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[ Abstract] Objective: To evaluate the expression of IncRNA SNHG] in ovarian cancer tissue and in-
vestigate its effect on the proliferation of ovarian cancer cells. Methods: The expression of lncRNA
SNHG]1 in 22 pairs of ovarian cancer tissue and the adjacent tissue were determined by real-time PCR ;
the expression of IncRNA SNHG1 in 5 ovarian cancer cell lines was also detected. Two cell strains with
the highest expression of IncRNA SNHG1 were selected for transient transfection of NC siRNA or In-
c¢RNA SNHG1 siRNA. Cell proliferation activities were examined by CCK-8 assay. Dual-Luciferase re-
porter assay was also used to exam whether IncRNA SNHG1 has the microRNA response elements of
miR-199a-3p. The control group, NC siRNA group and IncRNA SNHG1 siRNA group were set up, and
proliferation of the cells in each group was detected by CCK-8. Regulation of IncRNA SNHG1 on miR-
199a-3p was detected by Dual-Luciferase. Result: Results of Real-time PCR showed that the expres-
sion level of IncRNA SNHG]1 in ovarian cancer tissue was significantly higher than that of the cancer-ad-
jacent tissue (P <0.05). The expression levels of IncRNA SNHG1 in OV-90 and CaOV3 cell strains
were significantly higher than those in other ovarian cancer cell strains (P <0.05). Compared with the
NC siRNA group, the expression level of [ncRNA SNHG1 in IncRNA SNHG1 siRNA group significant
decreased (P <0.05). The results of CCK-8 showed that down-regulation of [ncRNA SNHGI1 in both
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OV-90 and CaOV3 cell strains significantly inhibited cell proliferation (P <0.05). Dual-Luciferase
reporter assay showed that co-transfection with wild type IncRNA SNHG1 and miR-199a-3p mimic sig-

nificantly reduced the activity of luciferase , and differences were statistically significant (P <0.05).
Conclusions ; IncRNA SNHG1 is closely related to the development of ovarian cancer, IncRNA SNHG1

may be a novel target in the prevention and treatment of ovarian cancer.

[ Key words | ovarian cancer; carcinoma; IncRNA SNHG1 ; proliferation; RNA interference; transfec-
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A 2 OV-90,B 2y CaOV3;'" 55 NC siRNA 4 Hi 4, P <0. 05
K2 # % siRNA & OV-90 % CaOV3 ¥F £ 9% % f ¥k F IncRNA SNHG1 # % 3k
Fig.2 Expression of lncRNA SNHG1 after transfection with siRNA
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Fig.3  Effects of down-regulation of lncRNA SNHGI1 on cell proliferation
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