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Letters to the Editor

liver function tests and 24-hour urine protein level were 
all normal.

Endocrine and rheumatologic tests showed mild 
hyperprolactinemia [prolactin 31.6 ng/ml (normal 
level 4.8–23.3)], normal thyroid function, normal C3 
and C4 levels, positive antinuclear antibody (ANA; 
1.35  IU/ ml, normal level <1), positive anti-ds DNA 
(2.2 IU/ml, normal level <0.9), high anticardiolipin 
(IgG) level (78 GPL/ml, normal level <15), high titer of  
antiphospholipid Ab (IgG) (106 U/ml, normal level <10), 
positive lupus anticoagulant and negative antineutrophil 
cytoplasmic and perinuclear antibody (P-ANCA and 
C-ANCA).

The diagnosis of  antiphospholipid syndrome (APS) 
secondary to SLE and nonfunctioning pituitary 
macroadenoma (NFPA) was made. The diagnosis of  
SLE was based on the presence of  high titers of  ANA, 
positive anti-ds DNA, leukopenia (lymphopenia) and 
CNS involvement. Because of  mildly elevated prolactin 
level and on the basis of  MRI finding, the diagnosis 
of  NFPA was also made. Hyperprolactinemia in this 
patient originated from a nonfunctioning pituitary 
tumor. Hyperprolactinemia in SLE cannot be explained 
by the autoimmune nature of  the disease or by its 
other known complications. We cannot confidently 
comment on the cause and effect relationship between 
hyperprolactinemia and the risk of  SLE occurrence. We 
conclude that regardless of  the autoimmune nature of  
SLE, pituitary imaging should be performed in all SLE 
patients with any degree of  hyperprolactinemia to search 
for pituitary tumors.
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Sheehan’s syndrome: 
Presented with 
hyponatremia and 
hypoglycemia after 
14 years from delivery
Sir,
Sheehan’s syndrome (SS) is postpartum pituitary necrosis 
due to bleeding and hypovolemia.[1] According to the 
degree of  damage to the pituitary, the symptoms may ocur 
immediately or later. The main symptoms are loss of  libido, 
cessation of  lactation, and secondary amenorrhea.[2] The 
first sign of  symptoms may associate with hypoglycemia 
and hyponatremia. There are reports that it is a relatively 
common cause of  hypoglycemia and hyponatremia. SS 
should be considered in the differential diagnosis of  
hyponatremia and hypoglycemia.[3]

A 49-year-old woman was admitted to our clinic with weight 
loss, nausea, and vomiting. We learned that currettage had 
been performed because of  stillbirth and total abdominal 
hysterectomy had been performed because of  excessive 
blooding 14 years ago. Hypoglycemia and hyponatremia 
were detected. Hormone profiles including cortisol, plasma 
ACTH, thyroid hormones, TSH, FSH, LH, and prolactin 
were all low. SS was suspected and confirmed by a pituitary 
and cerebral MRI which showed an empty sella turcica. 
We diagnosed pituitary insufficiency and started essential 
hormone replacement treatment. The patient’s clinical picture 
improved dramatically after hormone replacement therapy.

It is difficult to determine the real incidence of  SS because 
of  geographic and racial differences.[4] We want to highlight 
the fact that Sheehan’s is seen not only in developing 
countires, but also in Europe. SS may manifest long after 
the delivery with hypoglycemia and hyponatremia like our 
case.
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Ramadan fasting in patients 
with type 2 diabetes 
mellitus: Experience from a 
teaching hospital
Sir,
We read the review article on the topic “Ramadan and 
fasting” by Jaleel et al.,[1] in the current issue with great 
interest. We would like to share our experiences of  
managing this cohort of  patients with type 2 diabetes 
mellitus during Ramadan fasting.

Though the safety of  fasting in patients with diabetes has 
been well demonstrated by bulk of  literature, it carries a 
risk of  an assortment of  complications. Many patients with 
diabetes insist on fasting against medical advice, thereby 
creating a challenge for themselves and physicians. 

We conducted a prospective observational study in 
which 179 patients with type 2 diabetes were enrolled, 
who decided to fast even after they had been explained 
about the associated risks. One month before the start of  

Ramadan, weight and blood pressure were recorded, and 
glucose/HbA1c, lipids, electrolytes, liver and renal function 
tests performed. The seriously ill or patients with severe 
complications (33) were excluded. At their first visit (2-4 
weeks before Ramadan fasting), patients along with their 
family members were educated and counseled about self-
care, signs and symptoms of  hypo and hyperglycemia, diet 
and hydration, glucose monitoring and physical activity. 
Necessary changes in the diet and medications were done 
as per the recommendations.[2,3] Out of  146 patients,14 were 
on diet control, 90 on oral hypoglycemic agents (OHA) , 
20 on OHA with insulin, and 22  on insulin alone. None 
of  the patients on glibenclamide was allowed to fast. Most 
of  the patients were on glimepiride, extended release 
gliclazide/glipizide with metformin, metformin alone or 
in combination with pioglitazone and alpha glucosidase 
inhibitors. These drugs were given before sunset meal and 
predawn meal as required. Insulin therapy was given in the 
form of  premixed 30/70 administered twice daily, or NPH 
(Neutral Protamine Hagedorn) /Glargine at bedtime in 
conjunction with OHA. They were called for second visit 
during Ramadan (second half) and for third visit 2-4 weeks 
after Ramadan, for detailed assessment.

13/22 patients on insulin alone, 16/20 on insulin with 
OHA, 72/90 on OHA and all 14 on diet and exercise could 
complete fasting >15 days. The weight gain (range 1-2.6 kg) 
was recorded in 83/146 patients. Mean change in HbA1c 
was 0.5±0.3%, which was not statistically significant. No 
significant change in blood pressure, lipids or renal profile 
could be demonstrated. Hypoglycemia and hyperglycemia 
were the most frequent complications. The tolerance 
of  fasting was good this year since it was during rainy 
season. There was significant increase in the number of  
mild symptomatic hypoglycemic events (164 events before 
Ramadan, 302 during Ramadan and 147 after Ramadan). 
None of  the patients required hospitalization. The increase 
in hypoglycemic episodes was related to age (>60 years), 
good glycemic control before fasting (<8%), skipping of  
predawn meal and more vigilant and cautious attitude for 
hypoglycemia. Medical advice was ignored just because of  
religious reasons at certain occasions. 

In India, we have sizeable Muslim population with diabetes 
who decide to fast. Ramadan fasting can be facilitated for 
safer outcomes and lesser adverse events with intense 
education and counseling. Actually, increased awareness 
and education is not the only marker on which safe and 
successful fasting depends, it is the attitude of  the patient 
and personal determination that help patient break, skip 
or continue fasting.[4]
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