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Role and potential mechanism of miR-148a in migration and
invasion of esophageal carcinoma

Zhang-wei Li, Tao Li
(School of Clinical Medicine, Southwest Medical University, Luzhou, Sichuan 646000, China)

Abstract: Objective To investigate the expression of miR-148a in esophageal squamous cell carcinoma
(ESCC) and its role in cell migration and invasion. Methods A total of 48 cases of ESCC and tumor adjacent
tissue ribonucleic acid (RNA) samples were collected in our hospital. Complementary deoxyribonucleic acid
(cDNA) was synthetized by reverse transcription polymerase chain reaction (RT-PCR). The expression level of
miR-148a was detected by real-time PCR. MiR-148a mimics were synthesized and transfected into TE-1
cells. Migration and invasion rates were determined by wound-healing assay and Transwell assay, respectively.
The expression levels of c-myc and matrix metalloprotein 9 (MMP-9) were measured by Western blot. Results
miR-148a was down-regulated in ESCC tissue (P = 0.031). Over-expression of miR-148a inhibited migration
and invasion rates of TE-1 cells (P=0.021 and 0.018, respectively). Moreover, protein levels of c-myc and
MMP-9 were decreased with miR-148a over expression (P=0.037 and 0.026, respectively). Conclusions miR-
148a inhibits cell migration and invasion of ESCC through inhibition of c-myc/MMP-9 signal pathway.
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