©
2019 2022

1,2-

Investigation the mechanism of 1,2-dichloropropane toxicity using CRISPR
screening.
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As a first step to investigate the toxicity mechanism of 1,2-dichloropropane
(DCP), which might be associated with cholangiocarcinogenesis, CRISPR knockout screening was
performed to identify which genes are associated with DNA damage in cholangiocyte cell line. A total
of 314 genes associated with DNA damage were identified in the knockout screening. Enrichment
analysis of the genes suggested that DNA damage caused by DCP exposure is due to reactive oxygen
species. We were able to capture the cellular stress response with a knockout screening.
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