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Training: Adam Durbin is an Assistant Member in the Division of Molecular Oncology at St. Jude Chil-
dren’s Research Hospital (USA). He received scienti�c and medical training at the University of Toronto 
and Harvard Medical School and Boston University School of Medicine and a fellowship in the Dana-Far-
ber Cancer Institute/Boston Children’s Hospital Pediatric Hematology/Oncology program.

Research: His research focusses on exploiting the systems biology of pediatric solid tumors to identify 
novel therapeutic strategies and revealed the transcription factor core regulatory circuitry of MYCN-am-
pli�ed neuroblastoma as well as novel approaches to target CRC-dependent tumors, by inhibiting or 
degrading epigenetic regulators of the CRC as illustrated by the development of a novel proteolysis-tar-
geted chimaera (PROTAC) agent termed “JQAD1” that selectively recruits the coactivator EP300 for degra-
dation.


