San Antonio Breast Cancer Symposium — December 6-10, 2016 e
A novel subgroup of estrogen receptor positive breast cancer may benefit from -:- S)/I’OS

Super-Enhancer guided patient selection for retinoic acid receptor a agonist treatment ARMACEDTIEAR

Michael R McKeown, Chris Fiore, Emily Lee, Matthew L Eaton, Dave Orlando, Matt G Guenther, Cindy Collins, Mel Weil Chen, Christian C Hetanamdielle di Tomaso
Syros Pharmaceuticals, 620 Memorial Drive, Cambridge, MA 02139

Abstract RARA associated SE predicts for response to SY-1425

# Po-11-18
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