Antibody derived from an elite responder to checkpoint inhibitor therapy relieves immunosuppression by tumor associated macrophages
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G : . = : : OR2805 Treatment Induces Robust Anti-tumor Activity in Lung Cancer Xenograft
Abstract OR2805 Demonstrates Specific Binding to Immunosuppressive Myeloid Cells OR2805 Reduces Ability of M2c Macrophages to Suppress T Cell Proliferation Models in Humanized NSG-SGM3 Mice
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Proportions of Human CD8 and Myeloid Cells
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OncoResponse Targets the TME to Broaden and Deepen Responses Proliferated T Cells Show Enhanced Ability to Kill Cancer Cells Summary and Conclusions

» OR2805 was isolated from a cancer patient who achieved CR with CPI treatment
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