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® Multikinase inhibitors, such as sitravatinib targeting TAM
receptors (TYRO3, AXL, MERTK) and VEGFR, showed a
trend toward increased sensitivity in the EF group,
suggesting potential alternative therapeutic vulnerabilities.

® Osimertinib AUC significantly differed according to tumor response (p=0.006) and showed a
trend toward association with PFS (HR 1.27, 95% CI 1.00-1.61; p=0.055).

® \Ve evaluated a patient-derived cell (PDC)-based drug
sensitivity platform as a functional biomarker to predict
clinical outcomes and identify patients at high risk of early
progression.
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