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°s 10 20 20 40 50 0 10 20 30 40 50 0 10 20 30 40 50 2. Immune modulatory effects of HER2 CAR-ipsNKT cells, in addition to their direct tumor cell killing, include:
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cultured with CMVpp65 expressing HER2 positive breast cancer (HCC1954-CMVpp65) for cytotoxic CD163 on these m-onocytes were assessed by flow cytometry ’ 3. The direct anti-tumor effects mediated by allogeneic CAR-NKT cells, followed by the indirect anti-tumor activities driven by NKT cell-induced endogenous CD8+ T cell,
activities using real-time cell analyzer xCELLigence. ' are anticipated to enhance the durability of clinical responses for this novel allogeneic CAR-T approach utilizing iPSC-derived NKT cells as effector cells.
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