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M1069 rescues IL-2 secretion (A,,) by both human and murine T cells and decreases VEGF
production (A,;) from human and murine myeloid cells in the presence of 10 yM NECA in
vitro, while A_,i rescues IL-2 production, but does not decrease VEGF production, in murine
immune cells. Rescue of IL-2 secretion or inhibition of VEGF was assessed by ELISA in cell
culture supernatants collected after 48 or 24 hours of treatment, respectively.

@ In adenosine rich settings, M1069 demonstrates potent (superior compared to A ,-selective antagonist):
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mediated tumor immunosuppression, A,; has recently emerged as another potential therapeutic target. M1069 D s000- _ 1500- . Gontro (30 mgika, BID) (300 mglkg, BID)
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