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Effects of SOX2 Gene on the Proliferation and Transfer of HPV - 16 Positive Cervical Cancer Cell Lines. Liu Lidan, He Yi, Huang Ha-
oliang, et al. Department of Obstetrics and Gynecology, Wuhan NO. 1 Hospital, Hubei 430022, China

Abstract Objective To explore the effect of SOX2 gene on the proliferation and transfer of HPV — 16 positive cervical carcinoma
cell lines. Methods After the cultivation of Caski — EGFP cells, the Caski — EGFP cells were transfected with a blank adenovirus, a si-
lent adenovirus vector of SOX2 gene, and the adenovirus vector of SOX2 gene expression, then the cells were divided into C, S and E
groups. Protein SOX2 and mRNA levels was measured by Western blot and Real — time PCR ( RT — PCR) to detect whether cells were
constructed successfully. CCK -8 cell proliferation experiment was used to detect the optical density value of cancer cells in each group.
Then we drew the cell vitality curve, and analyzed the effect of SOX2 genes on the proliferation activity of cervical cancer cell lines. Tran-
swell invasion test was conducted to analyze the changes in the inhibitory rate of cancer cells in each group and explore the effect of SOX2
genes on the invasion and metastasis of cervical cancer cell lines. Results RT - PCR and Western blot test results showed : group E group
> C group > S group, and the difference was statistically significant, so the construction of the cell constructed was successful for the next
experiment. CCK 8 cell proliferation experiment results showed that under different time, in group C, S, E group, optical density value,
the cell vitality were on the rise, reached a peak in 72h in all three groups, and the difference was statistically significant (P <0.01).
Compared among three groups, at each time point optical density value of cancer cells and the cell vitality, cancer cells developed after 0,
24, 48 and 72h. Compared with the control group, optical density value of cancer cells and cell viability in group C were significantly high-

er, and the difference was statistically significant (P <0.01). Compared with control group,optical density value of cancer cells and cell
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vitality in C group are reduced, and the difference was statistically significant (P <0.01) (F._ ¢ =5.389,P. , =0.000). Compared with
the control group, the optical density and cell vitality of cancer cells in E group, decreased significantly and the difference was statistically
significant (P <0.01) (4.286 F,_ ¢, P,._¢=0.000). Interaction was found between different time points and groups (F, ... =3-784,
P oaciion =0.001) . The experimental results of the Transwell chamber showed that the control rate of the cells in C group was 100% , and
the relative invasion inhibition rate of group E was 146% . The relative invasive inhibition rate of group S cells was 75% . In comparison,
the cell invasion ability of group E was higher than that in the control group C group, and the difference was statistically significant (P <
0.01).S group was lower than the control group C group, and the difference was statistically significant (P <0.05). The invasion ability
of E group was significantly higher than that of S group, and the difference was statistically significant (P <0.01). Conclusion This

study further explored the effect of SOX2 gene on the proliferation and invasion of cervical cancer cell lines. Inhibiting the expression of

SOX2 is expected to be a new approach to early diagnosis of cervical cancer.

Key words SOX2; HPV - 16; Cervical cancer; Proliferation and invasion
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