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Involvement of TP53 mutations in chemoresistance of B-precursor acute
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The purpose of this stud¥ is to analyze the impact of TP53 mutations on
drug sensitivity of B-cell precursor acute lymphoblastic leukemia (BCP-ALL) and to develop novel
therapeutic strategies for poor prognostic BCP-ALL with TP53 mutation. We established TP53-knockout
clones from BCP-ALL cell lines with wild-type TP53 using CRISPR/Cas9 genome editing technology. We
investigated drug sensitivity of the established TP53-knockout clones and found that these
TP53-knockout clones were more resistant to several anticancer drugs (daunorubicin, vincristine, and
cytarabine) than the parental cells. Our results suggest that TP53 mutations may be associated
with poor prognosis in BCP-ALL as a result of resistance to several anticancer drugs.
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Disruption of TP53 by CRISPR/Cas9 system induces multiagent resistance in BCP-ALL cell lines
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