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Abstract: Objective To investigate the mechanism of silencing weel gene on proliferation, migration and
invasion of ovarian cancer cells. Methods The ovarian cancer cells were divided into Blank group,small inter-
fering RNA (siRNA) negative control (siRNA-NC) group,and carrying weel gene fragment (siRNA-weel)
group. The weel gene was silenced in ovarian cancer cells by siRNA technology. The expression levels of weel
RNA and protein in 3 groups of ovarian cancer cells were detected by real-time fluorescence quantitative PCR
and Western blotting (WB). The cell scratch test and the Transwell test were used to observe the number of
ovarian cancer cell plate colonies and the migration and invasion capabilities of ovarian cancer cells. WB was
used to observe the expression of Wnt3a,-catenin,Cyclin-D1 and matrix metalloproteinase 7 (MMP-7) relat-
ed to the Wnt/B-catenin signaling pathway in ovarian cancer cells. Results The expression levels of weel
RNA and protein in ovarian cancer cells in the siRNA-weel group were lower than those in the siRNA-NC
group and the Blank group (P <C0. 05) ,and the number of colonies formed in ovarian cancer cells was less than
that of the Blank group and the siRNA-NC group (P <C0. 05). The migration and invasion ability of ovarian
cancer cells was lower than those of Blank group and siRNA-NC group (P <C0. 05). The expression levels of
Wnt/B-catenin signaling pathway related proteins Wnt3a,-catenin, Cyclin-D1 and MMP-7 in the siRNA-weel
group were lower than those in the siRNA-NC group and Blank group (P <C0. 05). Conclusion Silencing the

weel gene can inhibit the activation of Wnt/B-catenin signaling pathway,thereby inhibiting the proliferation,
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migration and invasion of ovarian cancer cells.
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