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Role of miR-518c-5p on the metastasis of oral cancer via CXCR4 system
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We 1dentified the miR-518c-5p as a downstream target of the CXCR4 system.
In this study, we examined the function of miR-518c-5p on the metastasis of oral cancer. We
transfected miR-518c expression vector into oral cancer cells, CAL27 and B88, and isolated stable
transfectants. The growth and migration of both cells were significantly enhanced in compared with
those of mock cells. LNA-based miR-518c-5p inhibitor significantly impaired the enhanced cell
growth and migration of these cells. miR-518c or mock transfectants were inoculated into the
masseter muscle or the blood vessels of nude mice. Lymph nodes metastasis and lung metastasis were
significantly increased in the mice inoculated with miR-518c transfectants. Some of the genes
involved in the cell growth and metastasis were upregulated in the B88-518c cells in cDNA
microarray.
Thssglgesglts indicate that CXCR4 system regulates the metastases of oral cancer via induction of
miR-518c-5p.
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