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Expression of miR-1269a in ovarian serous cystadenocarcinoma and its role on tumorigenesis and progress
GAO Li-yan' ,MENG Bin® , WANG Zhi-zhi' ,ZHAO Min' (1. Affiliated Wuxi Maternity and Child Health Care Hospital of Nanjing

Medical University, Wuxi Jiangsu 214000, China ;2. Department of Applied Anatomy of Clinical Surgery,Medical College of Anhui University
of Science and Technology , Huainan Anhui 232001 , China)

Abstract: Objective To explore the expression of miR-1269a in ovarian serous cystadenocarcinoma and its role on tumorigenesis and
progress. Methods Real-time PCR was used to evaluate miR-1269a expression levels in 10 ovarian benign tumor and 20 ovarian serous cys-
tadenocarcinoma tissues. Spearman$s rank analysis was applied to analyze the correlation between miR-1269a expression level and clinicopath-
ological characteristics. CCK-8 and Transwell assays were performed to measure the effect of miR-1269a on HEY cell proliferation, migration
and invasion. Results miR-1269a was upregulated in ovarian serous cystadenocarcinoma and the expression of miR-1269a was positively as-
sociated with tumor size, lymph node metastasis, International Federation of Gynecology and Obstetrics (FIGO) staging and tumor relapse.
Overexpression or knock down of miR-1269a promoted or suppressed HEY cell proliferation, migration and invasion in vitro, respectively.
Conclusion miR-1269a is upregulated in ovarian serous cystadenocarcinoma and it has a critical role on tumorigenesis and progress. miR-
1269a may become a new target for prognosis and treatment of ovarian serous cystadenocarcinoma.
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