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Abstract:Objective To investigate the effects of microRNA-218 on the proliferation, migration and drug
resistance of cisplatin-resistant cervical cancer cells. Methods Use human cervical cancer cell line SiHa as par-
ent cell line. Cisplatin-resistant SiHa cell line (cisplatin-resistant SiHa) was produced by continuous cisplatin
induction at low concentration. Cisplatin-resistant cell line overexpressing miR-218 (miR-218/cisplatin-resist-
ant SiHa) was constructed by using lentivirus as vector. The expression of miR-218 in SiHa, cisplatin-resistant
SiHa and miR-218/cisplatin-resistant SiHa was detected by real-time PCR. MTT assay was used to detect the
proliferation inhibitory concentration (IC;,) of SiHa,cisplatin-resistant SiHa, miR-218/cisplatin-SiHa cells in
cisplatin-containing medium. Scratch test and Transwell method were used to detect the migration and inva-
sion ability of the three groups of cells. Results The expression of miR-218 in miR-218/cisplatin-resistant Si-
Ha group was significantly higher than that of SiHa and cisplatin-resistant SiHa group (P <C0. 05). The ex-
pression of miR-218 was significantly higher than that of SiHa group, The cell proliferation and IC;, of cispla-
tin-resistant SiHa group were significantly higher than that of SiHa and miR-218/ cisplatin-resistant SiHa
group(P <C0. 05). There was no significant difference between SiHa and miR-218/cisplatin-resistant SiHa
group(P>>0. 05) ,miR-218/cisplatin-resistant SiHa was significantly lower than that of SiHa and cisplatin-re-

sistant SiHa group(P<C0. 05). Conclusion For cisplatin-resistant cervical cancer cells,overexpression of miR-
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218 can significantly inhibit its proliferation and invasion,increase the sensitivity to cisplatin, and provide a

new idea for the treatment of drug-resistant cases.
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