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Ravi Kant received his Master’s in medical biotechnology from the All India Institute of Medical Science (New 

Delhi) and his Ph.D. in Immunology from the National Institute of Immunology (New Delhi). As part of his Ph.D. 

thesis project, he developed novel peptide analogs of the myelin basic protein (MBP) 85-99. He tested their 

therapeutic activities in vitro and in experimental mice with autoimmune encephalomyelitis, a model for multiple 

sclerosis. 

He further expanded his research expertise in autoimmune diseases through postdoctoral training at 

internationally recognized institutions, including the Scripps Research Institute (San Diego) and the Technische 

Universität München (Germany). His work during this period focused on dissecting immunological and vascular 

changes within the central nervous system of EAE mice. 

Currently, as an independent faculty member at the University of Hyderabad, his research focuses on 

understanding the roles of distinct T and B cell subsets in the pathogenesis of autoimmune diseases and their 

interactions with target tissues, with a particular emphasis on developing novel therapeutics. 

 

Ph.D. :  National Institute of Immunology, New Delhi (JNU). 

Postdoctoral training: Indian Institute of Science (Bangalore) 

 Scripps Research Institute (San Diego, USA) 

 Technische Universität München (Germany). 

Scholarships/Fellowships: Senior research fellowship, CSIR, Govt. of India (2010-13).  

           Junior research fellowship, CSIR, Govt. of India (2008-10). 

                                                           PG fellowship, Department of Biotechnology, Govt. of India (2006-08).  

                                                           National Scholarship Scheme, Govt. of Himachal Pradesh (2000-02). 

Students And Project Trainees: M.Sc. dissertations – 3 (complete) 

     Ph.D. (2 ongoing) 
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