Trifunctional NKp46/CD16a-NK cell engager targeting CD123 overcomes acute myeloid

leukemia resistance to ADCC #852
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5 CD123-NKCE leads to minimal cytokine release in

Background CD123-NKCE: strong potency against MOLM-13 AML cells in vitro .
9 gp Y ag vitro in human PBMC as compared to T-cell engager
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CD123-NKCE: PharmacoKinetics (PK) exposure and
PharmacoDynamics (PD) effect in NHP is associated with very limited
cytokine release and no clinical signs

1 CD123-NKCE: strong cytotoxic activity against AML cells independently CD123-NKCE promotes NK cell activation, effector cytokine /

of high-affinity FcyRs expression on AML cells chemokine production in vitro

The expression of high-affinity FcyR CD64 on AML cells inhibits the ADCC activity of ADCC-enhanced CD123-NKCE promotes NK cell activation (CD107a, CD69) and effector cytokines (TNFa & IFNy) /
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