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editing technology and AAV-mediated targeted transgene insertion
strategy, we disrupted the endogenous T cell receptor and inserted a * CART cells expressing a dCK-specific RNAi feature resulted in 70% reduction in dCK mRNA abundance, and conferred resistance to fludarabine in vitro and in vivo.
transgene encoding a CD19-specific CAR and a dCK-specific RNAI  These data suggest that the drug resistance feature may enable allogeneic CAR-T cells to be simultaneously administered with fludarabine, suppressing rejection of CAR T
sequence. Cells produced in this manner were exposed to CD19+ target and improving CAR T engraftment and expansion. This synergy between conditioning and CAR T therapy may improve clinical outcomes by enhancing effector persistence
cells in vitro and in immune-deficient mice and CAR T proliferation and and tumor clearing.
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