A phase 1/2 trial of FOG-001, a first-in-class direct -catenin: TCF4 inhibitor
Preliminary safety and efficacy in patients with solid tumors bearing Wnt pathway-activating mutations (WPAM+)
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+ FOG-001 is a first-in-class and only direct Figure 1. A Novel B-catenin:TCF4 Inhibitor Table 1. Favorable Safety Profile for All Doses Tested: Treatment-related Adverse Events (TRAEs) in Part 1 in 210% Patients Figure 5. Efficacy in MSS CRC: Investigator-determined RECIST 1.1 Response of Target Lesions Figure 9. FOG-001 Inhibition of WNT Signaling Provides Rationale for Combination Development:
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