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ns33CAR-Jurkat Mitigate AICD with Extended AML Coculture
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Conclusions

s33CAR and ns33CAR Jurkat cells cocultured with KG-1a AML cells for 7 days.

 The nsCAR platform demonstrates the ability to distinguish between healthy and leukemic cells even
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change in ns33CAR+ population after extended co-culture with KG-1a. reducing the risk of "on-target, off-tumor" toxicity.
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