P3.272: Acquired BRAF V600E as Bypass Resistance to EGFR TKis in EGFR-mutant NSCLC:
A Global Multicenter Cohort Study
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INTRODUCTION RESULTS

Figure 1 A) Distribution of EGFR mutations; Figure 2 Therapeutic Efficacy Landscape Following BRAF V600E Mutation.

: : : B) Distribution of concomitant mutations categories.
* While epidermal growth factor receptor tyrosine ) S

kinase inhibitors (EGFR-TKIs) have significantly
improved outcomes for patients with EGFR-
mutant advanced non-small cell lung cancer
(NSCLC), acquired resistance remains an
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Safety and Tolerability

* The overall incidence of TRAEs was 74.5%, with grade 23 TRAEs accounted for 20.0%, and no fatal adverse events were observed.
« The TRAESs profile in the EGFR+BRAF+MEK blockade group was similar to that of the overall population, with a grade =23 TRAE incidence of
25.6%, while no grade =23 TRAEs were reported in BRAF+MEK blockade group.

(NGS) or polymerase chain reaction (PCR) in
tissue or liquid biopsy.
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* Objective response rate (ORR), disease control
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rate (DCR), progression-free survival (PFS), SR Time (months) Conclusion
median depth of response (mDpR) and safety 2_ 6 1 1 5 o EGFR+BRAF+MEK blockade offers meaningful clinical activity and superior benefit over BRAF+MEK inhibition, with a notable safety burden

Ee 9 1 1 1 0 that requires close monitoring, whereas exploratory analyses of subsequent-line therapy after progression on BRAF-directed treatment, adding
were evaluated. - immunotherapy to chemotherapy did not show a clear incremental benefit.
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