inhical and clinical activity of VRN101099, Novel Covalent HER2 TKI for HER2-Positive/Mutant Metastatic Solid Tumors
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Key eligible patients

* HER2-positive or mutated cancer as determined by IHC, ISH, or NGS
Either (A) HER2-positive solid tumors (IHC 1+, 2+, 3+, or ISH+) (B) HER2
driver or resistant mutation (such as S310X, R678Q, L755X, |767M, V777X)
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activity with a manageable safety profile in patients with HER2-
driven solid tumors.

Preclinical and early clinical data suggest CNS activity, supporting
further evaluation in patients with brain metastases.

The favorable safety and brain-penetrant profile of VRN101099
support future combination and tumor-specific expansion studies.
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