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clinical information to be reported in the journal. The patients 
understand that their names and initials will not be published 
and due efforts will be made to conceal their identity, but 
anonymity cannot be guaranteed.

Financial support and sponsorship
Nil.

Conflicts of interest
There are no conflicts of interest.

Badari Mylliemngap, Satish Swain, Surabhi Vyas1, Prabhat Kumar

Departments of Medicine and 1Radio‑diagnosis, All India Institute of Medical 
Sciences, New Delhi, India

Address for correspondence: 
Dr. Prabhat Kumar, 

Department of Medicine, Third floor, Teaching Block, 
AIIMS, New Delhi ‑ 110 029, India. 

E‑mail: drkumar.prabhat@gmail.com

References
1.	 Shivaprasad C. Sheehan’s syndrome: Newer advances. Indian J Endocr 

Metab 2011;15:S203‑7.
2.	 Matthew V, Misgar RA, Ghosh S, Mukhopadhyay P, Roychowdhury P, 

Pandit  K. et  al. Myxedema coma: A  New look into an Old Crisis. 
J Thyroid Res 2011;2011:493462.

3.	 Dutta  P, Bhansali A, Masoodi  SR, Bhadada  S, Sharma  N, Rajput  R. 

Predictors of outcome in myxoedema coma: A study from a tertiary care 
centre. Crit Care 2008;12:R1.

4.	 Laway BA, Bhat JR, Mir SA, Khan RS, Lone MI, Zargar AH. Sheehan’s 
syndrome with pancytopenia‑  complete recovery after hormone 
replacement (case series with review). Ann Hematol 2010;89:305‑8.

5.	 Squizzato  A, Romualdi  E, Büller HR, Gerdes  VE. Clinical review: 
Thyroid dysfunction and effects on coagulation and fibrinolysis: 
A systematic review. J Clin Endocrinol Metab 2007;92:2415‑20.

Access this article online

Quick Response Code:
Website:  
www.ijem.in

DOI:  
10.4103/ijem.IJEM_120_19

This is an open access journal, and articles are distributed under the terms of the Creative 
Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to 
remix, tweak, and build upon the work non-commercially, as long as appropriate credit 
is given and the new creations are licensed under the identical terms.

How to cite this article: Mylliemngap B, Swain S, Vyas S, Kumar P. 
Myxedema coma, pancytopenia, and hypocoagulopathy: A rare presentation 
of Sheehan’s syndrome. Indian J Endocrinol Metab 2019;23:268-9.
© 2019 Indian Journal of Endocrinology and Metabolism | Published by Wolters Kluwer ‑ Medknow

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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described as 9  days  (7–10  days),[6] in our patient, calcium 
decreased by day 3. In view of its renal safety and quick action, 
it is a potential drug for lowering calcium levels especially in 
those with renal impairment.
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