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[Abstract] Objective To explore the effect of targeted silencing wild-type p53-induced phosphatase 1
(Wipl) on paclitaxel (PTX) chemosensitivity of ovarian cancer cell line A2780. Methods The ovarian cancer
cell lines A2780 served as the research object, the stable cell line Wipl-sgRNA with low expression of Wipl
was constructed by infecting cell line A2780 with lentivirus (Wipl-sgRNA group),while the control cell line
was NC-sgRNA (NC-sgRNA group). The cells were treated with PTX at appropriate time and divided into
the Wipl-sgRNA+PTX group and NC-sgRNA + PTX group. The CCK8 method was used to detect the cell
proliferation ability, the flow cytometry was used to detect the cell apoptosis,and the Transwell invasion assay
was used to detect the cell invasion ability. Results Compared with the NC-sgRNA group,the expression lev-
els of Wipl mRNA and protein in the Wipl-sgRNA group were significantly down-regulated (P<C0. 001). Un-
der the condition of PTX gradient treatment for the same time, the cell survival rate of the Wipl-sgRNA
group was significantly lower than that of the NC-sgRNA group (P <C0. 001). The half maximal inhibitory
concentration (IC;,) of PTX in cells of the Wipl-sgRNA group at 48 h was significantly lower than that of the
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NC-sgRNA group (P<C0. 001). Compared with the NC-sgRNA group, the proliferation ability of the Wipl-
sgRNA group was significantly weakened (P <C0. 001), the rate of cellular apoptosis was significantly in-
creased (P<C0. 001),and the number of transmenbrane cells was significantly decreased (P <C0. 001). After
PTX treatment,the proliferation ability was weakened compared with corresponding control groups, the rate
of cellular apoptosis was significantly increased,and the number of transmenbrane cells was significantly de-
creased;additionally, compared with the NC-sgRNA + PTX group, the cellular proliferation ability of the
Wipl-sgRNA+PTX group was significantly weakened (P<C0.001),the rate of cellular apoptosis was signifi-
cantly increased (P<C0.001),and the number of transmenbrane cells was significantly decreased (P<C0. 001).

Conclusion Wipl gene silencing could increase the chemosensitivity of human ovarian cancer cell lines A2780 to PTX.
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