OR2805, an anti-CD163 antibody derived from an elite responder to checkpoint inhibitor therapy relieves
Immunosuppression caused by tumor assocliated macrophages
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OR2805-Treatment Increases Proportions of CD8 and Myeloid Cells in Xenograft
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OR2805-Treatment Induces Robust Anti-Tumor Activity in Lung Cancer Summary: OR2805 Relieves Immunosuppression Caused by Myeloid Cells in the

OR2805-Treated M2c Macrophages Promote T-Cell Activation and Proliferation

CD163 - Normal Physiology and Role in Cancer Tumor Microenvironment

Xenograft Models in Humanized NSG-SGM3 Mice
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