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Expression of miR-3653 in human glioma tissues and effect of miR-3653 on invasion and migration of glioma TG905 cells

FAN Guang=liang', ZHOU Yun—fei’, ZHANG Zhi~long’. 1. Department of Neurosurgery, Longkou Nanshan Health Valley Cancer
Hospital, Yantair 265700, China; 2. Binzhou Medical University, Yantai 264033, China

[Abstract] Objective To investigate the expression of miR—3653 in human glioma tissues and the effect of miR—3653 on the cell
invasion and migration of human glioma TG905 cells. Methods The expression levels of miR—3653 were detected in glioma tissues and
para—glioma tissues obtained from 25 patients with glioma who underwent microsurgery from January 2017 to March 2019. TG905 cells
were cultured in vitro. The plasmids of MiR=3653 mimic, SEB2 mimic, and MiR-=3653 inhibitor were transfected into the TG905 cells to
up—regulate the expression of miR-3653 and ZEB2 and to down-regulate the expression of miR-3653, respectively. qRT-PCR and
western blotting were used to detect the mRNA and protien expression. Transwell assay and wound-healing assay were used to detect the
invasion and migration of TG905 cells. Results The expression lvel of miR—3653 in glioma tissues was significantly lower than that in
para—glioma tissues (P<0.05). Down-regulation of miR-3653 significantly promoted the invasion and migration of TG905 cells (P<0.05).
Overexpression of miR—3653 significantly inhibited the invasion and migration of TG905 cells, and signifcantly decreased the mRNA
and protein expression levels of the ZEB2 and proteins related to epithelial-mesenchymal transition (EMT) (P<0.05). Overexpression of
ZEB2 significantly inhibited the effect of overexprsion of miR-3653 on the TG905 cells (P<0.05). Conclusions The expression of miR-
3653 in glioma tissues is low, which may be by targeting up—regulation of ZEB2 to promote EMT and cell invasion and migration.
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