WU-NK-101, an Enhanced Memory Natural Killer (NK) Cell Therapy, with Cetuximab (Ctx) for the Treatment of Advanced Colorectal Cancer (CRC)
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WU-NK-101 in combination with Ctx shows superior efficacy against CRC tumor cell lines in vitro and in vivo vs.
INTROD U CTIO N RES U LTS monotherapy alone and against primary CRC samples in 3D “native” TME
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* A Phase 1b clinical trial is in development, which may reshape ACT in CRC and other EGFR-expressing tumors.

bearing SKOV3 tumors (n=10; Fig. 3a). WU-NK-101 is more potent, ~3-fold, than cNK (CD3"¢8/CD56P°%) paired samples
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