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MicroRNA-99a promotes proliferation and migration of colon cancer cell and its
anti-tumor mechanism

SONG Jun, TANG Liming, LIU Kun, LIU Hanyang, ZHOU Yan (Affiliated Changzhou Second Hospital of Nanjing
Medical University, Changzhou 213003, Jiangsu, China)

[Abstract] Objective: To investigate the expression of microRNA-99a in the tumor tissues of colon cancer patients
and its effect on cancer cell proliferation and migration. Methods: 49 pairs of cancer tissue and adjacent tissue (5
cm away from cancer tissue) from colon cancer patients that treated in Gastrointestinal Center of Affiliated Chang-
zhou Second Hospital of Nanjing Medical University, and colon cancer cell lines (HT-29, HCT-116, SW480, Caco-
2) as well as normal epithelial HcoePic cell line were selected for our research. Quantitative real-time PCR was used
to detect the levels of microRNA-99a in tumor tissues, adjacent tissues and tumor cells; After transfection of mc-
iroRNA-99a inhibitor, we used CCK-8 to test the cell proliferation, transwell assay to observe the cell migration,
and Western lotting to examine the levels of FGFR3 in HT-29 cells. Results: The expression of microRNA-99a in
the cancer tissues was significantly higher than that in normal para-cancerous tissues (6.27+0.48 vs 1.34+0.54, P<
0.05), and its expression in tumor cells was significantly higher than that in normal colon epithelial cells (5.48+
0.34, 7.67+£0.24, 5.78+0.22, 6.28+0.44 vs 1.45+0.37, P<0.05). After microRNA-99a inhibitor transfection, cell pro-
liferation and migration of HT-29 cells were significantly decreased (P<0.05); , in the meanwhile, the mRNA and
protein levels of FGFR3 were significantly decreased in HT-29 cells (P<0.05). Conclusion: microRNA-99a was
highly expressed in the tumor tissue of colon cancer patients and colon cancer cells, and low expression of microR-
NA-99a may weaken the proliferation and migration ability of cancer cells, which might be accomplished through
FGFR3 signaling pathway.
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Fig.1 Effect of miRNA-99a on cell proliferation in HT-29 cell
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