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ABSTRACT SCIENTIFIC RESULTS

Checkpoint inhibitors represent a major advance in cancer immunotherapy, and combinatorial 1. Anti-CD40 antibodies show agonistic activity in cell-based
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INTRODUCTION Figure 1. In vitro characterization of anti-CD40 antibodies. (A) Anti-CD40 antibodies bind to CDA0-
overexpressing HEK cell with high specificity. (B) NFkB reporter cells are utilized to evaluate NFkB activation

CD40 is a TNF receptor superfamily member under antibody treatment. (C) Anti-CD40 antibodies induce NFkB activation, showing agonistic activity. (D)
expressed on both immune and non-immune Primary B cell activation is stimulated by anti-CD40 antibodies. IL6 release is measured by ELISA.
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Figure 2. Human CD40 mAbs require FcyRllb engagement for enhanced activity. (A) anti-CD40 antibodies
cluster via Fc binding to FcyRllb. The engagement upregulates agonistic activity of anti-CD40 antibodies. (B)
Mutant higG1 2141-V11 enhances FcyRlIb engagement. Twist anti-CD40 clones are reformatted to hlgG1 2141-
V11. (C) NFkB reporter cells are co-cultured with or without FcyRllb CHO-k1 cells to evaluate FcyRIib
engagement. (D) CD40 leads with mutant hlgG1 2141-V11 show higher agonistic activity to activate NFkB.
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Table 1. Summary of libraries and triage results for antibody characterization.



