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Dr. Rajesh Kumar Yadav completed his doctoral work at the Indian Institute of Chemical
Biology, Kolkata. He studied the structure-function and physiological role of ascorbate
peroxidase from protozoan parasites, Leishmania major using various biochemical, molecular
biology, and cell biology techniques. After that, he changed his career track to study
epigenetics, focusing on chromatin biology as a postdoctoral research fellow at St. Jude
Children’s Research Hospital, Memphis, USA. During this period, he had extensive experience
in studying chromatin, DNA damage, centromere, and telomere in the fission yeast,
Schizosaccharomyces pombe. He took the help of fission yeast as the model system to
understand the biological defect caused by histone mutations identified in pediatric glioma.
Next, he had worked as an assistant professor and HOD, in the School of Life Science and
Biotechnology, Adamas University, Kolkata. Also, Dr. Yadav had an enriching research and
teaching experience in the Department of Biochemistry, AIIMS Patna. After that, Dr. Yadav
has joined as an associate Professor and Ramalingaswami Fellow at Amity Institute of
Molecular Medicine & Stem Cell Research, Amity University, NOIDA, Uttar Pradesh.
Currently, he is working on the genetic and chemical screen of chromatin-modifying
complexes or chromatin-binding proteins involved in the DNA Damage Response Pathway.
He has a developing interest in the field of Histone point mutations in cancer and chimeric
antigen receptor (CAR) T cell therapy.

Research Interest:

Recurrent somatic mutations of H3F3A in aggressive pediatric high-grade gliomas generate
K27M or G34R/V mutant histone H3.3. Also, G34R/V mutants are common in tumors with
mutations in p53 and ATRX, an H3.3-specific chromatin remodeler. Fission yeast model
system was used
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in other various cancers such as Chondroblastomas (H3.3 K36M), Giant cell bone tumours
(H3.3 G34WI/L), sarcomas, acute myeloid leukemia, head and neck cancers. Their recurrence
in various cancer suggests their role in promoting tumor. But the biological functions and
biochemical effects of these histone-mutations are ambiguous. The combined genetic and
chemical screen of chromatin-modifying complexes or chromatin-binding proteins involved in
the DNA Damage Response (DDR) pathway will help in the drug design for cancer treatment
(Figure 1B).
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Ramalingaswami Re-entry Fellowship, Department of Biotechnology, Government of
India (2017-2018)

Awarded Senior Research Fellowship by Council of Scientific and Industrial Research
(CSIR), Government of India (2008 — 2011)
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Ongoing projects

Research project funded by DBT-Ramalingaswami fellowship entitled “The Genetic
Screen of Chromatin “Readers” and “Erasers” proteins in DNA Damage Response
pathway”.
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