Humanized 3D tumor models that are mutationally aligned with AACR GENIE patients predict IMM-1-104 activity in RAS-addicted tumors
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Introduction

IMM-1-104, with Universal-RAS activity through Deep Cyclic Inhibition (DCI) of MEK, was evaluated in humanized

probability of predicted response for the entire cohort (projected onto the negative y-axis), and the MAPK(+) subset
(positive y-axis) shows enrichment for higher probability of response with restriction to MAPK alteration status.
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Table 1. Patient Status Summary for IMM-1-104 Phase 1 Dose Escalation
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