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Effect of antisense miR-18a on invasion and migration in breast cancer cells

Chen Ge ,Luo Ping,Gong Yu,Zhou Yao,Zhao Ruijun,Xie Chunwei
(Department of Breast Surgery ,the Third Hospital of Nanchang)
[ Abstract]Objective . To investigate the expression of miR—18a in breast cancer tissues and to explore the regulative effects of miR-
18a antisense oligonucleotide (ASO) on the invasion and migration of breast cancer cells in vitro. Methods ;The expression of miR—
18a in 108 breast cancer tissues and their adjacent breast tissues were detected by real-time quantitative PCR method. After trans—
fection with miR-18aAS0,the biological effects of miR-18a on breast cancer cells was measured by Transwell assay and wound
healing assay and invasion—related protein expression was analyzed by Western blot. Results; miR—18a was found to be overexpressed
in 50.93%(55/108) of the breast cancer cases(1=28.68,P=0.000). miR-18a expression in breast cancer cells(transfection with miR—
18a ASO) was significantly less than that of control group(F=321.67,P=0.001;F=563.28,P=0.000). Transwell and wound healing as—
say results showed that the invasion and migration ability decreased greatly after the transfection with miR-18a ASO (P=0.000) , fur—
thermore , down—-regulation of miR—18a resulted in obvious inactivation of matrix metalloproteinase (MMP)2 and MMP9 (P=0.000).
Conclusions ; miR-18a is overexpressed in human breast cancer. Reducing the expression of miR—18a can effectively inhibit the inva—
sion and migration of breast cancer cells. miR—18a may become a new target for the regulation of invasion and migration in breast can—
cer.
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Fig.3 Significantly reduced invasion ability of MCF-7 cells after
the transfection of miR-18a ASO
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Fig.4 Significantly reduced invasion ability of MDA-MB-231
cells after the transfection of miR-18a ASO
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Fig.5 Significantly reduced migration ability of MCF-7 cells after
the transfection of miR—-18a ASO
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Fig.6  Significantly reduced migration ability of MDA-MB-231
cells after the transfection of miR-18a ASO
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Fig.7 Significantly reduced wound healing ability of MCF-7 and
MDA-MB-231 cells after the transfection of miR—-18a ASO
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