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Genome-wide CRISPR/Cas9 screening for drug target discovery in neuroblastoma
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We examined the role of inhibition of ATR molecules found in CRISPR
screening in ALL and neuroblastoma. First, to molecularly evaluate the efficacy of the combination
treatment of ATR inhibitors and mahosphamide (MAF) used to treat neuroblastoma in cell lines, we
treated cells with MAF and ATR inhibitors and evaluated them by Western blotting. ATR inhibition
inhibited ATR phosphorylation by MAF, resulting in an increase in y H2AX accumulation increased.
Next, in vitro cell survival assays were performed to test whether the enhancement of the
DNA-damaging effect of MAF by ATR inhibitors on cell lines could lead to cell-killing effects.
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