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Abstract ; [ Objective ] To investigate the effect of microRNA-124 (miR-124) on proliferation and
metastasis of breast cancer cells. [Methods]| Real-time fluorescence quantitative RT-PCR and
immunoblotting were used to detect the relative expression of miR124 and PKM2 mRNA in breast
cancer tissues and adjacent tissues of 25 patients with breast cancer. Pre-miR-124 and anti-miR-
124 were transfected into breast cancer MDA-MB231 cells,and blank control group was set up to
detect the expression of miR-124 and PKM2 mRNA and protein in the three groups. The prolifera-
tion and metastasis of transfected MDA-MB231 cells were detected by CCK-8 assay and clono-
genic assay. [ Results] The relative expression of miR-124(0.92+0.24) in breast cancer was signifi-
cantly lower than that in adjacent breast tissues (1.55+0.28),and the relative expression of PKM2
mRNA was higher (0.69+0.18). The over-expression of miR-124 in MDA-MB231 cells transfected
with pre-miR-124 was 0.37+0.08 ,and it down regulated expression of PKM2 mRNA (0.52+0.11)
and protein (0.19+0.04),and inhibited cell proliferation and metastasis. AntimiR-124 transfected
MDA-MB231 cells showed that the expression of miR-124a was inhibited (0.06+0.03),while the
expression of PKM2 mRNA (2.09+0.08) and protein expression(0.47+0.10) was increased signifi-
cantly, and the cell proliferation and metastasis were promoted(all P<0.05). [ Conclusion ] MicroR-
NA-124 can inhibit the proliferation and metastasis of breast cancer MDA-MB231 cells by down-
regulating the expression of PKM2 gene.
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Figure 2 miR-124,PKM2 gene and protein expression
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cells in vitro in three groups (x+s)
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Note :a:significant difference between negative control group and model control group,
b:significant difference between negative control group and drug treatment group.
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Figure 3 CCK-8 method for cell proliferation
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