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Effect of miR-138 on invasion and metastasis of glioma cells and its mechanism
LI Hui-bing® , YAO Juan
" Department of Neurosurgery, Hanchuan People's Hospital, Xiaogan, Hubei 432300, China
Corresponding author: YAO Juan, E-mail: 37403542@ ¢q. com

Abstract: Objective To study the effect of microRNA138 ( miR-138) on glioma U87 cells invasion and migration and

its mechanism. Methods Human glioma U87 cell lines were transfected with miR-138 mimics ( miR-138 mimics group)
and the negative control (miR-NC group) , respectively. The expression of miR-138 was detected by real time fluorescent
quantitative polymerse chain reaction ( qRT-PCR). The cells migration and invasion abilities were tested by Transwell
assay. The expression of semaphorin-4C( Sema4C) protein was detected by Western-blot. Results The qRT-PCR detection

showed that the expression of miR-138 in U 87 cells of miR-138 mimics group was significantly higher than that of miR-NC
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group (4.43 £0.96 vs 2.58 = 0.62,P <0.05). Transwell assay showed that the invasion and metastasis ability of U87

cells in miR-138 mimics group was significantly lower than that in miR-NC group (P <0.01). Western-blot results showed

that the expression of Sema4C in miR-138 mimics group was significantly lower than that in miR-NC group (0.36 +0. 03 vs

1.03 £0.13,P <0.01). Conclusion Overexpression of miR-138 can effectively inhibit the invasion and metastasis of

U87 cells,and the mechanism may be realized by down-regulating Sema4C expression.

Key words: MicroRNA138; Semaphorin4C gene; Glioma; Invasion; Metastasis
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