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ABSTRACT Objective: This study aims to explore that Twistl regulates the expression of transcription factor FoxM1 in human
epithelial ovarian cancer. Methods: Immunohistochemical staining (SP) was used to evaluate the expression levels of FoxM1 and Twist1
in human ovarian cancer, Spearman's rho was calculated to analyze the correlation between FoxM1 expression and Twistl expression.
Dual-luciferase reporter assay system was employed to test the effect of Twistl on the expression of FoxM1. Real-time quantitative
RT-PCR and Western-blot were exerted to validate regulatory effect of Twistl on FoxM1. Results: The positive expression rates of
Twistl and FoxM1 in epithelial ovarian cancer were 71.4%(40/56 )and 78.6%(44/56 ), respectively, which were remarkably higher than
those in normal ovarian tissues. The difference was statistically significant (P<0.01). FoxM1 had a significant positive correlation with
the expression of Twistl in these epithelial ovarian cancer samples (r=0.896, P<0.01).Twistl was involved in activation of the FoxM1
promoter(P<0.05). Up regulation of Twistl can activate expression of FoxM1 in epithelial ovarian cancer(P<0.05), and the expression
of FoxM1 was decreased significantly when the expression of Twistl was downregulated(P<0.05). Conclusions: Twistl may be involved
in regulation of expression of proliferation-associated transcription factor FoxM1 in human ovarian carcinoma and may serve as a
promising therapeutic target for ovarian cancer.
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Fig.l The expressions of FoxM1 detected by immunohistochemical

staining analysis in normal ovarian and ovarian cancer tissues
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Fig.2 The expressions of Twist] detected by immunohistochemical

staining analysis in normal ovarian and ovarian cancer tissues
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Fig.3 Correlation between Twistl expression and FoxM1 expression in epithelial ovarian cancer(Unit: score)
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Fig.6 The Twistl activation on the promoter of FoxM1 gene detected by

Dual-luciferase reporter assay system
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