Preclinical development of humanized CD39 (IPH52) and CD73 (IPH53) blocking antibodies
targeting the ATP/Adenosine immune checkpoint pathway for cancer immunotherapy
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. 1. Deletion of CD39 in vivo improves anti-tumor efficacy of immune checkpoint 4. IPH52 (CD39) and IPH53 (CD73) Abs block enzymatic activity of both membrane-bound and soluble CD39
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