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Recurrent Postpartum Thyroiditis in a Patient With 
Chronic Autoimmune Thyroiditis: A Case Report

Young Sik Choia,d, Bu Kyoung Kima, Su Kyung Kwona, Yo-Han Parka, 
Jeong Hoon Kimb, Eun Hee Kongc

Abstract

Postpartum thyroiditis is a destructive thyroiditis induced by an 
autoimmune mechanism that begins within the first few months 
after delivery. Postpartum thyroiditis can also occur after sponta-
neous abortion, here we report three documented episodes of re-
current postpartum thyroiditis, one of which developed after preg-
nancy loss. Our patient is a 33-year-old woman who complained 
of discomfort with palpitations two months after her first delivery. 
Laboratory examination of thyroid function tests (TFT) revealed 
transient hyperthyroidism followed by hypothyroidism and then re-
covery (a classic triphasic pattern). Two years later, the patient suf-
fered a spontaneous abortion of her second pregnancy at 16 weeks 
gestation. Three months after the loss of this second pregnancy, 
TFT showed the classic triphasic pattern again. Two years follow-
ing the spontaneous abortion, the patient gave birth to her second 
child, and three months after delivery, the patient complained of 
heat intolerance and irritability. Laboratory tests during this time 
showed an elevated FT4 and a low TSH. Tc-99m scintigraphy 
showed nonvisualization of both thyroid lobes, and 24-hour radio-
active iodine uptake was 0.2%. This patient in this case presented 
with the classic triphasic pattern in all three episodes.
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Introduction

Postpartum thyroiditis is a destructive inflammation of the 
thyroid that is induced by an autoimmune mechanism within 
the first few months after delivery. After one episode of post-
partum thyroiditis, there is a 70 percent chance of recurrence 
with subsequent pregnancies [1]. There has previously been a 
case that reported recurrent postpartum thyroiditis after each 
of three pregnancies [2]. The risk of spontaneous abortion in 
thyroid antibody-positive women is two- to four-fold greater 
than in antibody-negative women [3]. Postpartum thyroiditis 
can also occur after spontaneous or induced abortion [4], but 
a case of three documented episodes of postpartum thyroid-
itis, one of which developed after a spontaneous abortion, 
in a single patient has not yet been reported in the literature.

In this article, we report a patient with recurrent postpar-
tum thyroiditis after each of three pregnancies, one of which 
developed after a spontaneous abortion.

 
Case Report

A 33-year-old woman was referred to our clinic for treat-
ment of chronic autoimmune thyroiditis. She was diagnosed 
with hypothyroidism with goiter at a local medical clinic and 
treated intermittently with levothyroxine. Physical examina-
tion of the neck revealed a diffusely enlarged and non-tender 
thyroid gland. Ultrasonography (US) was carried out using 
a real-time linear array 10 MHz transducer. The thyroid US 
demonstrated a diffusely enlarged thyroid gland with a 0.3 
× 0.4 cm hypoechoic nodule in the right thyroid. The serial 
change in thyroid function tests (TFT) and the titer of auto-
antibodies over time are summarized in Table 1.

The patient gave birth to her first child. About one year 
before delivery, the results of a TFT were within normal lim-
its with an increased titer of thyroid autoantibodies (Table 1). 
Two months after delivery, the patient complained of feeling 
unwell with palpitations. Laboratory examination showed 
that T3 was 331.6 pg/mL, (normal range: 65 - 181 pg/mL), 
thyroid-stimulating hormone (TSH) was 0.009 μIU/L (nor-
mal range: 0.35 - 5.50 μIU/L), free thyroxine (FT4) was 3.76 
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ng/dL (normal range: 0.89 - 1.76 ng/dL), antithyroglobulin 
was 39.0 U/mL (negative < 60 U/mL), antimicrosomal an-
tibodies were 167.4 U/mL (negative < 60 U/mL), and thy-
rotropin-binding inhibitory immunoglobulin (TBII) was < 1 
U/L (normal range: 0 - 10 U/L). Two months later, her TSH 
was 61.764 μIU/L and she was started on levothyroxine. 
Five month later, her TSH level returned to a normal range 
and levothyroxine was stopped.

The patient lost her second pregnancy to spontaneous 
abortion at 16 weeks of gestation. The patient had not been 
taking levothyroxine before conception or at the time of mis-
carriage. Three months after pregnancy loss, TFT revealed 
that T3 was 206.3 pg/mL, TSH was 0.273 μIU/L, and FT4 
was 1.63 ng/dL. Two months later, her TSH level and titer 
of autoantibodies were markedly increased. She was re-
started on levothyroxine and remained euthyroid (Table 1). 
Her second child was born. During this third pregnancy, she 
was taking levothyroxine and her thyroid function remained 
normal throughout. Three months after delivery, the patient 
complained of heat intolerance and irritability. Laboratory 
tests showed an elevated FT4 and a low TSH (Table 1). Tc-

Table 1. Serial Change in Thyroid Function Tests and Autoantibody Titers

Date T3
(65 - 181 pg/mL)

TSH
(0.35 - 5.50 μIU/L)

FT4
(0.89 - 1.76 ng/dL)

Anti Tg Ab
(< 60 U/mL)

Anti MS Ab
(< 60 U/mL)

Before pregnancy
7 Mar 2005 138.3 3.941 1.31 347.7 > 1,300

1st event (Birth date; 6 Jan 2006)
24 Mar 2006 331.6 0.009 3.76 39.0 167.4
17 May 2006 100.5 61.764 0.63
17 Aug 2006 111.5 1.483 1.28
27 Feb 2007 138.5 0.025 1.27

2nd event (Abortion date; 19 Jan 2008) 
2 Apr 2008 206.3 0.273 1.63 486.6 484.8
10 Jun 2008 105.4 118.591 0.44 > 500 > 1,300
21 Oct 2008 116.3 2.145 1.10
24 Feb 2009 131.6 2.059 1.35 > 500 653.2

3rd event (Birth date; 20 Apr 2010)
20 Jun 2010 217.0 0.006 2.28
9 Sep 2010 121.5 106.345 0.40
16 Nov 2010 97.3 1.227 1.16
16 Mar 2011 93.6 0.992 1.07
7 Mar 2012 100.1 1.497 1.18 196.8 > 1,300

TSH: thyroid stimulating hormone; Anti Tg Ab: antithyroglobulin antibody; Anti MS Ab: antimicrosomal antibody.

Figure 1. Tc- 99m scintigraphy shows nonvisualization of 
both thyroid lobes.
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99m scintigraphy showed nonvisualization of both thyroid 
lobes, and 24-hour radioactive iodine uptake was 0.2% (Fig. 
1), which suggested destructive thyroiditis. The patient was 
treated with a beta-blocker during this thyrotoxic period. 
During this thyrotoxic event, she developed postpartum thy-
roiditis with hyperthyroidism followed by hypothyroidism 
with an eventual return to normal thyroid function (Table 1).

Discussion
  
Postpartum thyroiditis causes lymphocytic inflammation of 
the thyroid within the first few months after delivery, and 
the prevalence of postpartum thyroiditis in iodine-sufficient 
areas ranges between 5-7% [5]. The disease is most common 
in women who have a high serum thyroid peroxidase anti-
body concentration during the first trimester of pregnancy or 
immediately after delivery [6] and in patients with a previous 
history of postpartum thyroiditis [1, 7]. The present case is of 
a woman living in Korea, which is an iodine-sufficient area 
[8]. The patient also had high titer of thyroid autoantibodies 
with a previous history of postpartum thyroiditis. Postpartum 
thyroiditis usually presents in one of three ways: transient 
hyperthyroidism alone, transient hypothyroidism alone, or 
transient hyperthyroidism followed by hypothyroidism and 
then recovery. Stagnaro-Green [9] reported that hypothy-
roidism occurs in 43 percent of patients before the recovery 
phase, hyperthyroidism in 32 percent, and hyperthyroidism 
followed by hypothyroidism in 25 percent. Only one-third of 
patients with postpartum thyroiditis develop the classic tri-
phasic thyroid hormone pattern of transient hyperthyroidism 
followed by hypothyroidism and then recovery [6], which 
the present case exhibited in all three episodes. Hyperthy-
roidism usually occurs two to ten months after delivery, most 
commonly at three months, with recovery taking place over 
the next two to three months [10]. In the present patient, hy-
perthyroidism occurred two to three months after delivery. 
Hypothyroidism occurs between two and 12 months after 
delivery, most commonly at six months [10], and in the pres-
ent case, hyperthyroidism occurred four to five months after 
delivery. Most patients have normal thyroid function at one 
year [10], and all three episodes in the present case recovered 
within one year.

Abortion is a common clinical problem, and several stud-
ies have revealed a strong correlation between presence of 
thyroid antibodies and spontaneous abortion [11-13]. Bagis 
et al [3] reported that 50% of thyroid autoantibody-positive 
women and 14.1% of thyroid autoantibody-negative patients 
had a history of spontaneous abortion. Othman et al [14] 
found that patients with postpartum thyroiditis and persistent 
hypothyroidism had a higher rate of spontaneous abortion 
than those patients who returned to a euthyroid state. In the 
present case, the patient was thyroid autoantibody-positive 
with postpartum thyroiditis. Therefore, both of these factors 

could have influenced the spontaneous abortion. There have 
been many other reports of postpartum thyroiditis that have 
developed after pregnancy loss [4, 15, 16]. Postpartum thy-
roiditis that develops after abortion may also be associated 
with presence of thyroid autoantibodies [4].

In summary, patients with postpartum thyroiditis with 
presence of thyroid autoantibodies have an increased risk of 
recurrence of thyroiditis and spontaneous abortion. There-
fore, patients with postpartum thyroiditis should be carefully 
assessed during all pregnancies following the first instance 
of thyroiditis.
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