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Efficacy of IK-930 against osimertinib-
refractory “persister” cells

EGFRi osimertinib activates YAP-TEAD
signaling in EGFR-mut NSCLC cells

YAP-TEAD signaling is activated in response to MEK
inhibitors in HCT116 (KRAS G13D) cells

Dose-dependent TEAD-
Reporter activation by MEKi

Introduction

The Hippo/YAP/TEAD signaling pathway plays a key role in the regulation of cell proliferation,
survival, and tissue homeostasis.. Dysregulated Hippo signaling due to genetic alterations or
crosstalk with other oncogenic pathways has been associated with tumorigenesis in multiple
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IK-930 combination therapy: An opportunity to overcome adaptive response to oncogene-targeting

inhibitor,
adaptive response to targeted therapies

“persister” cells

and expansion of EGFRi

The Hippo pathway is implicated in resistance to multiple targeted therapies
IK-930, prevents Hippo/YAP-mediated

IK-930 enhances anti-tumor activity of MEK and EGFR inhibitors

osimertinib-resistant

These data support clinical evaluation of [K-930 in
combination with MEKi in KRAS-mut cancers and EGFRi in
EGFR-mut cancers

IK-930 is currently being evaluated in a Phase 1a/b clinical trial
as a monotherapy in Hippo pathway-mutated cancers, with
planned combo cohorts with EGFRi and MEKi

Visit
clinicaltrials
.gov for
more on
the trial
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