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Abstract;  Objective  To explore the effect and mechanism of silencing galectin—3 gene expression by RNA interference on the
proliferation and apoptosis of cervical carcinoma cell line. Methods The total protein in the cervical cancer tissues and the cor-
responding cancer—adjacent tissues was extracted, and then the expression of galectin—3 protein was detected by Western blot. Hu-
man cervical carcinoma Hela cells were divided into the normal control group, the siRNA-control group and the siRNA-galectin—
3 group, and the cells in each group were transfected for 48 hours, then the expression of galectin—3 protein was detected by West-
ern blot. Cell proliferation and cell apoptosis were respectively detected by CCK8 assay and flow cytometry. The expression of ki67,
proliferating cell nuclear antigen (PCNA) , cleaved caspase3, B—catenin and cyclin D1 proteins were detected by Western blot.
Results The expression of galectin—3 protein was significantly higher in the cervical carcinoma tissues than in the paracancerous
tissues (P<0.01). siRNA-galectin—3 transfection could significantly reduce the expression of galectin—3 protein. The cell survival
rate in the siRNA —galectin—3 group decreased significantly as compared with the normal control group and the siRNA —control
group, while the cell apoptosis rate increased significantly. The number of positive cells of ki67 and PCNA and the expression of
ki67, PCNA, B-catenin and cyclin D1 proteins in the siRNA-galectin—3 group significantly reduced as compared with the normal
control group and the siRNA—control group, while the expression of cleaved caspase3 was significantly up—regulated ( P<0.01).
Conclusions Inhibition of galectin—3 gene expression by RNA interference can reduce the proliferation of cervical cancer cells
and induce cell apoptosis, and the mechanism may be related to the inhibition of Wnt/p~—catenin signaling pathway.
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