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Abstract: [Objective] CD133*CaSki cervical cancer stem cells transfected by USP22 siRNA | observe the content of USP22
and its effect on proliferation and invasion, and its molecular mechanisms are discussed. [ Methods] Flow sorting obtain CD133*CaSki
cervical cancer stem cells were divided into USP22 group, negative control (NC) group and blank control (MOCK) group. Western
blot was used to compare the content of USP22 protein in each group. The proliferation ability of the 3 groups of cells was detected by
MTT assay. Transwell method was used to detect the invasion ability of the 3 groups of cells. Luciferase reporter gene assay was used to
detect the activity of Wnt/ beta —catenin signaling pathway in 3 groups of cells. [Results] The positive rates of CDI33 cells after flow
sorting were (96.87 + 5.31)%, elected cervical cancer stem cells successfully (P < 0.05). The expression of USP22 protein in USP22
group was significantly lower than that in MOCK group. MTT results showed that the proliferation ability of USP22 group was
significantly decreased, the difference was statistically significant (P < 0.05). The number of invasion cells in USP22 group was
significantly lower than that in MOCK group, the difference was statistically significant (P < 0.05). The transcriptional activity of
Wnt/B—-catenin signaling pathway in USP22 group was significantly lower than that in MOCK group, the difference was statistically
significant (P < 0.05). [Conclusion] USP22 siRNA can inhibit proliferation and invasion of CD133*CaSki cervical cancer stem cells
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by down regulating the transcriptional activity of the f—catenin signaling pathway. This treatment is expected to become the new means

of gene therapy in cervical carcinoma.
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Fig.1 Expression of CD133 in CaSKki cells before and after sorting by flow cytometry
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