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H i ppo pat hway overview Cell based activity demonstrates potency and selective anti-proliferative effects dependent on Hippo dysregulation .
. Ikena compounds display TEAD-dependent
T Ikena compounds demonstrate good ADME/PK properties .
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e Similar effects noted on CYR61, AMOTL2
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Tumor Volume

* Important signaling pathway for modulating cell growth and survival;
often promiscuously activated by oncogenes to promote tumor
growth. « Co-crystal structures with lkena’s irreversible and reversible inhibitors bound

« Multiple high quality TEAD2 co-crystal structures with lkena compounds
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- Small molecule inhibitors disrupt YAP-TEAD :Eg‘l‘iz gf/fg/gj/F/fRAs/comva NCI-H226 |} NF2 ZR751 PIEN * A development candidate is expected in the second half of 2020
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