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showing enhanced anti-tumor effects both in vitro and in vivo in HER2-mutant

(A) Tumor growth in H1781 xenografts treated with IAM1363 (PO QD) or zongertinib (PO QD). IAM1363 caused dose- NSCLC models.
dependent tumor regression, compared to tumor growth inhibition only by zongertinib. (B) Drug concentrations in plasma and
tumor at 4- and 24-hours post-dosing. IAM1363 achieved superior tumor enrichment versus zongertinib, with sustained
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[AM1363. (C) Mice bearing NCI-H1693 xenografts were treated with [AM1363 (PO QD) or T-DXd (IV Q3W).
Both IAM 1363 doses induced deep and sustained tumor regression, superior to modest efficacy by T-DXd. (D) After
cessation of treatment on Day 21, the IAM1363 treated groups exhibited prolonged post-treatment tumor
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