor or iodine-
sufficient countries. The recommended average
iodine intake is approximately 250 ug/d (1). Severe
iodine deficiency, if inadequately treated, is a major

cause of neurological damage worldwide (2).

Both overt and subclinical hypothyroidism have
adverse effects on the course of pregnancy and
development of the fetus (3,4,5). Hypothyroidism
should be corrected before initiation of pregnancy,
replacement dosage should be augmented early
in pregnancy (6), and euthyroidism should
be maintained throughout. Overt maternal
hypothyroidism has been associated with damage to
fetal intellectual development (7), presumably
because of inadequate transplacental supply of
hormone during early pregnancy (8). Whether
subclinical hypothyroidism carries this risk remains
unproven, but replacement therapy for this condition

is nonetheless advised.

Propylthiouracil is recommended as the first-line drug
for treatment of hyperthyroidism during pregnancy,
because of the probable association of methimazole
with fetal developmental abnormalities (9, 10).
Maternal Graves’ disease, past or present, carries a
risk for the pregnancy and for the fetus. Antithyroid
drug (ATD) therapy to the mother can induce
fetal hypothyroidism, and transplacental passage
of TSH-receptor antibodies (TRAb) can cause
fetal hyperthyroidism (11,12,13). Targeting ATD
treatment to maintain maternal serum free T, levels
at the upper limit of the nonpregnant T, range usually
protects the fetus from hypothyroidism (14). Close
following of maternal T, and TSH levels, assay of
TRADb, and fetal ultrasonography including the
thyroid are recommended for guiding therapy (15),

and fetal blood sampling is rarely needed (15,16).
Fetal hyperthyroidism does not occur during
pregnancies in which TRAb levels are normal and
ATD is not administered. Surgery may be required in
some instances. Propylthiouracil, propranolol, and
iodides may be used for preoperative preparation.

Hyperemesis is associated with elevation of thyroid
hormone levels above average pregnancy values
and suppression of TSH (17,18,19). Occasionally,
patients are clinically thyrotoxic. The elevation of
thyroid  hormone levels and  gestational
hyperthyroidism are typically self-remitting and in
most cases do not require antithyroid treatment
(17,20). Subclinical hyperthyroidism, commonly
found in this setting, does not require therapy, and
therapy is advised against because it might induce

fetal hypothyroidism (21).

Thyroid nodules recognized during pregnancy, or
growing, are typically biopsied under ultrasound
guidance (22,23), and if appropriate, surgery is
performed in the mid-trimester (24). Delay in
treatment of low-grade tumors until after delivery is
not considered a danger (25). Pregnancy is not
thought to adversely affect the course of thyroid
malignancy (26,27,28). TSH suppression for known
thyroid malignancy may be maintained during
pregnancy with detectable TSH and with T, at the
upper end of the range for normal pregnancy.
Radioactive iodine (RAI) must not be administered

during pregnancy or lactation.

Autoimmune thyroid disease is common in
pregnancy. The presence of antibodies to thyroid
peroxidase or thyroglobulin is associated with a
significant increment in miscarriages (29,30). One
prospective study has reported that treatment with T,
during pregnancy may reverse this risk (31).

Additional studies on this important issue are needed.

PPT, a form of autoimmune thyroid disease closely
related to Hashimoto’s thyroiditis, is found in about
7% of women in the postpartum period (32). It causes
hyperthyroidism and/or hypothyroidism that is

usually transient (but often seriously symptomatic)

(@)}




(33,34) and increases the risk of later permanent
hypothyroidism (35,36). Although depression may be
a symptom of hypothyroidism in any setting, PPT per
se has not been clearly linked to postpartum

depression (37, 38).

A major unsettled question is the advisability of
universal screening of pregnant women for thyroid
disease, through TSH testing, and possibly antibody
testing. The prevalence of overt thyroid disease in
this population is 1%, and there is also a 2-3%
prevalence of subclinical hypothyroidism and 10-15%
antibody positivity (30, 39). As of this date, only one
study has demonstrated that treatment of antibody
positive euthyroid women with T, decreases the rate
of miscarriage and preterm delivery (31). Thus, for
now, the committee recommends targeted case
finding during early pregnancy but anticipates that
ongoing studies may alter this recommendation (40).
Vaidya et al. (41) recently reported a study of
screening by means of TSH, T, free T}, and thyroid
peroxidase antibodies in 1560 consecutive pregnant
women. An important result was that screening only
women considered high risk on the basis of a personal
or family history of thyroid disease or a history of
other autoimmune disease would have missed 30% of
women with overt or subclinical hypothyroidism.

RECOMMENDATIONS

1. Hypothyroidism and Pregnancy: Maternal
and Fetal Aspects

1.1.1. Both maternal and fetal hypothyroidism are
known to have serious adverse effects on the fetus.
Therefore maternal hypothyroidism should be
avoided. USPSTF recommendation level is A;
evidence is fair (GRADE 11 &&PO ). Targeted
case finding is recommended at the first prenatal
visit or at diagnosis of pregnancy (see Section 8,
Screening for thyroid dysfunction during pregnancy).
USPSTF recommendation level is B; evidence is

fair (GRADE 2| &5C0O ).

1.1.2. If hypothyroidism has been diagnosed before
pregnancy, we recommend adjustment of the
preconception thyroxine dose to reach a TSH level
not higher than 2.5 uU/mL prior to pregnancy.
(USPSTF Recommendation level: I, Evidence-poor).
(GRADE 11 6000 )

1.1.3. The T, dose usually needs to be incremented
by 4-6 wk gestation and may require a 30-50%
increase in dosage. USPSTF recommendation level is

A; evidence is good (GRADE 1| &BED ).

1.1.4. If overt hypothyroidism is diagnosed during
pregnancy, thyroid function tests (TFTs) should be
normalized as rapidly as possible. Thyroxine dosage
should be titrated to rapidly reach and thereafter
maintain serum TSH concentrations of less than
2.5 yU/mL in the first trimester (or 3 yU/mL in the
second and third trimester) or to trimester-specific
normal TSH ranges. Thyroid function tests should
be remeasured within 30-40 days. (USPSTF
Recommendation level: A, Evidence-good) (GRADE
1 &BED )

1.1.5. Women with thyroid autoimmunity who are
euthyroid in the early stages of pregnancy are at risk
of developing hypothyroidism and should be
monitored for elevation of TSH above the normal
range. (USPSTF Recommendation level: A,
Evidence-good) (GRADE 1| &EDO )

1.1.6. Subclinical hypothyroidism (serum TSH
concentration above the upper limit of the reference
range with a normal free T,) has been shown to be
associated with an adverse outcome for both the
mother and offspring. T, treatment has been shown
to improve obstetrical outcome but has not been
proved to modify long-term  neurological
development in the offspring. However, given that
the potential benefits outweigh the potential risks,
the panel recommends T, replacement in women
with subclinical hypothyroidism. For obstetrical
outcome, USPSTF recommendation level is B;
evidence is fair (GRADE 11 &BOO ). For
neurological outcome, USPSTF recommendation
level is I; evidence is poor OOOO
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1.1.7. After delivery, most hypothyroid women need
a decrease in the thyroxine dosage they received
during pregnancy. (USPSTF Recommendation level:
A, Evidence-good) (GRADE 1| &&ED )

2. Management of Maternal Hyperthyroidism:
Maternal(a) and Fetal Aspects(b)

2.1.a.1. If a subnormal serum TSH concentration is
detected during gestation, hyperthyroidism must be
distinguished from both normal physiology during
pregnancy and hyperemesis gravidarum because of the
adverse effects of overt hyperthyroidism on the
mother and fetus. Differentiation of Graves’ disease
from gestational thyrotoxicosis is supported by
evidence of autoimmunity, a goiter, and presence of
TSH receptor antibodies (TRAb). (USPSTF
Recommendation level: A, Evidence-good) (GRADE
1 &PED )

2.1.a.2. For overt hyperthyroidism due to Graves’
disease or hyper-functioning thyroid nodules,
antithyroid drug (ATD) therapy should be either
initiated (for those with new diagnoses) or adjusted
(for those with a prior history) to maintain the
maternal thyroid hormone levels for free T4 in the
upper nonpregnant reference range. (USPSTF
Recommendation level-A, Evidence-good) (GRADE
1l &BED )

2.1.a0.3. Because available evidence suggests
methimazole may be associated with congenital
anomalies, propylthiouracil should be used as a first-
line drug, if available, especially during first-
trimester organogenesis. Methimazole may be
prescribed if propylthiouracil is not available or if a
patient cannot tolerate or has an adverse response to
propylthiouracil. USPSTF recommendation level is
B; evidence is fair (GRADE 1| &300 ).

2.1.a.4. Subtotal thyroidectomy may be indicated
during pregnancy as therapy for maternal Graves’
disease if (1) a patient has a severe adverse reaction to
ATD therapy, (2) persistently high doses of ATD are
required, or (3) a patient is not adherent to ATD
therapy and has uncontrolled hyperthyroidism. The
optimal timing of surgery is in the second trimester.
(USPSTF Recommendation level: I, Evidence-poor)
(OO0 )

2.1.a.5. There is no evidence that treatment of
subclinical hyperthyroidism improves pregnancy
outcome, and treatment could potentially adversely
affect fetal outcome. (USPSTF Recommendation
level: I, Evidence-poor) ( £OOO )

2.1.b.1 TRAD (either TSH receptor-stimulating or
-binding antibodies) freely cross the placenta and can
stimulate the fetal thyroid. These antibodies should
be measured before pregnancy or by the end of the
second trimester in mothers with current Graves’
disease, with a history of Graves’ disease and
treatment with "I or thyroidectomy, or with a
previous neonate with Graves’ disease. Women who
have a negative TRAb and do not require ATD have
a very low risk of fetal or neonatal thyroid

dysfunction. USPSTF recommendation level is B;
evidence is fair (GRADE 1| &&E0 ).

2.1.b.2. B should not be given to a woman who is or
may be pregnant. If inadvertently treated, the patient
should be promptly informed of the radiation danger
to the fetus, including thyroid destruction if treated
after the 12th week of gestation. USPSTF
recommendation level is A; evidence is good
(GRADE 1| &55D ). There are no data for or
against recommending termination of pregnancy after

BT exposure. USPSTF recommendation level is [

evidence is poor ( OO0 )

2.1.b.3. In women with elevated TRAb or in women
treated with ATD, fetal ultrasound should be
performed to look for evidence of fetal thyroid
dysfunction that could include growth restriction,

hydrops, presence of goiter, or cardiac failure.
(USPSTF Recommendation level: B, Evidence-fair)
(GRADE 11 &BP0O )

co




2.1.b.4. Umbilical blood sampling should be
considered only if the diagnosis of fetal thyroid
disease is not reasonably certain from the clinical data
and if the information gained would change the

treatment.(USPSTF Recommendation level: B,
Evidence-fair) (GRADE 1| &3O )

2.1.b.5. All newborns of mothers with Graves’
disease should be evaluated for thyroid dysfunction

and treated if necessary (USPSTF Recommendation
level: B, Evidence-fair) (GRADE 2| €000 )

3. Gestational Hyperemesis and
Hyperthyroidism

3.1. Thyroid function tests should be measured in all
patients with hyperemesis gravidarum (5% weight
loss, dehydration, and ketonuria) (USPSTF
Recommendation level: B, Evidence-poor) (GRADE
21 OO0 )

3.2. Few women with hyperemesis gravidarum will
require ATD treatment. USPSTF recommendation
level is A; evidence is good (GRADE 1| ©&&ED ).
Overt hyperthyroidism believed due to coincident
Graves’ disease should be treated with ATD.
USPSTF recommendation level is B; evidence is fair
(GRADE 1| &&B0 ). Gestational hyperthyroidism
with clearly elevated thyroid hormone levels
(free T, above the reference range or total T4 > 150%
of top normal pregnancy value and TSH < 0.1 xU/ml)
and evidence of hyperthyroidism may require
treatment as long as clinically necessary. USPSTF

recommendation level is [; evidence is poor

(OO ).

4. Autoimmune Thyroid Disease and
Miscarriage

4.1. Although a positive association exists between
the presence of thyroid antibodies and pregnancy loss,
universal screening for antithyroid antibodies, and
possible treatment, can not be recommended at this
time. As of this date, only one adequately designed

intervention trial has demonstrated a decrease in the
miscarriage rate in thyroid antibody positive
euthyroid women (USPSTF Recommendation level:
C, Evidence-fair) (GRADE 2| OO0 )

5. Thyroid Nodules and Cancer

5.1. Fine needle aspiration (FNA) cytology should be
performed for thyroid nodules >1 cm discovered in
pregnancy. Ultrasound guided FNA may have an
advantage for minimizing inadequate sampling.
(USPSTF Recommendation level: B; Evidence-fair)
(GRADE 11 €520 )

5.2. When nodules are discovered in the first or early
second trimester to be malignant on cytopathologic
analysis or exhibit rapid growth, pregnancy should
not be interrupted but surgery should be offered in the
second trimester, before fetal viability. Women found
to have cytology indicative of papillary cancer or
follicular neoplasm without evidence of advanced
disease, which prefer to wait until the postpartum
period for definitive surgery, may be reassured that
most well-differentiated thyroid cancers are slow
growing and that surgical treatment soon after

delivery is unlikely to adversely affect prognosis.
(USPSTF Recommendation level: B, Evidence-fair)
(GRADE 11 &BC0 )

5.3. It is appropriate to administer thyroid hormone to
achieve a suppressed but detectable TSH in pregnant
women with a previously treated thyroid cancer, or an
FNA positive for or suspicious for cancer, and those
who elect to delay surgical treatment until
postpartum. High risk patients may benefit from a
greater degree of TSH suppression compared to low
risk patients. The free T, or total T, levels should
ideally not be increased above the normal range for
pregnancy. (USPSTF Recommendation level: I,
Evidence-poor) ( OO0 )

5.4. RAI administration with "'l should not be given
to women who are breastfeeding. USPSTF
recommendation level is B; evidence is fair (GRADE
11 &BPD ). Furthermore, pregnancy should be
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avoided for 6 months to 1 yr in women with thyroid
cancer who receive therapeutic RAI doses to ensure
stability of thyroid function and confirm remission of

thyroid cancer. USPSTF recommendation level is B;
evidence is fair (GRADE 1| &BOO ).

6. lodine Nutrition during Pregnancy

6.1. Women in the childbearing age should have an
average iodine intake of 150 mg per day. During
pregnancy and breast-feeding, women should increase
their daily iodine intake to 250 ug on average.
(USPSTF Recommendation level: A, Evidence-
good) (GRADE 1| &B30 )

6.2. lodine intake during pregnancy and
breastfeeding should not exceed twice the daily
recommended nutritional intake for iodine, i.e. 500
ug iodine per day. USPSTF recommendation level is
[; evidence is poor ( OO0 ).

6.3. To assess the adequacy of the iodine intake
during pregnancy in a population, urinary iodine
concentration (UIC) should be measured in a cohort
of the population. UIC should ideally range between
150 and 250 ug/L. (USPSTF Recommendation level:
A, Evidence-good) (GRADE 1| &BED )

6.4. To reach the daily recommended nutrient intake
for iodine, multiple means must be considered,
tailored to the iodine intake level in a given
population. Different situations must therefore be
distinguished: a) countries with iodine sufficiency
and/or with a well-established universal salt
iodization (USI) program; b) countries without a USI
program or an established USI program where the
coverage is known to be only partial; and finally
c) remote areas with no accessible USI program and
difficult socioeconomic conditions. (USPSTF
Recommendation level: A, Evidence-good) (GRADE
1l &P )

7. Postpartum Thyroidtis

7.1. There are insufficient data to recommend

screening of all women for postpartum thyroiditis
(PPT) (USPSTF Recommendation level: I,
Evidence-poor) ( OO0 )

7.2. Women known to be thyroid peroxidase
antibody positive should have a TSH performed at 3
and 6 months postpartum (USPSTF Recommendation
level: A, Evidence-good) (GRADE 1| &&B0O )

7.3. The prevalence of PPT in women with type 1
diabetes is threefold greater than in the general
population. Postpartum screening (TSH
determination) is recommended for women with type
1 diabetes mellitus at 3 and 6 months postpartum
(USPSTF Recommendation level: B, Evidence-fair)

(GRADE 1| &5C0O )

7.4. Women with a history of PPT have a markedly
increased risk of developing permanent primary
hypothyroidism in the 5- to 10-year period following
the episode of PPT. An annual TSH level should
be performed in these women (USPSTF
Recommendation level: A, Evidence-good) (GRADE
1l &BE0 )

7.5. Asymptomatic women with PPT who have a
TSH above the reference range but below 10 uU/mL
and who are not planning a subsequent pregnancy
do not necessarily require intervention, but should,
if untreated, be re-monitored in 4-8 weeks.
Symptomatic women and women with a TSH
above normal and who are attempting pregnancy
should be treated with levothyroxine. (USPSTF
Recommendation level: B, Evidence-fair) ( &BO0O )

7.6. There is insufficient evidence to conclude
whether an association exists between postpartum
depression (PPD) and either PPT or thyroid antibody
positivity (in women who did not develop PPT).
(USPSTF Recommendation level: I, Evidence-poor)
However, as hypothyroidism is a potentially reversible
cause of depression, women with postpartum

depression should be screened for hypothyroidism and

(&)




appropriately treated (USPSTF Recommendation
level: B, Evidence-fair) (GRADE 2| &DOO )

8. Screening for Thyroid Dysfunction during
Pregnancy

Although the benefits of universal screening for
thyroid dysfunction (primarily hypothyroidism) may
not be justified by the current evidence (presented
above), we recommend case finding among the
following groups of women at high risk for thyroid
disease by measurement of TSH:

1. Women with a history of hyperthyroid or
hypothyroid disease, PPT, or thyroid lobectomy.
Women with a family history of thyroid disease.
Women with a goiter.

Women with thyroid antibodies (when known).

O, I S )

Women with symptoms or clinical signs suggestive

of thyroid underfunction or overfunction,

including anemia, elevated cholesterol, and
hyponatremia.

6. Women with type I diabetes.

7. Women with other autoimmune disorders.

8. Women with infertility who should have
screening with TSH as part of their infertility
work-up.

9. Women with previous therapeutic head or neck
irradiation.

10. Women with a history of miscarriage or preterm

delivery. USPSTF recommendation level is B;

evidence is fair (GRADE 1| &50O0 ).
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