AGEN1181, an Fc engineered anti-CTLA-4 antibody, demonstrates clinical activity, alone or in combination
o+ EETE With balstilimab (anti-PD-1), and broadens the therapeutic potential of CTLA-4 therapy
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Background Phase 1 study of AGEN1181 as monotherapy or in AGEN1181 promotes clinical benefit in majority of Complete responder to AGEN1181 therapy had low TMB

AGEN1181 leverages a novel Fc-mechanism of action to promote: combination with balstilimab (NCT03860272) treated patients but a high density of high affinity neo-antigens
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