Development of OR2805, an anti-CD163 antibody derived from an elite responder to checkpoint inhibitor therapy
that relieves immunosuppression caused by M2c macrophages
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Combination with OR2805 enhances anti-PD-1 and anti-PD-L1 antibody ORZ2805 induces robust anti-tumor activity in lung cancer xenograft models in
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OR2805-treated M2c macrophages skew T cells towards activated Thl-like
phenotype
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» CXCR3 is preferentially expressed on Thl cells

OR2805 targets TAMs in the TME to broaden and deepen responses
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Summary: OR2805 relieves immunosuppression caused by myeloid cells
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