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Mechanism study of sufentanil on cervical cancer HeLa cells

DING Shaolin', QIN Man', WANG Kun', MA Yahui*

(1. Department of Anesthesiology; 2. Department of Gynecology, Zhengzhou Yihe Hospital of Henan, Zhengzhou 451100, China)
Abstract Objective: To explore the mechanism of the effect of sufentanil on cervical cancer Hela cells. Methods: HelLa cells
were cultured in vitro and grouped into low, medium, high dose group of sufentanil (10, 20, 40 pg/mL sufentanil ), activator group
(40 pg/mL sufentanil+100 ng/mL RhoA activator PMA ), inhibitor group (40 wg/mL sufentanil+5 pwg/mL RhoA inhibitor C3 trans—
ferase ) and control group; CCK-8 assay was applied to detect the proliferation of Hela cell; scratch test was applied to detect the
migration of HeLa cell. Transwell was used to detect the invasion of Hela cell. Flow cytometry was applied to detect the apoptosis of
Hel.a cell. The expression of RhoA, ROCK, E-cadherin, N—cadherin, and Vimentin protein were detected by Western Blotting. Re—
sults: Compared with the control group, the cell survival rate, number of cell invasions, scratch healing rate, and expression of N—
cadherin, Vimentin, RhoA, and ROCK proteins were reduced in the low, medium, and high dose groups of sufentanil, the apopto—
sis rate and expression of E—cadherin protein were increased (q=4.695-30.652, all P<0.05). Compared with the sufentanil high
dose group, the cell survival rate, number of cell invasions, scratch healing rate, and expression of N—cadherin, Vimentin, RhoA,
and ROCK proteins in the activator group were obviously increased, the apoptosis rate and expression of E-cadherin protein were
reduced (g=4.378-14.454, all P<0.05). The cell survival rate, number of cell invasions, scratch healing rate, and expression of N—
cadherin, Vimentin, RhoA, and ROCK proteins in the inhibitor group were reduced, the apoptosis rate and expression of E—cad—
herin protein were increased (¢=4.501-7.545, all P<0.05). Conclusion: Sufentanil inhibits EMT and the proliferation of cervical can—
cer Hela cells and induces cell apoptosis by downregulating the RhoA/ROCK signaling pathway.
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Tab.l Comparison of cell survival rate among in each
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Tab.2 Comparison of scratch healing rates in

each group (x=s,n=5)
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Fig.1 Cell migration in each group
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Tab.3 Comparison of cell invasion numbers in each group (x=s,

n=5)
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Fig.3 Flow diagram of cell apoptosis in each group
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