Preliminary Results of the Oral CD73 Inhibitor, ORIC-533, in Relapsed/Refractory Multiple Myeloma (RRMM)
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Adenosine Pathway Components Are Expressed in Multiple Myeloma * Favorable pharmacokinetic profile Soluble CD73 Activity in Serum - Initial evidence of immune activation in the majority of patients treated at 1200 or 1600 mg QD
— Increased exposure with higher dose levels

— Increased abundance of CD8+ T cells in blood, and/or
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CD73 inhibition reverses immunosuppression and triggers lysis of RRMM cells in autologous ex vivo assays
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