#3230  DISCOVERY OF SELECTIVE BRM (SMARCA2) ATPASEAINHIBITORS  FCGHORN
FOR THE TREATMENT OF BRG1 (SMARCA4) MUTA iy W

Janice Y. Leel, Nathan Brooks?, Brandon Antonakos?, Bryan Perria?, Candace Langan?, Bonita D. Jones?, Rober
Terry!, Ross Wallace3, Robert Bondi3, Gereint Sis3, Ronee Baracani®, Maralee McVean®, Gabrielle Kolakowski?,

lFoghorn Therapeutics, Cambridge, MA, USA 2Loxo@Lilly, Indianapolis, IN, USA 3Loxo@Lilly, Louisville, CO, USA

Background Fig 1. LY4050784 exhibits more potent anti-proliferative Fig 3. LY4050784 demonstrates significant anti-tumor

BRM (SMARCA2) and BRG1 (SMARCA4) comprise the catalytic activity in BRG1 mutant cell lines than wild-type cell lines efficacy in BRG1 mutant lung cancer xenografts
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