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Letters to the Editor

Sir,

Hypoglycemia has long been recognized as a clinically 
significant complication of diabetes therapy.[1] Nondiabetic 
hypoglycemia, too, is a well‑characterized syndrome, with 
multiple etiologies like sepsis among others.[2]

Apart from its clinical implications, hypoglycemia 
has  major  pub l ic  hea l th  impl ica t ions  as  we l l . 
Nonsevere/mild hypoglycemia severely impairs quality 
adjusted life year.[3] Severe hypoglycemia may lead to 
life‑threatening and health‑threatening situations, which may 
impair individual and societal health. Drivers of commercial 
vehicles or heavy machinery, and workers in jobs, which 
require split‑second reflexes (for example, air traffic and 
railway movement controllers), may make mistakes during 
subtle neuroglycopenia, which may negatively influence 
community health. This pubic impact is recognized in many 
countries, which regulate granting of driving licenses to 
persons on treatment with high‑risk of hypoglycemia.[4]

In recent years, a novel public health facet of hypoglycemia 
has emerged. Epidemics of acute encephalitic fever, occurring 
in Bangladesh, India, and Vietnam were earlier attributed to 
various causes.[5] In India, this has been reported from the 
eastern state of Bihar, and especially from the district of 
Muzaffarpur.[6] The occurrence of these events coincide with 
the annual harvest of the lychee or litchi fruit (Litchi sinensis) 
family. Government health authorities have now begun 
reporting the cause of death as hypoglycemia, rather than 
acute encephalitis, in this often‑fatal syndrome. Though the 
poor prognosis associated with litchi‑induced hypoglycemic 
encephalopathy is a cause of concern, our understanding of 
its pathogenesis offers optimism and hope.

Litchi are believed to contain amino acids (methylenec 
yclopropylglycine (MCPG), a homologue of hypoglycin A) 
that interfere with gluconeogenesis and fatty acid β‑oxidation.[7] 
In the setting on malnourished children with depleted hepatic 
glycogen stores (due to missed meals and poverty related 
starvation), hypoglycemia sets in and due to increased 
circulating levels of MCPG due to excessive litchi consumption, 
even the gluconeogenesis and beta oxidation of fatty acids 
are blocked, resulting in severe refractory hypoglycemia 
along with accumulating aminoacidaemia, which results in 
encephalopathy.

Hence, it has to be realized that this is a social problem as 
many children from the economically weaker sections of the 
society may be binging on the litchi fruit (which is cheap 
and available in abundance in the harvest season), at the cost 
of missing proper meals/evening supper, predisposing them 

to life‑threatening hypoglycemia later in the day/night. The 
concentration of MCPG/hypoglycin‑A, along with the age, 
nutritional, and immunologic status of the child influence 
the natural history and outcome of the illness.[7] It is a social 
tragedy that children have to die in 21st century due to lack of 
timely and appropriate correction of hypoglycemia, which is an 
easily treatable condition and involves minimal costs. Hence, 
increasing awareness about symptoms of hypoglycemia, 
especially the neuroglycopenic symptoms of hypoglycemia 
should be the focus of preventive and social health specialists.

Now that the metabolic of encephalopathy is known, 
policymakers and researchers can work known, preventing 
and managing the disease. Public education and awareness 
campaigns must be started in endemic regions as a primary 
preventive measure. It has been suggested that a proper 
evening meal can prevent this severe life‑threatening 
hypoglycemia in children. Efforts should also be made to 
improve the nutritional status of children in these areas. 
Secondary prevention should aim at early identification and 
management of the illness, along with timely treatment using 
oral and intravenous glucose.

The role of the endocrinologist is of utmost importance 
in secondary and tertiary preventions. Optional correction 
of glycemia, fluid, and electrolyte balance, along with the 
management of starvation ketosis, is the responsibility of 
the endocrinologist. National and regional professional 
associations should work closely with health care 
professionals in the affected areas to formulate effective 
clinical decision pathways and treatment algorithms, to 
optimize outcome.

At the same time, the health care system should respect the 
need for quaternary prevention. Not all encephalopathy is due 
to hypoglycemia, and litchi‑induced hypoglycemia should 
not be used as a convenient label for all febrile illness as an 
opportunity to utilize their skills for the cause clinical, as well 
as public health. Research must continue into unravelling other 
causes of febrile encephalopathy as well.
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Pituitary Abscess Mimicking as Sellar Mass
Sir,
In a patient with pituitary dysfunction and sellar mass lesion 
on imaging, pituitary adenoma is the most common possibility. 
Pituitary abscess, though uncommon, can have a similar 
presentation. Owing to wide variety of atypical presentations 
and rare occurrence, the diagnosis of pituitary abscess is 
difficult. Here we present the details of a patient suspected to 
have a pituitary adenoma, but finally diagnosed with pituitary 
abscess.

A 23‑year‑old lady presented with history of secondary 
amenorrhea, headache and painless progressive loss of vision. 
There was no history of fever or vomiting, appetite remained 
good and there was no weight loss. On examination, she was 
afebrile, blood pressure was 104/70 mm Hg, no orthostatic 
hypotension. Visual field assessment revealed bitemporal 
hemianopia. There were no signs of meningeal irritation. 
Contrast enhanced MRI revealed 24 × 23 × 21 mm sellar mass 
with peripheral enhancing rim on T1 weighted image with 
suprasellar extension causing indentation of optic chiasma 
[Figure  1a]. T2 weighted image revealed inhomogeneous 
hyperintense lesion with areas of cystic degeneration. 
Hormonal analysis revealed moderately raised serum prolactin 
of 44.75 ng/ml (1–27). Fasting 8 am serum cortisol of 13.21 
µg/dl (10–25), total T3 of 1.01 ng/ml (0.7–2.5), total T4 of 
10.79 µg/dl  (4–13), TSH of 2.03 µIU/ml  (0.5–6.5), LH of 
7.72 IU/L (2–10) and FSH of 8.56 IU/L (2–10).

On the basis of clinical features and investigations, 
possibilities of pituitary macroadenoma or craniopharyngioma 
were considered. Patient was taken up for trans‑sphenoidal 
resection of mass. During surgery, creamy thick pus 
was drained from the cystic lesion. Histopathological 
examination of drained pus revealed the presence of 
inflammatory cells. No acid‑fast bacilli were detected. Upon 
culture of the specimen, no microorganisms or mycobacteria 
could be detected. She received broad spectrum antibiotics 
and hydrocortisone in the perioperative period. She 
developed diabetes insipidus (serum osmolality  =  300 
mOsm/kg, urine osmolality  =  142 mOsm/kg) in the 
post‑operative period which was managed with oral 
desmopressin. Serum cortisol was low (7.6 µg/dl) and she 
was continued on oral glucocorticoid replacement. She 
reported improvement in headache and visual symptoms, 
but continued to be amenorrheic. MRI done 3 months after 
surgery revealed partial empty sella without any residual 
lesion [Figure 1b].

Pituitary abscess is a rare and life‑threatening disorder found 
in less than 1% of pituitary lesions.[1] It usually results from 
direct spread from an adjacent infective focus like sinusitis, 
meningitis or by metastatic spread from a distant focus. It 
may occur in a pre‑existing pituitary lesion like Rathke’s 
cyst, craniopharyngioma, adenoma or may occur de novo in 
a normal pituitary gland. Pituitary abscess has an indolent 
course and fever and leucocytosis are absent in more than 
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