Focal Adhesion Kinase Inhibitor Narmafotinib Targets the Tumor and Microenvironment to Enhance
and Sustain Sensitivity to Chemotherapy
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4. Clinical dose-dependent benefit of narmafotinib in combination with gemcitabine and nab-paclitaxel (Abraxane®) standard of care as

first-line therapy in patients with metastatic pancreatic cancer: ACCENT trial (provisional analysis of Phase 1b) 6. Conclusions
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