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SENTI-401: Logic-Gated CAR-NK Cells Incorporating NOT GATE and Multi-Arming Gene NOT GATE Gene Circuit Optimization: Design-Build-Test-And-Learn Approach to Multi-Arming With criL-15 and IL-21 Results in Improved NK Cell Function, Serial Killing
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Circuits for the Treatment of CEA* Solid Tumors Optimize Tumor-Cell Killing and NOT GATE Protection and Durable In Vivo Anti-Tumor Function
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