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The characteristics of SOX6 in development of bladder cancer and relevant mechanism
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Abstract Objective: To investigate the expression and biological effects of SOX6 in bladder cancer and its molecular mechanisms.
Methods: The expression of SOX6 in bladder cancer tissues and paracancerous tissues was detected by immunohistochemistry, western
blot and real-time quantitative PCR (qRT-PCR) were used to explore the expression of SOX6 in bladder cancer cell lines (124, BIU-87, EJ,
5637) and normal bladder epithelial cells (SV-HUC-1) was detected.SOX6 high expression plasmid and empty plasmid were transfected
into bladder cancer cells (EJ, 5637), respectively.Transwell assay was used to detect the invasion,and scratch test was used to determine
migration ability. Western blot was used to test the expression of E—cadherin and Vimentin. Theproliferation of cells was validated by CCK-
8 assay, and the apoptosis was detected by flow cytometry. Furthermore, the influence on proteasome was also studied in bladder cancer cell.
Results: Compared with paracancerous tissues and normal bladder epithelial cells, the expression of SOX6 in bladder cancer tissues and
cells was significantly decreased, especially in cancer cell lines EJ and 5637. Compared with the control group, after overexpression of
SOX6, the cell migration, invasion, and proliferation were lessened, the percentage apoptosis was increased, and epithelial -mesenchymal
transition was reduced. Meanwhile, the activity of proteasome was also significantly decreased. Conclusions: SOX6 may function as a tumor
suppressor gene in bladder cancer and may inhibit the development of bladder cancer by reducing proteasome activity.
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