SEA-TGT Is a nonfucosylated antibody with distinct and amplified effector function activity that leverages the dependencies of
anti-TIGIT anti-tumor activity upon FcyR engagement
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 TIGIT is an inhibitory immune receptor expressed on memory and SEA-TGT binds differentially to activating and inhibitor FcyRs SEA-TGT is distinct at activating antigen presenting cells SEA-TGT enhances generation of antigen specific T cells in a vaccination model
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