OR502, a best-in-class anti-LILRB?2 antibody that enhances both innate and adaptive anti-tumor Immune responses
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Abstract #494 RESULTS

Backdground: The inhibitory receptor leukocyte immunoglobulin-like receptor 2 OR502 demonstrates high affinity binding to LILRB2 5 OR502 relieves CD8* T cells from 7 OR502 reduces and prevents immunosuppressive
subfamily B member 2 (LILRB2, ILT4) is mostly expressed on immunosuppressive M2c macrophage-mediated immune suppression phenotype of existing and new M2-like TAMs
myeloid cells, and its expression correlates with poor survival in multiple cancers. .
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secretion and B) enhances IFN-y release. p<0.0001; ns: not significant.
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