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miR-143-3p regulates proliferation, migration and invasion of colon cancer RKO
cells via targeting EZH2

FENG Yaoyu®, ZHANG Chenglei’, ZHANG Shichao*, HOU Lijuan’, WU Xiuling’, LUO Huayou® (a. Department of Vascular Surgery;
b. Gastrointestinal and Hernia Surgery, the First Affiliated Hospital of Kunming Medical University, Kunming 650032, Yunnan, China)

[Abstract] Objective: To investigate the molecular mechanism of miR-143-3p regulating the proliferation, migration and invasion of
colon cancer RKO cells via targeting enhancer of zeste homolog 2 (EZH2). Methods: A total of 40 pairs of colon cancer tissues and
corresponding para-cancerous tissues resected in the First Affiliated Hospital of Kunming Medical University from March 2015 to July
2017 were collected for this study. In addition, colon cancer cell lines (COL0O320, RKO and CL-11) and normal intestinal mucosa
NCM460 cells were also collected. gPCR was applied to detect the expression level of miR-143-3p in colon cancer tissues and cell
lines. miR-143-3p mimics, miR-143-3p inhibitor, EZH2 siRNA and negative control plasmids were transfected into RKO cells,
respectively. The effect of miR-143-3p/EZH2 axis on the proliferation, migration and invasion of RKO cells were detected by CCK-8
and Transwell assay, respectively. Western blotting was used to detect the expression level of EZH2 protein in RKO cells. The targeting
relationship between miR-143-3p and EZH2 was verified by Dual luciferase reporter gene assay. Results: The expression level of
miR-143-3p was downregulated in colon cancer tissues and cell lines (all P<0.01). Overexpression of miR-143-3p significantly inhibited
the proliferation, migration and invasion of RKO cells (all P<0.01). Dual luciferase reporter gene assay confirmed that EZH2 was a
target gene of miR-143-3p. Simultaneous knockdown of miR-143-3p and EZH2 attenuated the inhibition of EZH2 knockdown on the
proliferation, migration and invasion of RKO cells. Conclusion: miR-143-3p suppresses the proliferation, migration and invasion of
colon cancer cells via targetedly down-regulating EZH2.
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Fig.1 The expression level of miR-143-3p in colon cancer tissues (A) and cell lines (B)
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Fig.2 Effects of miR-143-3p overexpression on the miR-143-3p expression (A), proliferation (B),
migration (C) and invasion (D) of RKO cells (x200)
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Fig.3 EZH2 was a target gene of miR-143-3p
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Fig.4 miR-143-3p regulated the prolferation migration and invasion of colon cancer cells by targeting EZH2
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