
ericardial effusion (PE), occurring in about one-
third of patients with hypothyroidism, usually im-

proves slowly and does not cause tamponade.[1] 

In this report, we present a case of pericardial tam-
ponade as the initial and only manifestation of  Hashi-
moto’s disease.

A 39-year-old man without previous medical history 
presented with progressive shortness of breath for a 
month. The initial physical examination showed jugu-
lar venous distention, and distant and muf ed heart 
sounds. Blood pressure and heart rate were 100/50 
mmHg and 47 bpm respectively. Respiratory and oth-
er system examinations were normal. Electrocardiog-

raphy (ECG) revealed 
sinus bradycardia with 
low voltage QRS com-
plexes in all leads (Fig. 
1a). The chest X-ray 
showed radiographic 
evidence of signi cant 
cardiomegaly. Trans-
thoracic echocardiogra-
phy (TTE) revealed a large PE with a diastolic col-
lapse of the right heart chambers and a signi cant 
respiratory variation of mitral in ow velocity (Fig. 
2). The ejection fraction (EF) was 60%. Blood tests 
were normal except creatine kinase (CK) and thyroid 
hormones. Serum CK level was 3026 U/L (normal 
range 33-211 U/L). Thyroid hormone pro le revealed 
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reduced free T3 and T4 and raised thyroid-stimulating 
hormone (TSH). Serum thyroperoxidase (TPO) and 
thyroglobulin (TG) antibody levels were signi cantly 
high (Table 1). On the course, we performed thora-
coabdominal computed tomography to identify any 
possible etiology of PE and it did not reveal any ab-
normal ndings which could explain the etiology of 
effusion. Eight hundred milliliters of straw colored 
PE was withdrawn by echocardiography-guided peri-
cardiocentesis with an apical approach and the re-
moved uid was examined for bacterial, cytological 
and chemical analysis. Cytological analysis revealed 
that there were mesothelial cells with neither in am-
matory nor malignant cells. Bacterial culture was neg-
ative. Total protein was 6.9 g/dl. Under the diagnosis 
of hypothyroidism due to Hashimoto’s thyroiditis, 
replacement therapy with levothyroxin was started. 
After two months of treatment, CK, free thyroxine 
(FT4), TSH and anti-TG antibody levels returned to 
normal values (Table 1). A control ECG showed sinus 
rhythm with normal QRS voltage (Fig. 1b) and TTE 
revealed no residual PE (Fig. 3).



Hashimoto’s disease is an autoimmune thyroid gland 
disorder, characterized by the production of antibod-
ies in response to thyroid antigens (antibody produc-
ing) and the replacement of normal thyroid structures 
with lymphocytes and lymphoid germinal centers.[2] 
It is most commonly diagnosed after the age of 40, 
when patients usually become hypothyroidic. 

PE in hypothyroidism is common and the mecha-
nisms of myxedematous PE are increased permeabil-
ity of capillaries with subsequent leakage of protein 
rich uid into the interstitial space, impaired lymphat-
ic drainage and salt and water retention.[3-5] But an ef-
fusion which causes cardiac tamponade is rarely seen. 
The rarity of cardiac tamponade in hypothyroid pa-
tients with PE is attributed to the slow accumulation 
of uid and the remarkable distensibility of the peri-
cardium. Therefore pericardiocentesis is usually un-
necessary in these patients.[6-10] Also, myxedematous 
PEs tend to regress slowly and ultimately disappear 
over a period of several months after patients have 
returned to the euthyroid state.[11] Although emergent 
pericardiocentesis should be performed in clinical 
cardiac tamponade, patients with echocardiographic 
tamponade signs without a paradoxical pulse should 
be treated with thyroxine initially. For patients diag-
nosed with cardiac tamponade without sinus tachy-
cardia, hypothyroidism should be highly suspected.
[12] In our case, initial TTE revealed pericardial tam-
ponade, which was the rst and only manifestation 
of hypothyroidism due to Hashimato’s disease. The 
accompanying bradycardia interestingly obscured the 
clinical ndings of tamponade such as tachycardia.

Our objective of publishing this case is to point 
out the possibility of encountering patients who have 

pericardial tamponade as the rst manifestation of 
hypothyroidism. However, unlike the usual benign 
course of PE in these patients, an effusion causing 
tamponade and resisting to medical therapy is a clear 
indication for pericardial drainage as in our case.




