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INTRODUCTION RESULTS hnCD16 Is compatible, complementary, and No evidence for functional exhaustion; CAR and
iIndependent of CAR signaling, enhancing anti-tumor hnCD16 co-activation sustains enhanced killing

Tumor heterogeneity and antigen escape  Generation of off-the-shelf IPSC derived CAR-T activity In a synergistic manner over multiple rounds of tumor target challenge
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engineered IPSCs were differentiated Iinto

alpha-beta T (iT) cells, and unlike other CONCLUSIONS Together, these results demonstrate that arming of CAR-IT cells with a unique Fc receptor, hnCD16, enables synergistic, potent, and flexible

cellular engineering platforms, anti-tumor targeting through CAR activity and antibody directed cellular cytotoxicity, overcoming tumor heterogeneity and antigen escape.
demonstrates uniform and high levels of hnCD16 Is currently being incorporated into multiple off-the-shelf IPSC-derived CAR-IT and CAR-INK cells products to be combined with various therapeutic mAbs for the
both CAR and hnCD16 (>99%, Fig1). treatment of both liquid and solid tumors to provide more durable and long-lasting responses Iin cancer patients.




