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Background Dose Escalation Safety and PK Profile (All Patients, N=54) BDTX-1535 Efficacy and Biomarker Assessment in NSCLC Patients (N=27)

Epidermal growth factor receptor (EGFR) is a potent oncogene commonly altered in non-small cell lung cancer (NSCLC) and . . . .
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* Participants received a daily oral dose of BDTX-
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¢ Advanced/metastatic NSCLC with intrinsic driver EGFR

BDTX-1535 Plasma PK Profile at Steady State By Dose Level
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