CGT4255 is an EGFR Sparing, Pan-Mutant HER2 Clinical Development Candidate with Potential
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was the only kinase that showed >30% target inhibition.
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0 2 4 6_ 8 10 12 14 °CGT{+255 was o_raII\/ a_dministered at 30 mg/kg QD in an NCI-N87-luc intracranial model as a single agent Robust tumor growth inhibition in mutant HER2-YVMA subcutaneous PDX
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CGT4255 was orally administered at 10 or 30 mg/kg QD in a subcutaneous BT-474 TGl model. >100-fold selectivity over EGFR
- CGT4255 demonstrated dose responsive TGl with tumor regression observed at 30 mg/kg. *Added efflcacy_ was observed in combination with T-DXd with decreased luminescence indicative of : e :
tumor regression. Cogent plans to submit an IND application for CGT4255 in 2025
*All regimens were well tolerated with no body weight decreases or other safety signals observed.
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