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Combination of HLA-ABC knockdown and PD-L1/SCE overexpression
inhibits allorejection of NK cells in vivo

HLA-ABC reduced and PD-L1/SCE overexpressed NK cells and allogeneic PBMCs
were infused into NSG MHC I/ll DKO mice. The percentages of NK cell
subpopulations in blood and tissues were monitored.
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activation status and lysis of target cells were measured. Allogeneic CD19 CAR NK cells and host PBMCs were adoptively transferred into
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* This technology can be applied to other effector cell platform
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