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|ntr0d UCtiOn Gating Strategy and Example Histograms for NKG2D-L NKX101 Potently Kills both LSC and non-LSC AML ReSU ItS

and CD123 Expression on AML blast samples Blast Cells In Vitro

Acute myeloid leukemia (AML) is a malignancy of immature Utilizing patient-derived primary AML BMMC samples, we

NKG2D-L Is expressed at higher levels on bone marrow
blasts from AML patients compared to normal controls

upregulated on bone marrow blasts from AML patients compared to
age-matched normal healthy controls. Furthermore, NKG2D-Ls were
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markers including CLEC12A, TIM3, CD7, CD11lb, and CD22.
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