Discovery of an allosteric, potent and selective DHX9 helicase inhibitor with best-in-class potential
TORM for the treatment of genomically unstable cancers
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DHX9: an RNA helicase important for maintaining genome stability STM11315 has an excellent drug profile with best-in-class potential™® STM11315 Mechanism of action demonstrated as time- and dose- dependent
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STM11315 has an excellent oral drug profile, no safety or CYP DDI liabilities while demonstrating brain
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