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miR-141 inhibits the proliferation of head and neck squamous cell carcinoma
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[ Abstract| Objective To study the effect of miR-141 on the proliferation of head and neck squamous cell carcinoma
(HNSCC) cells. Methods The expressions of miR-141 in 19 HNSCC tissues and the matched adjacent normal tissues were
analyzed by qRT-PCR. The miR-141 in Hep-2 or SCC-9 cells was overexpressed or down-regulated by miR-141 mimics or miR-
141 ASO transfection. Then the effects of overexpression or down-regulation of miR-141 on cellular proliferation were analyzed
by MTT experiment. The targeted genes of miR-141 were predicted by bioinformatics algorithms. Results The expression of
miR-141 in HNSCC tissues was found significantly lower than that in matched normal tissue (P<C0. 05). Overexpression of
miR-141 significantly inhibited the proliferation of Hep-2 and SCC-9 cells, and down-regulation of miR-141 significantly
promoted the proliferation of Hep-2 and SCC-9 cells (P<C0. 05). Bioinformatics algorithms showed that ZEB1 was likely to be a
targeted gene of miR-141 in HNSCC. Conclusion miR-141 may inhibit HNSCC cell proliferation via ZEBI.
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Fig 1 Expression of miR-141 in head and neck squamous cell carcinoma (HNSCC) tissues and cells

A: The relative expression of miR-141 in 19 HNSCC tissues and the matched tumor-adjacent normal tissues; B: The mean level of miR-141 in

HNSCC tissues and the matched tumor-adjacent normal tissues; C: The miR-141 expressions in Hep-2, SCC-9 and HEK293 cells were assayed

by qRT-PCR analysis. * P<C0. 05 vs normal tissues; £ P<C0. 05 vs HEK293 cells group. n=3 in A, n=19 in B, n=3 in C; =%
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Fig 2 Transfection of miR-141 mimics enhanced the miR-141 expression in Hep-2 and SCC-9 cells
and inhibited the proliferation of Hep-2 and SCC-9 cells

after miR-141 mimics transfection, the miR-141 expressions in Hep-2 and SCC-9 cells were assayed by qRT-PCR analysis; C, D:

The cell proliferation was assayed by MTT analysis at the indicated time points, miR-NC: Negative control miRNA. * P<C0. 05 vs miR-NC

group. n=3, x*s
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Fig 3 Transfection of miR-141 ASO down-regulated the miR-141 expressions in Hep-2 and SCC-9 cells
and promoted the proliferation of Hep-2 and SCC-9 cells
A, B: 48 h after miR-141 ASO transfection, the miR-141 expressions in Hep-2 and SCC-9 cells were assayed by qRT-PCR analysis, the miR-141

expression in normal tissue was arbitrarily defined as 100%; C, D: The cell proliferation was assayed by MTT analysis at the indicated time

points. ASQ: Antisense oligonucleotide; NC ASO; Negative control miRNA ASO. * P<C0. 05 vs NC ASO group. n=3, 7=+
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Fig 4 Putative targeted genes of miR-141 were predicted by Target Scan Human and the three binding sites
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