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BACKGROUND RESULTS, continued
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Approved FGFR inhibitors and those in
development show reduced potency
against key resistance mutations

*CGT4859 retains potency against primary mutations as well as acquired resistance mutations in
FGFR2 and FGFR3 including the gatekeeper and molecular brake mutations — key clinical
vulnerabilities of other FGFR inhibitors

* Patients can develop multiple FGFR2 or FGFR3 mutations, CGT4859 retains potency against
theoretical in cis FGFR2 double mutants in biochemical assays

| RESULTS

Figure 5| CGT4859 Shows Robust In Vivo Activity in Both FGFR2
and FGFR3 PD Models

CGT4859 is an FGFR2/3 inhibitor that addresses an unmet medical need

in the FGFR inhibitor class

CGT4859 spares FGFR1 to avoid hyperphosphatemia-related dose modifications

CGT4859 retains potency on clinically relevant FGFR2 and FGFR3 acquired resistance
mutations

CGT4859 has robust efficacy at tolerated exposures in nonclinical models

CGT4859,
a highly potent and selective FGFR2 and FGFR3 inhibitor’
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