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IK-930 is a potent TEAD inhibitor
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Enhancing YAP1 nuclear accumulation then apoptosis in therapy-
resistant cancer cells in vitro in combination with I1K-930
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Enhancing apoptosis and killing therapy-resistant colon cancer cells in vitro
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Enhancing apoptosis and killing therapy-
resistant cancer cells in vitro
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* 1K-930 is a potent and selective TEAD inhibitor

* 1K-930 has single agent activity in vitro and in vivo in Hippo dysregulated
mesothelioma

* |K-930 can be combined with EGFR and MEK inhibitors to enhance apoptosis and
enhance anti-tumor activity in EGFR-mutant NSLC

* 1K-930 can be combined with MEK inhibition to enhance apoptosis and enhance
anti-tumor activity in KRAS mutant cancers from a variety of indications
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