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Clinical Case Report
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Cardiac tamponade as a presenting
manifestation of Sheehan syndrome
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ABSTRACT
We report a 38-year-old Syrian woman who presented with
progressive breathlessness, hypotension and circulatory
collapse. Echocardiogram revealed a large pericardial effusion
with evidence of cardiac tamponade. There was a history of
secondary amenorrhoea, loss of axillary and pubic hair following
childbirth at 28 years of age. Investigations revealed low levels
of gonadotrophins, oestrogen, prolactin and thyrotrophin but
normal levels of basal and post-synacthen (ACTH) cortisol. An
MRI of the sella showed atrophic changes of the pituitary. She was
treated with intravenous fluids, dopamine infusion, intravenous
hydrocortisone and thyroxine replacement. The clinical suspicion
of Sheehan syndrome facilitated early administration of
corticosteroids, adequate thyroxine replacement and rapid
resolution of pericardial effusion.
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INTRODUCTION
Sheehan syndrome refers to pituitary infarction of a non-tumorous
gland precipitated by postpartum blood loss, resulting in varying
degrees of hypopituitarism related to extensive destruction of the
adenohypophysis.1 Although acute postpartum necrosis is known
to be a dramatic form of presentation, many patients with Sheehan
syndrome may have slow progression of their hypopituitarism
with the majority presenting more than 5 years after delivery in a
state of circulatory collapse.2 Pericardial tamponade as a presenting
manifestation of Sheehan syndrome is rarely reported in the
literature.3 We report a case of Sheehan syndrome with slowly
progressive hypopituitarism who presented with a large pericardial
effusion, circulatory collapse but preserved hypothalamic–
pituitary–adrenal (HPA) axis.

THE CASE
A 38-year-old Syrian woman was admitted with progressive
shortness of breath, easy fatiguability and retrosternal chest pain
without a history of fever or cough for 1 week. She had developed
secondary amenorrhoea after delivering a child at the age of 28

years and was receiving hormone replacement therapy regularly.
There was no history of postpartum haemorrhage but she had
failure of lactation and loss of axillary and pubic hair. She
conceived again at 32 years of age following ovulation induction
treatment with a successful full term delivery. She was treated for
hypothyroidism with thyroxine (50 µg daily) but she did not take
it regularly. There was no history of systemic autoimmune disease,
exposure to tuberculosis or any chronic infection.

Physical examination at admission showed that the patient was
well nourished, conscious and not in any distress. The vital signs
were within normal limits: blood pressure 100/70 mmHg; pulse
rate 84/minute, regular; and oxygen saturation 98% on room air.
Examination of the neck revealed distended jugular veins. Her
heart sounds were normal and her lungs were clear with normal
breath sounds on both sides. Abdominal examination revealed no
scars or distention. The bowel sounds were normal. Her
neurological examination findings were normal, with normal
mentation and reflexes.

Investigations revealed normal white blood cell count,
haemoglobin level of 13.6 g/dl with normal red blood cell indices,
fasting blood sugar 74 mg/dl (4.1 mmol/L), normal electrolytes,
low serum albumin level (3 g/dl), raised erythrocyte sedimen-
tation rate 77 mm/hour, elevated total cholesterol 276 mg/dl
(7.15 mmol/L) and triglyceride level 407 mg/dl (4.6 mmol/L). Her
chest X-ray showed cardiomegaly. The electrocardiogram (ECG)
showed low voltage complexes with inverted T waves in leads III,
aVF and V2 to V5. Her total creatine kinase (CK) and cardiac
enzymes (CK-MB, troponin I) were normal. An initial echo-
cardiogram revealed moderate pericardial effusion. Tablet aspirin
650 mg thrice daily was started empirically. Two days after
admission, she developed severe shortness of breath with
hypotension and shock (blood pressure 70/50 mmHg). An urgent
bedside echocardiogram showed a large pericardial effusion with
right ventricular diastolic collapse (Fig. 1). The size of the
pericardial effusion was large (anteriorly 12 mm and posteriorly
22 mm on maximum diameter) according to Weitzman criteria (an
echo-free anterior plus posterior pericardial space of >20 mm
during diastole).4 There was evidence of a thickened pericardium

FIG 1. Two-dimensional echocardiogram showing pericardial
effusion (PE)  RV right ventricle  LV left ventricle
RA right atrium  LA left atrium
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and fibrinous strands in the pericardial space. An attempted
pericardiocentesis was unsuccessful. She was immediately started
on intravenous fluids 0.9% normal saline 500 ml bolus followed
by 100 ml/hour and dopamine infusion at 8 µg/kg/minute. Her
haemodynamic status was closely monitored in the coronary care
unit. In view of a history of hypothyroidism, secondary
amenorrhoea, failure of lactation and loss of axillary and pubic
hair, the possibility of Sheehan syndrome was strongly suspected.
She received i.v. hydrocortisone 200 mg followed by100 mg once
every 8 hours and the thyroxine replacement dose was increased
to 100 µg daily. Subsequently, her hormone profile revealed low
gonadotrophins (luteinizing hormone and follicle stimulating
hormone), borderline low insulin-like growth factor 1 (IGF1)
level, hypoprolactinaemia, low free thyroxine (FT4) and thyroid
stimulating hormone (TSH) level. Serum cortisol level at baseline
and post-synacthen (ACTH) was normal (Table I). Magnetic
resonance imaging (MRI) of the sella showed marked atrophic
changes of the pituitary (Fig. 2). Investigation for an autoimmune
aetiology of pericardial effusion was negative (Table I). A virology
screening including cytomegalovirus and Epstein–Barr virus was
negative for IgM antibodies. The hypotension resolved gradually
over the next 24 hours and the chest pain and breathlessness
disappeared. She had progressive clinical and radiological
improvement and was discharged after 2 weeks in a stable condi-
tion. A repeat echocardiogram after 1 month showed complete
resolution of the pericardial effusion. Her latest thyroid function
test was normal; FT4 14.28 pmol/L. She is currently on 100 µg

thyroxine once daily, 10 mg hydrocortisone in the morning and
20 mg in the evening and oestrogen–progestin combination tablet
as hormone replacement treatment.

DISCUSSION
Sheehan syndrome is caused by an infarction in the adeno-
hypophysis, usually precipitated by massive uterine haemorrhage.
Massive or submassive ischaemic necrosis of the adenohypophysis
results in acute pituitary failure. However, a majority of patients
with Sheehan syndrome have a slowly progressive course with
gradual onset of pituitary hormone deficiency over a period of
many years with variable clinical manifestations. Depending on
the extent of vascular damage to the anterior pituitary, patients
may develop panhypopituitarism, i.e. deficiency of all anterior
pituitary hormones or deficiency of more than one of these
hormones. They could have only impaired pituitary hormone
reserves while maintaining their normal basal levels.1 The clinical
presentation varies and is dependent on the age of the patient,
rapidity of onset, nature and causes of the pathological process,
and the proportion of affected pituitary cells. Mild hypopituitarism
can remain undetected for years. Complete loss of adenohypophysis
function is life-threatening and requires immediate treatment.

Our case emphasizes the rarity of presentation of Sheehan
syndrome as a large pericardial effusion and cardiac tamponade.
The cause of pericardial effusion could be long-standing
inadequately treated hypothyroidism. Hypothyroidism is relatively
rare (1.5%) but remains an important cause of moderate-to-large
pericardial effusion.5,6 Early recognition of pericardial effusion
and its underlying causes is important for improving the prognosis
and avoiding unnecessary invasive investigations. A detailed
review of the history, complete physical examination and
appropriate non-invasive studies have a diagnostic yield of about
55% for the cause of pericardial effusion.7 Due to its invasiveness
and low diagnostic yield (7%), pericardiocentesis is indicated
only in patients with overt clinical tamponade, in patients suspected
of having purulent pericarditis, and in patients with an idiopathic,
chronic large pericardial effusion. Pericardiocentesis was attempted
in our case but was unsuccessful.

We suspected Sheehan syndrome on the basis of a history of
failure of lactation and a characteristic clinical presentation
comprising secondary amenorrhoea, infertility, loss of axillary
and pubic hair, and circulatory collapse. The laboratory findings
were suggestive of panhypopituitarism. The reason for hypotension
and shock in spite of normal basal and post-synacthen stimulated
cortisol level is unclear. Altered cardiac haemodynamics,
particularly right ventricular and right atrial collapse consequent
to a large effusion, might be the reason for the sudden onset

TABLE I. Baseline hormone profile and autoimmune markers
Hormone (normal range) Patient value Antibody (normal range) Patient value
Free thyroxine (12–22 pmol/L) 7.17 Anti-ds-DNA (2–70) 15
Thyroid stimulating hormone (0.4–4.2 mU/L) 0.675 Antinuclear antibody Negative
Luteinizing hormone (2.5–10 U/L) 2.13 Rheumatoid factor Negative
Follicle stimulating hormone (2.5–10 U/L) 2.4 C-reactive protein Negative
Prolactin (10–420 mU/L) 1.57 Total creatine kinase (24–170 U/L) 37
IGF1 (10–37.5 nmol/L) 10.5 C3 (65–190 mg/dl) 19.1
Cortisol (AM) (200–700 nmol/L) 365.1 C4 (15–50 mg/dl) 4
Post-synacthen cortisol Thyroid autoantibody titre
0 minute (200–700 nmol/L) 1750 Thyroperoxidase (<40 U/L) 16
30 minute (>700 nmol/L) 1643 Thyroglobulin (<225 U/L) 67
60 minute (>700 nmol/L) 1479
IGF insulin-like growth factor

FIG 2. MRI of the pituitary gland showing an empty sella (thick
arrow) and pituitary stalk (thin arrow)
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circulatory collapse. The clinical suspicion followed by the
confirmation of Sheehan syndrome prompted early administration
of corticosteroids and adequate thyroxine replacement, which led
to rapid improvement of her general condition and resolution of
pericardial effusion.
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