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Abstract ;
Methods
Results

Objective To analyse the mechanism of the role of miR-34a in the nasopharyngeal carcinoma cells.
Cell growth was evaluated by MTT. Cell invasion potential was evaluated by scratch test and transwell assay.
The MTT assay demonstrated that after overexpressing miR-34a in nasopharyngeal carcinoma cells, cellular viabil-
ity was significantly reduced (P <0.05). The Transwell invasion chamber assay illustrated that after increasing the expres-
sion of miR-34a,the number of cells passing through the Transwell chamber was significantly reduced (P <0.01). Con-
clusions miR-34a can inhibit nasopharyngeal carcinoma cell proliferation,invasion and induced apoptosis.
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