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Profile: Dr Surajit Ganguly is a Team Lead Scientist at JH-IMM in Hamdard 

University (Jamia Hamdard) with over 19 years (post-PhD) of experience in the 

field of molecular neuropsychiatry and neuropharmacology, including research 

on circadian regulation of serotonin (5HT) acetylation and melatonin synthesis in 

higher mammals. While working with Dr. David Klein at NIH, Bethesda USA, he 

discovered the post-translational cellular mechanism of serotonin (5HT) 

acetylation in higher mammals, including humans, which is considered to be the primary mechanism 

driving daily rhythm in melatonin production. He has a PhD degree in Science (Biochemistry) from 

Jadavpur University (CSIR fellow at Indian Institute of Chemical Biology). He was trained in molecular 

and cellular Neurosciences during his post doctoral period at National Institute of Health (NIH), 

Bethesda, Maryland. He previously held various US Federal Government Scientific positions at NIH 

and subsequently, was a research faculty at Johns Hopkins Medical Center, Baltimore, before 

relocating to India.  He is a recipient of Award of Merit from the US public health service at NIH and 

Prof. B Uvnas Prize (Gold Medal) from the Indian Pharmacological Society including several other 

awards and fellowships. He has authored about 27 research articles in high impact journals with an 

average impact factor of >6 per publication. He was an invited speaker and chaired sessions in several 

International and national symposiums including Gordon Research Conferences. He also served as 

guest faculty for DST (SERB) sponsored International schools on chronobiology research and 

regularly participates in peer-review process for several International journals and grant proposals 

from national agencies. 

Research Interest: The overall goal of his laboratory at JH-IMM is to understand the role of metabolic 

acetate as epigenetic modifier in psychiatric disorder and CNS-specific tumors. The central question 

being asked is how various metabolic acetate donors can regulate epigenetic mechanisms to protect 

neuropsychiatric behavioral abnormalities. He is using  combination of in-vitro (cell-based) and in-

vivo (rodent models) techniques to screen and identify exogenous metabolic acetate donors as acetate 

supplements and /or related intrinsic factors that interfere and protect phenotypic changes in animal 

models that correlate with selective, well-documented behavioral parameters in psychiatric patients.  

Currently, the lab is using two animal model systems: (a) drug-induced mouse model for experimental 

psychosis; and (b) chronic infection model in rodents. These models provide an opportunity to 

investigate a therapeutic paradigm for neuropsychiatric disorders with possibilities to extend to other 

CNS related disorders. 

The following funded research projects (as PI) are being implemented to address the above central 

question. 

A. Role of acetate metabolism in neuronal function and CNS Tumor: One of the research goals of 

Dr. Surajit Ganguly’s laboratory is to identify small-molecule translational markers that might ensure 

progress in understanding the relationship between the NMDA-modulated animal models and the 

symptoms associated with psychiatric spectrum disorders. Dr. Ganguly is now studying to decipher 

the regulation of  epigenetic acetylation induced by metabolic supplements in drug-induced animal 

models. This area of research is funded by DBT (BT/PR11062/Med/10/124/208) and DHR 

(HRD/SUG-15/2015-16). 
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B. Relationship between Parasite/Bacterial infection and Neurodevelopmental disorder: There 

is a developing idea that environmental factors, like maternal infection and transmission to fetus 

could play a major role in fetal neurogenesis.   Though strong, these studies are correlative in nature 

and lack molecular or mechanistic support. Dr. Ganguly’s goal is to bridge these gaps by testing a 

mechanistic link between Recombinant Bacteria infection model (developed by Dr Sudeshna Kar) or 

Parasites like Toxoplasma Gondii (RH Strain is a gift from Dr. Nancy Malla, PGIMER Chandigarh) and  

neonatal neurodevelopmental abnormalities. Dr. Ganguly, in collaboration with Dr. Sudeshna Kar, is 

developing animal models to study the mechanistic relationship. This research has been initiated with 

support from DST (D.O. No. SR/SO/HS-01/2009).  

 

PhD Scholar: Ms. Priya Gusain, MSc (CSIR fellow). 

 

Collaborator(s): Dr. Sudeshna Kar, JH-IMM; Dr. Subha Shukla, and Dr. Gautam Palit, CDRI, Lucknow,. 
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