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Figure1. ORIC-613 and Centrinone assayed head-to-head; RP-1664, Repare Therapeutics Investor and Analyst Conference Call and Webcast Nov 15, 2023; Figure 6. Oral dosing of ORIC-613 in a TRIM37 high EFM-19 breast cancer xenograft model leads to tumor regression (n=10 per cohort; mean +/-
EXEL-7871, Exelixis 2023 R&D Day: Science & Strategy Dec 12, 2023; *11 kinome hits confirmed to inhibit <100nM, CFI-400945 Mason et al., 2014; SEM) without significant body weight loss; Tumor growth inhibition (TGI) = [1 - (TVif - TVt0) / (TVcf - TVcO)] x 100%; * p=0.0169; **** p<0.0001;
**generated from REPARE patent #WWO 2023/159307 Compounds 25,137,140,174. Regression is defined by RECIST 1.1 criteria.
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« PLK4 inhibition was recently identified as synthetic lethal in TRIM37 amplified tumors (Meitinger et al., Nature 2020; e 2
Yeow et al., Nature 2020)
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«  Amplifications of TRIM37 at 17923 are common in breast cancer and neuroblastoma and have been associated with
early relapse and poor prognosis
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