Results from the first-in-human study of ATR inhibitor, IMP9064 monotherapy dose escalation in patients
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BACKGROUND CONCLUSIONS EFFICACY

*Ataxia telangiectasia and Rad3-related (ATR) kinase is a master regulator in response to replication stress (RS), contributing to both *IMP9064 demonstrated a favorable safety profile and is well-tolerated when dosed intermittently (Schedule 1, once daily, 3 days on/4 days off) in AST. Ufg:i‘smﬁgi,';g;‘;i'ggg":_, Response Assessment Results *Of 34 patients enrolled, 31 patients had
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