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Transwell /NESLEASN 3 AMATEREFNREE ., RAXAZIRESERLEALN B 4 miR-328-5p.miR-con+SPON2 & & &
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5 NC.miR-con #A b3, miR-328-5p A miR-328-5p BN FRIXEREBH &, FAT Vimentin. MMP-9 183} 5R1X £ AR FEE (13
P<0.05); 5 NC.miR—con ALt ,miR-328-5p AT R EFZ LI PR P<0.05), 5 miR-328-5p+SPON2 WT 48
Eb# , miR—con+SPON2 WT 28 . miR—con+SPON2 MUT 48 . miR=328-5p+SPON2 MUT A3 X EZBHEXNENENME IS (4
P<0.05), %t miR-328-5p EBRBAL T 2EFIL, T FRIE MIR=328-5p TN &I B EMEMITHELEE S ;mR-328-5p B
#ZEL[m SPON2 ERE 3UTR 3, BRH L R ik , F MG E Tk FAK/Src F S /A R H T Vimentin. MMP-9 ByFkik.
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[ Abstract ] Objective To'explore the effect of microRNA-328-5p(miR-328—5p) on migration and invasion of gastric
cancer cells and its molecular mechanism. Methods The mouse gastric cancer model was induced by N-methyl-N-
nitrosourea(MNU) method, and-the relative expression of miR-328-5p and Spondylin 2(SPON2) in mouse gastric cancer tissue
was detected. The expression levels of local focal adhesion kinase(FAK)/Src kinase(Src) and its protein phosphorylation were
detected by Western blotting. The overexpression of miR-328-5p in gastric cancer SGC7901 cells was detected by fluoresc—
ence quantitative PCR(RT-PCR). The mRNA expression of migration related markers vimentin(Vimentin), matrix metalloprotein—
ase 9(MMP9) was detected by RT-PCR. Cell migration and invasion ability were determined by Transwell assay. Target scan
7.2 software analysis and prediction of miR—328-5p target gene SPON2 were performed. The luciferase reporter gene experi—
ment was. used to detect the relative luciferase activity of miR-328-5p, miR—con gastric cancer cell SPON2 gene wild type
(WT) ‘and mutant type(MUT). Results The level of miR-328-5p in gastric cancer tissue of mice bearing gastric cancer was
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significantly lower than that in normal group(both P<0.05), while the level of SPON2 in gastric cancer group was significantly
higher than that in normal group(both P<0.05). Western blotting showed that FAK/Src phosphorylation level in gastric tissue
of mice bearing gastric cancer was significantly increased. RT-PCR results showed that the expression of Vimentin and MMP-9
in the overexpression miR-328-5p group was significantly lower than that in the NC and miR-con groups(all P<0.05), the number
of cell migration and invasion in the miR-328-5p overexpression group was significantly lower than that in NC, miR—con group(all
P<0.05). Targetscan 7.2 software predicts that miR—328-5p directly targets the 3'UTR sequence of SPON2 gene, and the results
of luciferase reporter gene showed mutations of SPON2 and miR-328-5p after binding sites, the relative activity of luciferase in
the miR-328-5p—SPON2 MUT group was significantly lower than that in the miR—con—-SPON2 WT group(all P<0.05).
The expression of miR-328-5p is down-regulated in gastric cancer, and over—expressed of miR-328-5p can inhibit'the) migra—

Conclusion

tion and invasion of gastric cancer cells. It is found that miR—-328-5p directly targets the 3'UTR sequence of the SPON2 gene,
regulates its transcriptional expression, and inhibits its downstream FAK/Src signal activation and downstream Vimentin, Expres—
sion of MMP-9.

[ Keywords ] microRNA  Gastric cancer Migration Invasion
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