Acquired Resistance to Zongertinib in Patients with

HERZ2-Mutant Advanced Non-Small Cell Lung Cancer
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INTRODUCTION RESULTS C805S disrupts the covalent binding of zongertinib

> Activating HER2 mutations occur in approximately 2%— Serial ctDNA captured the emergence of HER2 C805S during resistance evolution
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*graphical elements created using Figdraw.

» Paired baseline/progression profiling was performed in 22 patients with HER2-mutant
NSCLC after zongertinib benefit.
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» Serial ctDNA profiling showed dynamic emergence of C805S during resistance evolution.
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