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Q"i Te S IGIT antagonist antibody EOS884448 shows dual mechanism of action by restoration of T cell effector functions

EOS884448 PREFERENTIALLY DEPLETES TREG IN HUMAN ITEOS SURROGATE Ab INCREASES CD8* T CELLS AND

SUMMARY TIGIT-DRIVEN IMMUNOSUPPRESSION
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Figure 1. TIGIT expression was analyzed by flow cytometry, gating on different lymphocyte Figure 3. EOS884448 aTIGIT mAb increases IFNy production by primary human T cells from healthy CT26 syngeneic tumors. Only aTIGIT ADCC permitting isotype, mlgG2a, delays CT26 tumor IFNy secretion in vivo.
subsets in (A) healthy donor PBMCs (n=7). Frequency of TIGIT expressing cells is highest on donors (CD8* T cells) and cancer patients (CD3* T cells). Human primary CD3* or CD8* T cells were growth in monotherapy on established mouse tumors. In combination with 10mg/kg aPD-1 mAb . : : : : L :
CD4* Tregs and effector and memory T cells on healthy donors and (B) further increases in stimulated with APC-like cells (CHO-TCR-CD155). Addition of aTIGIT during stimulation prevents CD155- (clone RMP1-14; BioXcell), complete tumor regression occurs in most of the animals treated with M Promoltes antitumor Immu_mty as monotherapy or in combination with
cancer patient PBMCs or tumor infiltrated lymphocytes (TILs) (n=12). induced inhibition and increases IFNy production in T cells from healthy donors and cancer patients. mlgG2a aTIGIT mAb. aPD-1 in CT26 colon carcinoma mouse model.
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