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ABSTRACT Figure 3: Importance of the NKG2D pathway in immune surveillance of Figure 7: Increased activation and cytotoxicity of engineered NK cells upon NKG2D stimulation

cancer.
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Activation Fig.6 (A-B) Upregulation of activation markers on engineered NK cells. A. Differential gene expression in engineered NK cells. Volcano plots displaying

gene’s-log10 (p-value) and log2 fold change for NKG2D.aCR (Left) and NKG2D.aCR.mbIL15 (Right) compared to GFP control. Blue boxes represent
common selected genes in both analyses. Gene in Red box (BCI2) is uniquely overexpressed in NKG2D.aCR.mbIL15 NK cells B. Expanded NK cells from

NK Ce" different donors (n=3-6) were transduced with GFP control and NKG2D.aCR constructs. Percentages of CD25, TIM3 and TRAIL positive engineered NK
cells were assessed by flow cytometry four days post transduction.
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