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CRISPR screen reveals novel target genes in prostate cancer
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In our CRISPR screening analysis combined with PARP inhibitor therapy in
prostate cancer cell lines, we identified 67 sensitivity-related genes and 103 resistance-related
genes. The identified sensitivity-related genes are mainly associated with DNA repair pathways, and
more than 10 genes, including the MMS22L gene, have been elucidated as genetic biomarkers that
confer high sensitivity to PARP inhibitors. Additionally, as resistance genes, 7 genes including the

RB1 gene and CHEK2 gene have been elucidated as genetic biomarkers associated with PARP inhibitor

resistance. These results represent the first comprehensive report on genetic biomarkers for PARP
inhibitors in prostate cancer.
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