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Figure 3. A. BALB/c mice (n=10-12/group) with established CT26 tumors (~50mm°) were administered i.p. stimulated with a suboptimal concentration of SEA peptide together with 10 pg/ml of anti-TIGIT (higG1), Fc-
Figure 1. A. BALB/c mice with established CT26 tumors (~50mm3) were administered twice weekly with 200 pg of antl-TIGIT clone 10A7 (mlgG2a W), Fc-enhgnced anti-TIGIT clone 10A7 (mlgG2a-DLE W), enhanced anti-TIGIT (higG1.DLE) or isotype control (higG1.DLE) alone or in combination with 10 pg/ml anti-
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W) or mlgG2a isotype control (®). B. IL-2 production (day 4) by human PBMCs stimulated with 100 ng/ml representative of 3 independent experiments. B. Growth curves showing individual tumor volumes over
of SEA peptide and 10 pg/ml of anti-TIGIT clone 10A7 (hlgG1l ® or higG1-N297A ™) or corresponding time of treated CT26-bearing BALB/c mice. C. Binding profiles of IgG Fc variants of a non-TIGIT control The Importance of Fc-FcyR Co-Engagement for Improved T Cell
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(100 ng/ml) and anti-TIGIT hlgG1 (10 pg/ml) with (W) or without (M) pre-blockade of FcyRIIIA. cytometry and reported as mean fluorescence intensity (MFI).
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