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ties of the PI3K/AKT pathway in primary ovarian cancer predict

The clinical significance of the phosphorylated AKT expression and

its correlation with new oncogene REDD1 expression in ovarian cancer
Sun Lili' Zhu Huimin® Pang Lijuan' et al
('Dept of Pathology Shihezi University School of Medicine Shihezi 832000;> Dept of Obstetrics
and Gynecology The Third Affiliated Hospital of Luohe Medical College Luohe 462000)

Abstract Objective To investigate clinical significance of the expression of phosphorylated protein kinase B( p-
AKT) in ovarian carcinomas and to evaluate its correlation with the expression of new oncogene REDD1. Methods

18 cases of normal ovarian epithelial tissues and fallopian tube tissues 23 cases of borderline tumor and 95 cases
of ovarian carcinoma were collected. The expression of p-AKT and REDD1 were detected with immunohistochemi-
cal staining method ( EnVision two step methods) . The correlations between the expression of p-AKT and the clini—
cal pathological factors of ovarian cancer patients including grade stage chemotherapy response disease-free
survival time and overall survival time were analyzed. The association of p-AKT and REDDI1 expression was also
analyzed. Results Expression of p-AKT was found in 55. 8% of the samples which was significantly higher than
those in the normal epithelial tissues ( 16.7%) ( P <0.05) and borderline tumors( 13.0%) ( P <0.05) . Chi-
square test suggested that high expression of p-AKT was significantly associated with serous carcinoma ( P <0. 05)
low degree of differentiation ( P <0.05) late clinical stage( P <0.05) and chemotherapy resistant ( P <0. 05)
but there was no significant correlation with the presence of ascites( P >0. 05) . High percentage of cells expressing
pAKT was associated with a shorter overall survival time( P <0. 05) and disease free survival time( P <0.05) by
Log rank test. Positive correlation was found between p-AKT and REDD1( € =0.626 P <0.05) . Conclusion
The overexpression of p-AKT had a significant negative impact on the prognostic of ovarian cancer patients. Sus—
tained overexpression of REDDI1 leads to AKT activation involved in cancer cells proliferation leading to the occur—
rence of ovarian cancer.
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