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oo [ &~ References  First-in-class humanized anti-CD39 mAb was generated with high affinity and specificity for CD39 and is blocking ATPase activity in vitro on both tumor cells and immune cells.
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A 7 A * Invivo, humanized anti-CD39 mAb is able to significantly inhibit CD39/CD73 positive tumor growth, suggesting that blocking CD39 enzyme activity on tumors only is sufficient to ensure tumor inhibition.
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