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INTRODUCTION / Human CD39 Knock-In Mice are an Immunocompetent Model \

/ABSQ&mIgGZa Inhibits Intratumoral and Peripheral CD39 Enzvmatic\ /Peripheral Blood from hCD39KI Mice Treated with AB598.mlgG2a \
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and spleens treated in vivo with AB598.mIgG2a, lead-phosphate deposition is not observed by EHC, indicating that enzymatic activity has
been blocked (D and H tumor, L and P spleen).
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