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Figure 3. ARC Characterization (A) Tertiary structure prediction Summary
CD47/SIRPa. Ligation SIRPa-Fc-CD40L (RaptorX). (B) Western blot for all ARC domains. (C) On-/Off- rates and
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-SIRPa-Fc-CD40L can stimulate both the innate and adaptive immune systems,
promoting dendritic cell activation/co-stimulation, phagocytosis, tumor antigen
presentation/processing, and increased antigen-specific anti-tumor response.

Figure 2. SIRPa-Fc-CD40L Mechanism of Action. (KLH) and a clinical stage control molecule (Exenatide). (K) Hemolysis
assay visualized in a 96 well plate (left) and quantitated (right).
CEPotr




