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of   207  mg/ dl, lipase of  300 u/l. Otherwise complete blood 
count and complete metabolic prolife were unremarkable. 
A fasting lipid panel was drawn which revealed total 
cholesterol 257 mg/dl, low-density lipoprotein (LDL) 
cholesterol 76 mg/dL, high-density lipoprotein (HDL) 
cholesterol 22 mg/dL, very-low-density lipoprotein 
(VLDL) cholesterol 667 mg/dL, and triglycerides of  
greater than 5000 mg/dl.

Similarly to the patient in Kota et al., we started the 
patient on fenofibrate 160 mg once daily, omega-3 acid 
ethyl esters 4 g once daily along with other standard 
pancreatitis treatment including intravenous fluids, 
bowel rest, and narcotics. Additionally, in the acute 
setting we started the patient on an insulin infusion at 
0.1  units/kg/hour even though the patient did not have 
evidence of  profound hyperglycemia or evidence of  
a ketoacidosis state. Dextrose was co-administered to 
prevent hypoglycemia and keep patient’s blood glucose 
between 150 and 200 mg/dl. Furthermore, we started 
the patient on IV heparin at 600  units/h. As the case in 
our center, and many other centers, lipid apheresis was 
not readily available. We rechecked her lipid profile the 
next day and her triglycerides improved to 923. Clinically, 
the patient continued to gradually improve with these 
interventions. On the day of  discharge, the patient’s 
triglycerides were 423.

Although, no concrete guidelines exist as to the treatment 
of  hypertriglyceridemia induced pancreatitis, it has 
been demonstrated that insulin infusion are effective in 
lower triglycerides.[1] It is proposed that insulin increases 
lipoprotein lipase activity which degrades chylomicrons 
thus reducing serum triglycerides.[2] However, the role 
of  heparin remains controversial as it has been shown 
to transiently increase endothelial release of  lipoprotein 
lipase, but in the long term may lead to heparin degradation 
resulting in an actual overall depletion of  lipoprotein 
lipase. [3] Nonetheless as demonstrated in our case and other 
in similar reports, such as Berger et al., heparin and insulin 
combination infusion therapy can be used successfully 
to treat hypertriglyceridemia-induced pancreatitis.[4] This 
holds especially true in instances where lipid apheresis is 
not readily available.
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Melatonin: Miracles far 
beyond the pineal gland
Sir,
Melatonin has recently been recognized to have a role as 
an anti-oxidant in the human ovarian follicle, and its use 
may result in improved fertility.[1] Studies on animal models 
have also revealed the anti-obesity effects of  melatonin 
and found this hormone to prevent hyperadiposity. Thus, 
melatonin may play a potential therapeutic role in metabolic 
syndrome.[2]

I read this fresh add-on in literature along with articles in 
the IJEM[3,4] with keen interest. This prompted a review 
of  literature for current clinical indications of  melatonin, 
as well as its potential, versatile role.

Melatonin, chemical ly named as N-acetyl-5-
methoxytryptamine, is a naturally occurring lipophilic 
compound found in animals, plants and microbes.[5] 

Melatonin is synthesized not only by the pineal gland, but 
also in epithelial cells, bone marrow cells and lymphocytes.[6] 
Furthermore, melatonin receptors are dispersed throughout 
the body emphasizing its widespread role in regulating 
various physiological[6] and psychological processes.[7] Three 
types of  melatonin receptor have been recognized and 
classified as MT1, MT2 and MT3.[5,8] In humans, MT1and 
MT2 receptor subtypes have found to be expressed, mainly 
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in human brain and retina and also in different organs 
which include cardiovascular system, liver and gallbladder, 
intestine, kidney and skin.[8]

Melatonin is known to influence sleep and mood patterns; 
act as scavenger molecule and anti-oxidant; regulate immune 
mechanisms and carcinogenic processes; and also control 
reproductive functions.[6,9,10]

Keeping all the above mentioned functions of  melatonin 
in mind, we can conclude that treatment with melatonin 
may show promising results in the treatment of  circadian 
rhythm sleep disorders; depression and seasonal affective 
disorder (SAD); bacterial infections, viral infections, sepsis 
and cardiovascular diseases; immune disorders and cancers; 
and sexual problems and infertility.[6]

Nduhirabandi et al. have found melatonin beneficial in the 
treatment of  metabolic syndrome along with the prevention 
and/or reversion of  obesity- related detrimental effects 
associated with the syndrome. Furthermore, ischemic 
heart disease and hypertension have also been benefited 
with melatonin administration.[9] These preliminary results 
are promising but need further evaluation to establish and 
standardize this treatment.

Mortality with breast cancer is consistently increasing. 
In this regard, we can at least address breast cancer-
related problems which include anxiety, depression, sleep 
disturbances and cognitive dysfunction[11] to provide a 
complication-free survival in patients with breast cancers. 
Owing to its effects on mood and sleep, melatonin may 
relieve these symptomatic problems.[11]

Due to actions of  immunomodulation, anti-oxidation and 
inhibition of  pro-inflammatory mediators, melatonin is 
also recommended for the treatment of  severe respiratory 
distress syndrome in pre-mature infants and septic shock.[6]

Other pediatric conditions which have been benefited with 
melatonin treatment include autism spectrum disorders, 
sleep disorders of  various origins, epilepsy and febrile 
seizures.[12]

Melatonin is also a geroprotective agent which slows the 
aging process. As melatonin may delay aging process with 
its versatility of  actions, it may also reduce and/or delay 
the occurrence of  Alzheimer’s disease.[13]

Abnormal pattern of  plasma melatonin levels has been 
associated with chronic migraine and chronic tension-type 
headache.[14,15] Melatonin has a potential therapeutic role in 
treating several types of  headache.[15]

Melatonin is naturally secreted by the entero-chromaffin 

cells of  gastro-intestinal tract and is thought to play a role 
in mucosal protection against injury.[16,17] Melatonin is also 
suggested for the treatment of  GERD, functional dyspepsia 
and irritable bowel syndrome.[17]

In the light of  the literature cited above, melatonin is now 
evolving as a versatile and multifunctional molecule, with 
promising role in different clinical conditions. It is yet all-
important to determine the efficacy of  melatonin in more 
clinical trials, to further confirm its efficacy as well as to 
investigate its possible side effects in longer durations of  
therapy.
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Diabetes in the time of HIV
Sir,
It is indeed a welcome endeavor that “HIV and diabetes” 
is being projected in the October 2011 issue of  the IJEM.[1] 

In India, as per National Aids Control Organization (NACO) 
guidelines, protease inhibitors are considered when clinical, 
virological, or immunological failure occurs on first-line 
anti-retroviral therapy (ART).[2] Therefore, the statement “PI 
based regimens should be avoided in patients with a high 
risk of  diabetes” (page 248, para 7) should be reviewed and 
revised. If  a patient develops diabetes or glucose intolerance, 
this has to be dealt with appropriate measures as protease 
inhibitors form the backbone of  second-line ART.

With reference to the choice of  therapy, most of  our 
patients with HIV are below the poverty line, and hence both 
insulin and Glucagon like peptide-1 (GLP-1) analogs will 
not be easily affordable options. Moreover, liraglutide (or 
exenatide) with concurrent usage of  non-nucleoside reverse 
transcriptase inhibitors may pose a risk of  pancreatitis.[2]

Dyslipidemia in HIV is well established and this has 
similarities with diabetic dyslipidemia. In diabetic 
patients with HIV, NCEP ATPI III recommendations 
to reduce total cholesterol levels to less than 160 mg/ dl, 
low density lipoprotein (LDL) to less than 100 mg/ dl, 
high density lipoprotein (HDL) to above 40 mg/dl in 
men and  50  mg/ dl in women should be advised and 
not the higher targets suggested by the authors.[3] While 
using statins, it is important to be aware of  the risk 
of  hepatic dysfunction and consequent death in HIV-
infected individuals.[4] Physicians should also know that 

the occurrence of  myopathy/rhabdomyolysis is high when 
protease inhibitors are used in conjunction with certain 
statins like simvastatin and lovastatin.

The authors have not alluded to the International 
Aids Society’s guidelines on metabolic complications 
published in 2002 in the Journal of  Acquired Immune 
Deficiency Syndromes for diabetes and lipid-related issues 
other than in the context of  megestrol acetate usage.[5] 
The Asian guidelines should state issues of  concern in 
our subset of  HIV-infected patients, considering their 
propensity for metabolic syndrome and the ART regimes 
in use here. A summary sheet with screening intervals, 
indications, and criteria, therapeutic options, and red 
flags for immediate action (both for dysglycemia and 
dyslipidemia and associated conditions like hypertension 
and ischemic heart disease (IHD)) would be of  immense 
help to primary care physicians.

Physicians and endocrinologists need to accept the 
chronicity of  HIV infection as well as diabetes, and consider 
consequent social, economic, physical, and psychological 
implications while treating these patients. There is a paucity 
of  ethically and systematically conducted longitudinal 
research work focusing on the risks of  disease and the 
benefits and side effects of  therapies. We need these to 
make precise and concise guidelines for these patients, 
constantly bearing in mind that a vast majority of  them 
struggle to make a living and are unable to afford costly 
drugs which claim high benefits.
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