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CRISPR-Cas system enables fast and easy gene editing. However, the
DNA-double strand break-dependent gene editing technique induces unintended gene mutations and it
can not achieve precise gene editing. When this research project started, | was developing a new
gene editing method using nicks instead of DNA-double strand breaks. Until now, | have established
the SNGD (single-nicks in the genome and donor plasmid)-meditated gene editing as one of the most
precise gene editing methods. In this research project, 1 revealed that non-canonical homologous
recombination induces SNGD-meditated gene editing.
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