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miR-196a reduces the survival and mobility of cervical cancer Hela cells via targeting NR6A1

LIANG Yan',ZHU Wan-jiao' ,ZHANG Zhi-su’ ,XU Hong’ ,ZHANG Jian® (1. Department of Gynaecology, Xiangyang Central
Hospital/ Affiliated Hospital of Hubei University of Arts and Science , Xiangyang Hubei 441021, China;2. Department of Gynaecology, Affilia-
ted Hospital of Jingzhou Institute of Technology , Jingzhou Hubei 434020, China)

Abstract: Objective To investigate the effects and mechanism of microRNA-196a (miR-196a) on survival and mobility of cervical
cancer Hela cells. Methods The levels of miR-196a and NR6A1 mRNA in normal cervical epithelial HeerEpic cells and cervical cancer
Hela and CaSki cells were detected by RT-PCR. Negative control miR-NC and miR-196a inhibitor were transfected into Hela cells, denoted as
NC group and miR-196a inhibitor group respectively. The protein level of NR6A1 was detected by Western blot ; bioinformatics and luciferase
report experiments were used to analyze and verify the targeted regulation relationship between miR-196a and NR6A1. Negative control plas-
mid pcDNA and overexpression plasmid pcDNA- NR6A1 were transfected into Hela cells,which were denoted as pcDNA group and pcDNA-
NR6A1 group respectively,and the expression of NR6A1 was detected by Western blot. The miR-196a inhibitor and pcDNA-NR6A1 were
transfected into Hela cells alone or in combination,and the transfected Hela cells were denoted as miR-196a inhibitor group ,pcDNA-NR6A1
group and inhibitor + NR6A1 group,respectively. CCKS8 assay was performed to detect cell proliferation , flow cytometry was used to detect cell
apoptosis , Transwell assay was performed to detect cell invasive ability, wound healing assay was performed to detect cell migration,and West-
ern blot was used to detect the expressions of Ki-67,Caspase-3, VEGF and MMP-9. Results Compared with HcerEpic cells, the expression
levels of miR-196a and NR6A1 mRNA in Hela cells and CaSki cells were higher (P <0.01) ,and the expression of miR-196a and NR6A1
mRNA in Hela cells changed most significantly (P <0.05). The expression of NR6AI protein in Hela cells in the miR-196a inhibitor group
was significantly reduced (P <0.01) ,while it was significantly increased in pcDNA-NR6A1 group (P <0.01). miR-196a inhibitor signifi-
cantly decreased the proliferation times and the level of Ki-67 (P <0.05) ,and increased the apoptosis rate of Hela cells and protein level

of Caspase-3(P <0.01). In addition, miR-196a inhibitor decreased the number of invasive cells and wound closure rate, and inhibited the
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expressions of VEGF and MMP-9( P <0.01). NR6ALI significantly alleviated the effects of miR-196a inhibitor on proliferation, apoptosis , in-

vasion , migration and the expressions of Ki-67,Caspase-3 , VEGF and MMP-9 in Hela cells( P <0.01). Conclusion miR-196a inhibitor re-

duces the survival and mobility of cervical cancer Hela cells through targeted inhibiting the expression of NR6AT.
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