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Background Multiple Gene Knock-out (T cell) Gene Knock-in (T cell, HSPC)

> 85% Double knock-out (B2M+TRAC) was achieved To enhance gene knock-in efficiency, donor DNA with a shorter backbone > 95% knock-out of the target epitope was demonstrated

Epitope Editing (HSPC)

1 Current gene delivery methods, such as viral vectors

and electroporation, face challenges including high /by sequential LNP treatments. and mRNA containing double nuclear localization signals (NLS) were used. in HSPCs with a double-strand break-free enzyme.
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