Functional characterization of the inhibitory activity and identification of novel T-cell receptors for the tumor-associated macrophage receptor VSIG4 ‘ senser
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of anti-tumor T-cell responses. (B) VSIG4 expression is endogenously upregulated in human macrophages polarized by immunosuppressive VSIG4 (Figure 2), the combination of multiple immunosuppressive stimulations led to a robust induction of VS/IG4. There was also an Figure 6. VSIG4 Ligand Receptor Capture (LRC)-TriCEPS experimental design. (A) Primary T-cell blasts from a donor ] ] ] ] ] . _ _
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