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CD73 Mediates Immunosuppression and 2. ORIC Inhibitors Restore T-cell Function More 4. ORIC Inhibitor Reversed Immunosuppression 6. Low Nanomolar ORIC-533 Triggers Single Agent
Therapeutic Resistance via Adenosine Production Potently than Other Adenosine Pathway Inhibitors  Resulting in T-cell Activation and Lysis of Cytotoxicity in R/R MM Cells in Assay Utilizing
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Adenosine Pathway Components are Expressed in Multiple Myeloma sSmall Molecule CD73 Inhibitors
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