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SUMMARY HIGH EXTRACELLULAR ADENOSINE CONCENTRATION IN TUMORS
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v" Non-brain penetrant, avoiding potential CNS side-effects at doses needed to inhibit tumoral A2A L

v' Rescues adenosine-driven T cell and innate cell immunosuppression

v" Increases in vivo anti-tumor efficacy of a-CTLA4 and a-PD1
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ITEOS A,, ANTAGONIST INCREASES T CELL CYTOTOXICITY

ITEOS A,, ANTAGONIST IS HIGHLY POTENT IN THE ADENOSINE RICH

TUMOR MICROENVIRONMENT
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ITEOS A,, ANTAGONIST INCREASES TH1 CYTOKINE PRODUCTION CONCLUSIONS
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