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CRISPR-Cas9 is a versatile technology that can be aEplied to medical
treatment. Between the repair pathway that occur after DNA double-stranded breaks, repair by
homologous recombination with template DNA (HDR) contributes to precise editing, but at the same
time NHEJ, which involves in base deletions or insertions, also occurs at a high frequency. 1
performed the cell-based screening for HDR-enhancing factors using the Traffic Light Reporter
system, which can simultaneously detect cells with HDR and NHEJ, and identified several genes that
are highly expressed in HDR-derived cells compared to NHEJ-derived cells. Further gene ontology
analysis of these genes suggested that they are related to DNA repair and the cell cycle.
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