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Selectivity for NF2 deficient mesothelioma confirms hypothesis of VT3989 and osimertinib show strong synergy in patient-derived

Introduction

EGFR mutant NSCLC models
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VT3989 and osimertinib show strong synergy in EGFR mutant NSCLC cell lines in
vitro and in CDX models in vivo — significantly delay tumor regrowth

Summary
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