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Authors’ reply 
Sir,
Thank you for taking an interest in our article.[1] The differentials 
like pituitary apoplexy, cyst and hypophysitis, can easily be 
sorted out from pituitary metastasis by symptomatology, 
careful clinical examination and imaging. Metastasis occurring 
in preexisting adenoma leading to sudden increase in size of  
the tumor is a diagnostic challenge; however, the pituitary 
metastases usually involve neurohypophysis and stalk than 
adenohypophysis. Diagnosis of  pituitary carcinoma is based 
on the presence of  metastasis, either intracranial, extrasellar or  
extracranial.[2] In the first two cases, both had histological 
proven adenocarcinoma and squamous cell carcinoma, 
and furthermore, there was no intracranial metastasis, and 
hence the possibility of  pituitary carcinoma is unlikely. 
Immunohistological markers including proliferative indices 
and electron microscopy can substantiate the diagnosis of  
pituitary metastasis; however, these were not done in our 
study. These cases are rare and we do not think it is the 
referral bias. But one should have strong suspicion when 
systemic malignancy is associated with pituitary enlargement. 
Therefore, all diagnostic modalities should be employed to 
prove or disprove histopathologic diagnosis of  pituitary 
metastases in a given scenario, as the prognostic significance 
is different when compared to other pituitary pathologies. 
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Syndrome of inappropriate 
antidiuresis 
Sir,
In their review article “Syndrome of  inappropriate anti 
diuretic hormone secretion: Revisiting a classical endocrine 
disorder,”[1] the authors have covered the topic very lucidly. 
However, we feel that one common and very pertinent 
cause of  SIADH, more so in a Third World country 
like India, is tuberculosis which can cause SIADH by 
its pulmonary, central nervous system as well as miliary 
inflictions.[2] Also, in primary and secondary level hospital 
settings where serum and urinary osmolality measurement 
facilities are not available, supplemental criteria may also 
be used to suggest diagnosis of  SIADH, which include 
the following: 
1.	 Plasma uric acid < 4 mg/dl
2.	 Blood urea nitrogen < 10 mg/dl
3.	 Fractional sodium excretion > 1%; fractional urea 

excretion > 55%
4.	 Failure to correct hyponatremia after 0.9% saline 

infusion
5.	 Correction of  hyponatremia through fluid restriction
6.	 Abnormal result on test of  water load (<80% excretion 

of  20 ml of  water per kilogram of  body weight over 
a period of  4 hours), or inadequate urinary dilution 
(specific gravity < 1.010)

7.	 Elevated plasma AVP levels, despite the presence of  
hypotonicity and clinical euvolemia.[3]

Also, regarding management, a simple way of  sodium 
replacement is to start 3% saline infusion at 1–2 ml/
kg body weight per hour for acute severe symptomatic 
hyponatremia and at half  the rate for chronic hyponatremia. 
Measure the serum sodium after 2 hours and adjust the 
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