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Anti-TIGIT antibody mediates robust anti-tumor activity through T and NK cells
by Inhibiting Treg suppressive function and inducing Thl response

ABSTRACT RESULTS AND CONCLUSIONS
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Figure 4. Anti-TIGIT antibody mediates robust anti-tumor
respectively. For in vivo study using humanized NSG mice, OMP-M9 melanoma cells were implanted and treated with . Renca immunity in a T cell dependent manner. Anti-tumor activity of . . . .
Control IgG, OMP-313M32, or anti-PD1 (Keytruda). T - t t t 313R12 was lost when Cd8 T cells or both Cd4 and Cd8 T cells Zln%illiz)?jy 5i.nhicl:oliltglCglrov(\:/?hndcl)?a:)eatieormdpcji\l/ig/lBrielzzg-r;\rfIi-rE
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Flow Cytometry: Tumors from control and anti-TIGIT antibody treated mice were processed to single cell suspension and o T SRR G ° R Immune response and inhibiting Tregs.
stained with antll-Cd45, anti-Cd4, anti-Cd8, and anti-TIGIT antibodies. Live immune cells were us"ed for gating. " | > Anti-TIGIT significantly reduces tumor growth inaT cell-dependent manner.
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Mice with complete tumor regression were re-challenged with fresh tumor cells in the absence of further treatment (C and D)

presence of Tregs.

» Clinical candidate OMP-313M32 is active against PDX melanoma in humanized mice.



