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Results

1. Onco3R series target FGFR3 C582 covalently to enable

: . . 3. G-012 demonstrates best-in-class potency and selectivity in vitro 5. G-012 shows robust in vivo efficacy and favorable drug-like properties
best-in-class selectivity

Fibroblast Growth Factor Receptor (FGFR) 3 genomic alterations, with S249C being
the most prevalent, are established oncogenic drivers in 10-60% of all bladder
cancers depending on the disease stage. ” LG In vivo efficacy for G-012
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G-012 shows favorable cross-species PK profile. Human PK and dose projection is ongoing.

FGFR3 signaling in healthy individuals vs. FGFR3 genomic
alterations in bladder cancer.

’ Improved potency and selectivity against FGFR1/2 and 4, as well as the general kinome Dose-response curves show mean * SEM. Kinome-wide selectivity profiling (392 kinases) demonstrates

high selectivity for FGFR3 (% inhibition >70%, at 250 x IC., FGFR3 WT biochemical assay).
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* |IND-enabling studies are anticipated in mid-2026
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