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[ Abstract |

Objective To detect the expressions of iASPP in ovarian cancer and to investigate its pathogenic mechanism in o-

varian cancer, Methods Totally 32 pair samples of ovarian cancer tissues and corresponding paracancerous tissues were collected in
our hospital from May 2013 to December 2014. The iASPP mRNA relative expression level was detected using real-time PCR (RT-
PCR). Its relation with the clinicopathological characteristics of ovarian cancer was analyzed. Results The iASPP mRNA level in o-
varian cancer tissues was significantly higher than that in the paracancerous tissues (P=0.001) and which was associated with the
pathological stage(P<C0.05). The iASPP expression had no correlation with the age, menopause, histological subtype, preoperative
chemotherapy,lymph node metastasis and expression level of CA125 and CA153, the differences were not statistically significant.
Conclusion The high expression of iASPP in ovarian cancer tissues reveals its important role in the tumor occurrence process.
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