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Effects of miR-181b on proliferation and apoptosis of thyroid papillary carcinoma cells by down-regulating
CYLD protein
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Abstract: Objective To investigate the effect of miR-181b on the proliferation and apoptosis of thyroid papillary carcinoma cells by
down-regulating CYLD protein and its mechanism. Methods qPCR was used to detect the expression and difference of miR-181b in papilla-
1y thyroid carcinoma and normal thyroid tissue. Western blotting was used to detect the regulation between miR-181b and CYLD protein. Clone
formation assay was used to detect the proliferation of thyroid cancer cells after inhibition of miR-181b. Flow cytometry was used to detect the
apoptosis of thyroid carcinoma cells after inhibition of miR-181b. Results Compared with normal thyroid tissue,the expression of miR-181b
in papillary thyroid carcinoma was up-regulated , the difference was statistically significant( P <0.05). The expression level of miR-181b in
FTC-133 cell line was relatively high. Western blotting confirmed that miR-181b could directly regulate the expression of CYLD protein. Inhi-
bition of miR-181b expression can inhibit the proliferation of thyroid cancer cells,and to some extent promote its apoptosis behavior. Conclu-
sion miR-181b can regulate the expression of CLYD and affect the proliferation and apoptosis of thyroid cancer cells.
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