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Introduction Screening of T Cell Allogeneic-enabling Targets with Cpf1 Reveals Several Promising Hits

Genome editing using RNA-guided nuclease (@) Multiple Gene Edits Allow the Generation of an (b) Full Screen of T Cell Target Loci with AsCpf1 and Engineered
technology has gained widespread attention for Allogeneic “Off-the-Shelf” T Cell Product PAM Variants Led to Several Hits

its potential to improve current cell therapies.
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