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Abstract

Lymphocytic thyroiditis following anti- tubercular therapy for thyroid tuberculosis is extremely
uncommon. Primary tuberculosis of thyroid gland itself is a very rare clinical entity even in
countries where tuberculosis is endemic. Thyroid tuberculosis can rarely be associated with
features of hyperthyroidism or hypothyroidism. The aim of presenting this case report is to
emphasize that this clinical entity should be kept in mind while treating thyroid diseases
especially in a country where the prevalence of tuberculosis is high as well as to gain a better

understanding of the clinical characteristics, diagnosis and treatment of this rare condition.
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Introduction

Once considered immune from tuberculosis,
thyroid gland is very rarely affected by
tuberculosis. Till today only few case reports
and case series of thyroid tuberculosis are
being documented in world literature. In
1862, Lebert demonstrated the involvement
of the gland in a patient with disseminated
tuberculosis [1, 2, 3]. The first case of
tubercular involvement of thyroid gland
without any evidence of miliary or pulmonary
tuberculosis was first reported by Bruns in
1893 [1, 3]. Tuberculosis of thyroid is very
rare even in countries where the prevalence
of tuberculosis is high [4]. Possible
attributable factors for the relative immunity
of the thyroid gland from tubercular infection
are the intact thyroid capsule; rich vascular
and lymphatic supply; high iodine content of
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the gland; bactericidal activity of colloid and
thyroid hormones; enhanced phagocytic
activity of gland macrophages as seen during
hyperthyroidism; and possible antitubercular
role of thyroid hormone [2,3,5]. On clinical
examination, suspicion of the thyroid nodule
or swelling as being tuberculous is very
remote because of the rare presentation, until
and unless it has destroyed much of the
thyroid gland and formed an abscess [1].
Herein, we are presenting a case of primary
thyroid tuberculosis in a 24 year old
asymptomatic female presenting with diffuse
neck swelling who subsequently developed
lymphocytic thyroiditis with hypothyroidism
following anti tubercular therapy (ATT).

Case Report

A 24 years old female presented with slow,
progressively increasing, diffuse midline neck
swelling since last one year. There was no
history of fever, malaise, weight loss or any
other generalized symptoms. It was not
associated with difficulty in deglutition or
change in voice. On examination, there was a
large globular midline cervical swelling
measuring about 6x5cms which was firm in
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Figure 1: Large globular midline cervical
swelling measuring 6x5 cm.

consistency, diffuse, non-tender and moved
with deglutition (Figure 1).

Overlying skin was normal and surface was
smooth. There was no  associated
lymphadenopathy or dyshormonogenesis.
Clinically a diagnosis of diffuse goiter was
made in a euthyroid patient. Investigations
revealed a normal hemogram and chest
radiograph.T3, T4, thyroid stimulating
hormone (TSH) and thyroid peroxidase (TPO)
levels were normal. Ultrasonography revealed
enlarged lobes, right Ilobe measuring
7.6x2.4x2.3cms, left lobe  measuring
3.6x1.6x1.4 cms. The entire thyroid gland
appeared heterogeneous with  multiple
hypoechoic cystic areas and internal
septations, suggestive of thyroid abscess
(Figure 2). USG guided Fine needle aspiration
cytology (FNAC) was done from the swelling
and it yielded frank pus even after multiple
passes. Smears showed very occasional
epithelioid cell granulomas against a caseous
necrotic background however no thyroid
follicular cells were seen. Ziehl-Neelsen
staining was positive for acid fast bacilli (AFB)
(Figure 3). On this basis, a diagnosis of
thyroid tuberculosis was made. However, the
patient had no past history or family history
and history of contact. The patient was
started on anti-tuberculous therapy for 6
months. After completion of the treatment the
size of the swelling reduced but it never
subsided completely and slowly became
tender. Hence, a repeat FNAC was performed.
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Figure 2: USG of thyroid showing
herterogenous thyroid gland with multiple
hypoechoic cystic areas and internal
septations.

This time, the cytological smears showed
features of lymphocytic thyroiditis without any
evidence of tuberculosis (Figure 4). Following
this thyroid function test was done which
revealed a high TPO (>600 IU/mL,
normal<34 IU/mL) and TSH (7.39, normal
0.34-5.6p IU/ml) levels along with low T3
(2.27, normal 2.5-3.9 pg/ml) and T4(0.56,
normal 0.6-1.12 ng/dl) levels. ESR value was
not raised throughout the clinical course.

Discussion

Tuberculosis of thyroid gland is an extremely
rare disease with a frequency of 0.1%-0.4%
[3, 5, and 6] and primary form is still rarer.
Despite a high incidence of tuberculosis in
India, very few case reports are available. As
per the literature tuberculosis of thyroid gland
can be primary where no other organs are
involved or secondary which occurs in
association with tuberculous infection of other
tissues or organs. Tuberculous infection
spreads to the thyroid either by
lymphogenous route, hematogenous route or
by direct extension from adjacent organs [1,
5]. Nevertheless, it is very difficult to
differentiate primary form from secondary.

Clinically both primary and secondary type
may present as: multiple minute lesions
mimicking miliary involvement; glandular
enlargement due to caseating granulaomas;
cold abscess and sinus formation; chronic
fibrosing  tuberculosis  simulating De
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Figure 3: Ziehl- Neelsen stain showing acid
fast bacilli in FNAC smear(x1000)

Quervein’s thyroiditis; or rapid enlargement
due to acute abscess formation mimicking
carcinoma [2, 3]. Symptoms of thyroid
tuberculosis are very nonspecific and variable.
The patients are usually euthyroid with
normal thyroid function tests but cases of
hypothyroidism and hyperthyroidism are
described [4]. Four variants of tubercular
thyroiditis have been documented
microscopically:1) multiple minute tubercles
of miliary disease 2) solitary or merging
tubercles 3) foci of caseous necrosis or cold
abscess 4) cicatrized tubercle foci [2, 3].

Because of its rare occurrence, thyroid
tuberculosis is usually not investigated. Many
diseases can cause granulomatous
inflammation of thyroid like granulomatous
thyroiditis, fungal infection, sarcoidosis,
granulomatous vasculitis and foreign body
reaction. However, caseous necrosis is a
cytologic finding specific to tuberculosis [2].

Seed, in 1939 proposed three criteria for the
diagnosis of thyroid tuberculosis: 1)
Demonstration of acid fast bacilli within
thyroid; 2) A necrotic or abscessed gland; 3)
Demonstration of tuberculosis focus outside.
The third criteria are not essential for
confirmed diagnosis [1, 2, 3]. FNAC with
direct staining for AFB and culture of
aspirated material for  mycobacterium
tuberculosis represent the procedures of
choice for making appropriate diagnosis [7].
Histopathological examination of the surgical
specimen is considered only when FNAC is
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Figure 4: Post therapy FNAC smear showing
presence of many lymphocytes along with a
pseudogiant cell (Giemsax400)

negative. Demonstration of AFB by Ziehl
Neelsen staining confirms the diagnosis, but
this stain is often negative in tissue sections
[2]. Sometimes bacteriological examination is
not always achievable and in such cases
polymerase chain reaction can be a reliable
method to prove the presence of
Mycobacterium tuberculosis within the thyroid

[3].

Earlier, the treatment of thyroid tuberculosis
consisted of antituberculous drugs combined
with surgical removal of the affected parts of
the thyroid gland or surgical drainage. But
now it has been recognized that complete
resolution usually follows an appropriate
antituberculous  drug  treatment  only.
However, in cases with large abscess, surgical
drainage or resection followed by
antituberculous treatment is considered to be
sufficient and further surgery is rarely
required [6, 7].

Very few cases are reported in the literature
with  features  of  thyrotoxicosis  or
hypothyroidism associated with tubercular
thyroiditis [8, 9, and 10].Thyrotoxicosis due
to tuberculous thyroiditis is reported as a
clinical syndrome of hyperthyroidism, which
occurs generally at the beginning of glandular
involvement due to its destruction followed by
hypothyroidism due to extensive glandular
destruction caused by caseous necrosis [6].
To the best of our knowledge no case of post
therapy lymphocytic thyroidits occurring in a
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case of primary thyroid tuberculosis has been
reported in the literature so far.

Conclusion

To the best of our knowledge there has been
no case reported with occurrence of
lymphocytic thyroiditis following ATT. To
conclude, this case is presented to emphasize
the importance of post therapy follow-up in a
patient of thyroid tuberculosis. Merely
diagnosing and treating the disease is not
sufficient for proper patient care. FNAC with
direct staining for AFB and culture of
aspirated material for  mycobacterium
tuberculosis currently represent the important
diagnostic procedures.

Key Message

Even in patients without any prior history and
symptoms of tuberculosis, thyroid
tuberculosis though rare, should be kept in
mind in the differential diagnosis of midline
cervical masses as failure to recognize this
rare entity due to misleading clinical features
may lead to inappropriate treatment
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