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BACKGROUND RESULTS

KRAS mutations (mt) occur in up to 98% of pancreatic ductal adenocarcinoma (PDAC) and represent a key |I. Combination of avutometinib and FAK inhibition with standard of care chemothera 3. Combination of avutometinib + KRAS G 12D inhibitor increases MAPK pathway inhibition
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pathway with MEK-only inhibitors have been unsuccessful in substantially modifying PDAC prognosis3-. Thus,
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