AsCasl12a gene-edited IPSC-derived NK cells constitutively expressing CD16 and membrane-bound
IL-15 demonstrate prolonged persistence and robust anti-tumor activities In a solid tumor mouse model
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OBJECTIVE To understand the functional enhancements of knocking-in CD16 and membrane-bound interleukin-15 (mblL-15) into induced pluripotent stem cells (IPSCs) using AsCasl12a and differentiating those IPSCs into induced
natural killer (INK) cells

INTRODUCTION

RESULTS
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« By exploiting our SeLection by Essential-gene Exon Knock-in (SLEEK)# platform, which is powered by =& e §
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 The antitumor efficacy of the DKI INK cells in vivo was evaluated using an SKOV3 ovarian VIS control - TRAXS3 X 0 a% 0
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Number of mice per group=8; ***p<0.001; 5E° iNK cells were injected IP; 2.5 mg/kg TRA or isotype were injected IP at indicated time points; Number of mice per group=8; *p<0.05; 5E® iNK cells were injected IP; 2.5 mg/kg TRA or isotype were injected IP; multi-dose TRA or isotype were and 3 doses of TRA 2.5 mg/kg; staining represents human CD45 as the first gate, then human CD56 by CD16.
BLI was monitored using an VIS imager. BLI, bioluminescent imaging; IP, intraperitoneal; IVIS, in vivo imaging system; TRA, trastuzumab. administered at Days 0, 7 and 14, single-dose TRA was administered at Day 0. TRA, trastuzumab. TRA, trastuzumab.
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