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Unmet Medical Needs in EGFR Mutant NSCLC Early Anti-Tumor Responses
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Figure 3. Dose escalation, 3+3 design. Additional eligible patients are enrolled in the backfill cohorts at dose levels that clear DLT evaluation
and reach the PK threshold for efficacy. The 80 mg backfill cohort is open and on treatment. No dose limiting toxicity / No grade 2 or higher
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