Knock-out of CISH and TGFBR2 or knock-in of CD16 and mbIL-15 in IPSC-derived NK cells
promotes high cytotoxicity and enhances in vivo tumor Killing
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OBJECTIVE  To evaluate the in vitro and in vivo anti-tumor efficacy of induced pluripotent stem cell (iPSC)-derived natural killer (INK) cell therapies modified using Editas’ engineered highly active and specific AsCas12a to double
knock-out (DKO) C/ISH and TGFBRZ2 or double knock-in (DKI) CD16 and mblL-15.
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