Identification of an FGFR1 Sparing, Reversible, FGFR2 Clinical Development Candidate with Potency Against Gatekeeper and Molecular Brake Mutations
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*  Selective FGFR2 inhibitors in development have shown substantially reduced potency against gatekeeper and molecular - Exploratory PK studies of CGT4859 dosed in mouse, rat, dog, and cyno at 1 or 3 mg/kg IV and 10 mg/kg PO CGT4859 had no observed increase in serum phosphorus at efficacious plasma concentrations
brake mutations vs. wild-type FGFR2  CGT4859 showed 24-hour coverage of the free fraction adjusted WT FGFR2 cellular IC, across species at 10 mg/kg CGT4859 is currently in IND enabling studies with a planned initiation of clinical trials in 2024
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