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Abstract Objective After

ovarian cancer cells HO —8910PM were treated with HSYA for 24h, cell growth was measured by the cell counting Kit -8 (CCK -8) and

To explore the effect and the mechanism of HSYA in the growth inhibition of ovarian cancer. Methods

apoptosis was evaluated by flow cytometry. The expression of Nuclear B — catenin, menin, MMP7, Survivin in ovarian cancer cells was
analyzed by Western blot assay. HO —8910PM cells were injected into nude mice to establish engrafted tumor model. Immunohistochemis-
try was used to detect the positive expression of menin, MMP7, Survivin in the ovarian tumors. Results Compared with the control
group, HSYA could significantly inhibit the growth of ovarian cancer cells in vitro and induce apoptosis. HSYA can inhibit the expression
of Nuclear B — catenin, MMP7 and Survivin in ovarian cancer cells, and promote the expression of menin in cells. In vivo experiment
HSYA can markly inhibit the growth of ovarian cancer transplanted subcutaneously in nude mice. After HSYA treatment, the positive ex-
pression of MMP7 and Survivin in ovarian cancer tissue decreased, while the expression of menin increased. Conclusion HSYA may in-
hibit the growth and promote apoptosis of ovarian cancer cells by promoting the expression of menin, leading to the degradation of B - cate-
nin and reducing the expression of MMP —7 and Survivin.
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