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RAS(ON) Multi-Selective Inhibitor Designed to Directly Inhibit Uncontrolled RAS(ON) « RASolute 302 is a global, randomized, open-label, Phase 3 study designed to evaluate whether
Signaling in PDAC treatment with daraxonrasib will improve progression free survival (PFS), or overall survival (OS)
compared to Investigator's choice of standard of care chemotherapy in patients with metastatic
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* Reported outcomes for patients with 2L metastatic PDAC treated with standard of care
chemotherapy are:
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