COM902, a Novel Therapeutic Antibody Targeting TIGIT Augments T Cell Function
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Combination of COM902 and COM701 resulted in enhanced CD3* TIL activity in vitro. [mAD] (Binding Site, niM) [mAD] (Binding Site, nM) O cO &
Furthermore, the combination of chimeric COM902 and anti-PVRIG resulted in significant
CT26 tumor growth inhibition and enhanced overall survival, which was comparable to the A, “OMP02 binds with eh Ty Itr‘:ah3?;”(;;1132&?;;2?“5 with cynomolgus monkey and mouse TIGIT. B. COM302 blocks the
combination of chimeric COM902 and anti-PD-L1.
ST COMO902 is a high affinity antagonistic TIGIT antibody, that is currently in
preclinical development. Co-expression of TIGIT with PVRIG in TILs and their non-redundant
inhibitory effects on T cell activation suggest a potential therapeutic advantage in clinical
combinations targeting both pathways. Towards this end we are planning a trial that will
eventually incorporate combinations of COM902 with the anti-PVRIG antibody, COM701. A. B. cospvricvs TG _ CD4PVRIG vs TIGIT A. B. C.
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A. TIGIT expression on CD8+, non-Treg CD4+, Treg CD4+ T cells, and NK cells
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. Correlation analysis of TIGIT, PVRIG, and PD1 expression on CD8+ and
CD4+ T cells from dissociated tumors.
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[mAD] (Binding Site, nM) [mAD] (Binding Site, nM) WO Suboptimal antibody concentration of A. Tumor volume for the chimeric COM902 (10 mg/kg ) & anti-PD-L1 (3 mg/kg ) combination, or the chimeric COM902 & anti-PVRIG (10
0.67 nM was utilized in vitro The expression of PVR (A.) and PVRL2 (B.) in 16 different types of tumor tissues with n=10-20 patients per indication is shown. A polyclonal ( g/kg ) (3 mg/kg ) ’ (

mg/kg ) combination are represented as the mean volume + SEM. B. Kaplan-Meier survival curves for the monotherapy treatments and

anti-PVRL2 antibody (HPA012759, Sigma-Aldrich) and a monoclonal anti-PVR antibody (Clone D8ASG, Cell Signaling Technology) were used. combinations (n=10).




