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Expression of LncRNA TUGI1 in Thyroid Carcinoma Tissues and Its Effect on
Cell Proliferation and Migration
ZHAO Fang-fang, GUO Hong, CHEN lJia

(Department of Endocrinology,the People’s Hospital of Hanzhong City, Shaanxi Hanzhong 723000,China)

Abstract: Objective To detect the expression of LncRNA TUGI in thyroid carcinoma tissues and cells, and explore its effect on
cell proliferation and migration. Methods From January 2015 to June 2018, 36 patients with thyroid cancer who underwent
surgical treatment and were confirmed by pathology in Hanzhong People’s Hospital were collected, and their corresponding
normal para-cancer thyroid tissues were collected for study. The expression levels of LncRNA TUGI in thyroid carcinoma tissues
and SW1736 and FTC-133 cell lines were detected by qRT-PCR. LncRNA TUGI1 low expression plasmid (LV-ShTUG1) was
constructed by inserting shRNA into lentivirus plasmid. MTT assay, colony formation assay and Transwell assay were used to
detect the effects of knocked down LncRNA TUGI1 expression on proliferation and migration of thyroid cancer cells.The effect of
LncRNA TUGI on the expression of EMT-related proteins E-cadherin and N-cadherin was detected by western blot analysis.
Results The expression of LncRNA TUG] in thyroid carcinoma tissues was significantly higher than that in normal para-
carcinoma thyroid tissues (6.90 = 1.19 vs 1.51 £ 1.02, #=20.634, P <0.000). LncRNA TUGI levels in FTC-133 cells (1.00 + 0.09
vs 4.61 £0.15) and SW1736 cells (1.00 +0.09 vs 2.59 +0.23) were significantly increased compared with Thy-ORI cells (¢
=35.744, P<0.000; ¢ =11.150, P<0.000). After LncRNA TUG]1 expression was knocked down, the proliferation ability of
SW1736 cells (1.31 £0.19 vs 0.89 +0.16) and FTC-133 cells (2.17 £ 0.09 vs 1.68 + 0.05) was significantly reduced compared with
the control group, and the number of clones was significantly reduced, with statistically significant difference (¢ =2.929,

P=0.021; ¢=8.243, P=0.001). After LncRNA TUGI expression was knocked down, FTC-133 cell migration ability (1 675.2 + 64.2
vs 898.1 + 156.4) was significantly lower than that of the control group, and the difference was statistically significant (t =7.961,
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P=0.001).After LncRNA TUGI expression was knocked down, E-cadherin expression was significantly increased (0.74 + 0.06 vs

1.66 £ 0.17) and N-cadherin expression was significantly decreased (1.27 +0.18 vs 0.39 + 0.07) compared with the control
group, the difference was statistically significant (+=8.839, P <0.000; 7=7.892, P=0.001).Conclusion LncRNA TUGI was

highly expressed in thyroid cancer tissues and cells. Promoting the proliferation and migration of thyroid cancer cells may

promote the biological behavior of thyroid cancer cells by promoting the formation of EMT.
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