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Background Toripalimab Exhibits ~12-fold Higher Binding Affinity for PD-1 Toripalimab Exhibits Enhanced IFN-y Secretion

Toripalimab Induces an Elevated IFN-y Gene Signature in NSCLC DTC With
Compared to Pembrolizumab in CD3/CD28-Mediated T Cell Activation of Human CD8* T Cells

Different Kinetics and Higher Intensity Compared to Pembrolizumab

« Toripalimab (tori) is a PD-1targeting humanized IgG4 monoclonal antibody
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Toripalimab Exhibits Enhanced Th1-Mediated Response Among Other Commercial Anti-PD-1 mAbs

Toripalimab Positively Modulates Genes Associated with IFN-y
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