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Effects of sevoflurane on characteristics of stem cells, proliferation, invasiveness
and migration of ovarian cancer cells
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Abstract: Objective To investigate the effects of sevoflurane on the characteristics of stem cells, proliferation, invasion and
migration ability of ovarian cancer cell SKOV3. Methods Human ovarian cancer cells SKOV3 in culture flask were divided into
sevoflurane and control group. The sevoflurane group cell was cultured under environment of 5%CO, and 1% sevoflurane for 24 h,
and the control group cell was cultured under environment of 5%CO, for 24 h. MTT method was used to detect the ability of cell
proliferation of two groups of cell. Transwell invasion and migration assay were used to detect the ability of cell invasion and
migration of two groups of cell. Western blotting was used to detect the expression of stem cell related molecular (Oct4 and Sox2) and
epithelial mesenchymal transition (EMT) related molecules (E-cadherin, Vimentin). Results The proliferation ability of the sevoflurane
group was significantly lower than that of the control group at 72 and 96 h, and the difference was statistically significant (P < 0.05). The
number of sevoflurane cells through the matrigel and transwell chamber were less than control group, the difference was statistically
significant (P < 0.05). The expression of molecular stem cell related Oct4 and Sox2 in sevoflurane group were lower than that in control
group, the difference was statistically significant (P < 0.05). The expression of molecular EMT related E-cadherin and Vimentin were
lower than that in control group, the difference was statistically significant (P < 0.05). Conclusion Sevoflurane can inhibit the ability of
proliferation, invasion and migration in ovarian cancer cells by reducing the EMT process and stem cell characteristics.
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Table 1 Relative proliferation ability of cells at each time point in sevoflurane and control group ( X *s, n=15)
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Table 2 Expression of cell stem cell characteristics related molecules in sevoflurane and control groups ( x £s, n = 3)
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