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Abstract: [ Purpose | To investigate the effect of miR-424 on proliferation and RSPO3 gene expres-
sion in human colon cancer Lovo cell line. [ Methods ] Real-time quantitative PCR was used to de-
tect the expressions of miR-424 and Rspo3 mRNA in colon cancer Lovo cells and normal colorec-
tal epithelial NCM460 cells. After transfected with miR-424 inhibitor,negative control and lipo-
some respectively,the proliferation of Lovo cells was detected by CCK-8 method. The expressions
of Rspo3 mRNA and miR-15/16/103 were detected by real-time qRCR. The miRNAs targeting
Rspo3 gene were predicted by prediction software and verified by dual luciferase reporter assay.
[Results ] MiR-424 and Rspo3 mRNA were overexpressed in Lovo cells (P<0.05). The proliferation
of Lovo cells transfected with miR-424 inhibitor was significantly inhibited (P<0.05),and the ex-
pression of Rspo3 gene was significantly decreased (P<0.05),while miR-15/16/103 was upregulated
(P<0.05). Dual luciferase reporter gene experiments confirmed that miR-103 targeted Rspo3 gene
expression. [ Conclusion] Inhibition of miR-424 can reduce the proliferation of Lovo cells and
down-regulate the Rspo3 expression through the up-regulation of miR-103.
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Figure 1 Relative expression of miR-424/Rspo3 mRNA
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Figure 2 Expression of miR-424 in Lovo cells after 48h transfection
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Figure 3 Relative expression of miR-424 afer transfection
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Figure 4 Cell proliferation rates
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Figure 6 Expression of Rspo3 protein after transfection
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