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with KRAS or EGFR Targeted Therapy in Solid Tumors

Wongi Park, Seung Hyun Jung, Jaeyul Choi, Jooyun Byun, Soye Jeon, Youngjoo Lee, and Young Gil Ahn
Hanmi Pharmaceutical Co., Ltd., Seoul, Republic of Korea

Introduction

KRAS and EGFR mutations are prevalent in solid tumors.” Targeting these mutations
with mutant-selective inhibitors can lead to significant tumor regression. However, approved
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S0S1::KRAS Protein-Protein Interaction Assay

<+ Overcoming Resistance of Osimertinib-persistent H1975 Cells <+ In vitro Combination*
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SOS1::KRAS mutant

Ctrl

S0S1:KRAS WT 9.9 9.3 :
S0S1:KRAS G12C 18 17 :
S0S1::KRAS G12D 15 14 3
5052:KRAS G12C 5,321 ~10,000 IR

*The synergistic effect was evaluated using a 3D spheroid assay and HSA modeling in the H1975 cell line.
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