Anti-HER3 radioimmunotherapy enhances the anti-tumor effects of CD47 blockade in solid tumors
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Cancer immunotherapy strategies targeting blockade of the CD47-SIRPa immunosuppressive 22 A¢-HER3-ARC Binds HER3 and Induces Tumor Cell Killing Ac-HER3-ARC Enhances anti-CD47 Anti-Tumor Effects In Vivo
signal have made significant progress in recent years. However, monotherapies have not shown
meaningful clinical responses in solid tumors. Therefore, therapeutic combinations are being o N A. B.
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