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Exploring the Effect of Neil2 Gene Mutation on Cervical Cancer Cell Proliferation and Its Mechanism Discussion
Li Yan and Wang He, corresponding author

Gynecology Department of Guangxi Medical University Affiliated Cancer Hospital

[Abstract] Objective: To investigate the effect and mechanism of Neil2 gene mutations on the proliferation of cervical cancer cells. Method :
Construct wild-type and mutant vectors expressing the NEIL2 gene, and construct SiHa cell lines with empty, wild-type, and
mutant versions of the Neil2 gene. The CCK8 experiment detected the proliferation ability of Siha cells with different genotypes
and plotted the proliferation curve. Result: Compared with the control group, the gene mutation type mut group had the fastest
growth rate, significantly exceeding the other groups; The growth rate of the Neil2 gene in the wild-type group slowed down,
and the difference was statistically significant ( P<0.05 ). Conclusion: The Neil2 gene mutation can promote the proliferation of
cervical cancer cells.
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