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Sir,
Sheehan’s syndrome is postpartum hypopituitarism caused 
by necrosis of the pituitary gland, as a result of massive 
hemorrhage or severe hypotension during delivery. It is still 
a frequent cause of hypopituitarism in developing countries 
like India.[1] Clinical manifestations are often subtle, leading to 
a delay in diagnosis.[2] Herein, we report a case of Sheehan’s 
syndrome presenting as myxedema coma with hematological 
abnormalities.

A 36-year-old lady presented in the month of January with 
complaints of vomiting and drowsiness for 1 day. Her relatives 
also told that she had symptoms of cold intolerance and 
asthenia for the last 1 year. On further probing, it was found 
that she had postpartum hemorrhage seven years back requiring 
multiple blood transfusions during her last child birth. This was 
followed by lactation failure and amenorrhea. On examination, 
she had pallor, facial puffiness, coarse dry skin, and nonpitting 
bilateral pedal edema. She was altered with a Glasgow coma 
scale (GCS) score of 8, her systolic blood pressure was 80 
mm Hg, pulse rate was 44/min, respiratory rate was 10/min, 
and body temperature was 35°C.

Blood investigations revealed pancytopenia with Hb of 
8 g/dL, total leucocyte count of 1,600/µL, platelet count 
of 29,000/µL, and MCV of 93 fL. Peripheral smear 
showed normocytic-normochromic anemia, leucopenia, and 
thrombocytopenia. Serum iron profile, vitamin B12, and 
folate levels were normal. Blood coagulation profile showed 
prolonged prothrombin time of 15.1 s (normal: 11–13.5 s) 
and prolonged aPTT of 55.9 s (normal: 25–35 s). She had 
hyponatremia (serum sodium level was 121 mg/dL) and 
hypoglycemia (random blood sugar level was 54 mg/dL). 
Hormonal profile revealed the following: TSH - 0.19 (normal: 
0.4–6) µIU/mL, Free T4 - 1.89 (normal: 4.8–11.6) µg/dL, Free 
T3 - 0.2 (normal: 0.5–1.85) ng/dL, and low serum cortisol 
level - 3.1 µg/dL. Serum luteinizing hormone was low at 3.1 
mIU/mL and serum follicle-stimulating hormone was also low 
at 9.04 mIU/mL. ECG was suggestive of sinus bradycardia 
with low-voltage complexes. Echocardiography revealed 
moderate pericardial effusion with normal left ventricular 
function.

A clinical diagnosis of myxedema coma with adrenal 
crisis of central origin (Sheehan’s syndrome) was made. 
She was immediately shifted to ICU, intubated in view 
of low GCS and started on inotropes. She was started on 
200 mg of intravenous hydrocortisone in divided doses; 
loading dose of levothyroxine 300 µg via Ryle’s tube was 
given followed by daily 100 µg of supplementation along 
with other supportive measures. Subsequently contrast 
enhanced magnetic resonance imaging of brain showed 

partial empty sella, thus confirming our diagnosis of 
Sheehan’s syndrome [Figure 1]. The patient exhibited 
improvement with reversal of shock, resolution of 
bradycardia, bradypnea, pericardial effusion, correction 
of metabolic parameters, improvement in sensorium, 
and was extubated. Coagulation profile normalized in a 
week and pancytopenia resolved completely in 4 weeks. 
She was henceforth managed with incremental dose of 
levothyroxine (titrated according to FT4) and maintenance 
dose of oral hydrocortisone.

Myxedema coma is a rare life-threatening endocrine 
emergency with a high mortality rate. Sheehan’s syndrome 
presenting as myxedema coma is extremely rare. Dutta et al. 
studied 23 patients of myxedema coma and only 3 patients 
had secondary hypothyroidism due to Sheehan’s syndrome. 
The most common precipitating event for myxedema crisis 
was cold exposure in their study.[3] Pancytopenia is rare 
and is associated with hypocellular marrow. The cytopenias 
improve after steroid and thyroxine supplementation.[4] A 
hypocoagulable state, as evident in our case, with increased 
tendency for bleeding is attributed to acquired factor VIII and 
vWF deficiency in severe hypothyroidism.[5]

To conclude, myxedema coma can be rarely secondary to 
Sheehan’s syndrome and is reversible cause of pancytopenia 
and hypocoagulable state. Early diagnosis and appropriate 
treatment can result in favorable outcome.
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Figure 1: Sagittal postcontrast T1 magnetic resonance imaging showing 
thin enhancing tissue along the floor of the pituitary fossa with cerebrospinal 
fluid (CSF) occupying the rest of the fossa suggesting a partially empty sella
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Denosumab as a Bridge to Surgery in a Patient with Severe 
Hypercalcemia Due to Primary Hyperparathyroidism in the 

Setting of Renal Dysfunction
Sir,
We report a case of primary hyperparathyroidism (PHPT) 
with severe hypercalcemia (15 mg/dL) in the background of 
renal dysfunction, in whom denosumab (60 mg subcutaneously) 
was used to lower the calcium levels prior to surgery. Our 
patient was a 60-year-old gentleman who presented with 
chronic kidney disease and with medullary nephrocalcinosis 
(estimated Glomerular filtration rate (GFR) of 21.35 mL/
min/1.73 m2). His albumin corrected serum calcium at 
presentation was 15.28 mg/dL and intact PTH was 1,850 pg/
mL (N = 8–50). He was treated with saline diuresis and 
parenteral salmon calcitonin with which calcium declined to 
12.6 mg/dL. However, after 72 h, his serum calcium levels 
increased and remained >13 mg/dL. Further, to manage 
the refractory hypercalcemia in the background of kidney 
disease, we chose denosumab, a RANKL inhibitor, over 
bisphosphonates due to low GFR.[1] Following administration 
of denosumab, his calcium level reduced to 10.8 mg/dL and 
he underwent focussed parathyroidectomy 5 days later. After 

curative parathyroid surgery, his calcium remained normal and 
there was no evidence of hungry bone syndrome.

Though bisphosphonates are widely used and approved for the 
treatment of hypercalcemia, the risk of potential nephrotoxicity 
precludes its use in those with renal impairment.[1] Although 
calcimimetic like cinacalcet has been utilized in PHPT, 
its impact on reducing calcium is not usually immediate 
and worsening of nephrocalcinosis has been reported in 
literature.[2] Denosumab is an option in such patients and in 
those with hypercalcemia that is refractory to bisphosphonates. 
Denosumab interferes with RANKL signaling and thereby 
inhibits bone resorption.[3] Unlike bisphosphonates, it is not 
cleared by the kidney, and hence, there is no restriction of 
its use in patients with chronic kidney disease.[4] Though 
Denosumab has been approved and used for hypercalcemia of 
malignancy, there are limited case reports on its use in patients 
with refractory hypercalcemia secondary to PHPT prior to 
surgery.[5] Though the median time to response (time taken 
to lower calcium to <11.5 mg/dL) for Denosumab has been 
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