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e Most of the modified gRNAs enabled efficient editing in HEK293T cells, and several different

modifications improved the EC50 values, demonstrating improved editing potency compared to e Combinations of gRNA modifications improve editing potency in vitro, and the pattern of the gRNA modifications for improved editing is universal All authors are current or former

the unmodified guide. across a wide range of cell types. employees and shareholders of
e The “AB” combination pattern produced the most potent editing, and the “A” modification pattern e Combinations of gRNA modifications improved the potency of LNP-mediated gene editing by AsCas12a and gRNA in vivo. Editas Medicine, Inc.

is compatible with other types of modifications. e Increased editing potency of gRNA modifications is correlated with increased binding affinity of the gRNA with the engineered AsCas12a protein.
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