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ABSTRACT Objective: The expression of FOXMI in epithelial ovarian cancer cell was investiageted to learn the relationship
between FOXMI and MMP-9 as well as its role in the invasiveness of ovarian cancer cell. Methods: Real-time RT-PCR and Western
blotting were performed to detect the expression levels of FOXM1 before and after overexpression vectors pcDNA3.1-FOXM1 and
FOXM1 siRNA were transfected into HO-8910 and HO-8910PM cells respectively. The change of invasion capacity was evaluated by
Transwell chamber test. The involvement of FOXM1 in regulating MMP9 expression was explored by Dual-luciferase reporter assay
system. Results: After overexpression vectors pcDNA3.1-FOXM1 was transfected into HO-8910, FOXM1 expression at both mRNA and
protein levels were significantly increased and the invasion capacity of ovarian cancer cells was obviously enhanced compared to the
control group (P<0.05). After FOXM1 siRNA was transfected into HO-8910PM, FOXM1 expression at both mRNA and protein levels w-
ere significantly decreased and the invasion capacity of ovarian cancer cells was obviously reduced compared to the control group (P<0.05).
FOXM1 was involved in the transcription regulation of MMP9 (P<0.05). Conclusion: FOXM1 may serve as a promising therapeutic
target for ovarian cancer. The invasion capacity of ovarian cancer cells can be inhibited through down-regulating FOXM1.
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Fig.1 Both protein and mRNA levels were significantly increased HO-8910 cells
after transfection with FOXM1
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Fig.2 Both protein and mRNA levels were significantly decreased HO-8910PM cells
after transfection with FOXM1-si-RNA
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Fig.3 Overexpression of FOXM1 in HO-8910 cells resulted in an increase in cellular migrate capacity

Note:P<0.05 compared with control and blank
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Fig.4 Suppression of FOXM1 expression in HO-8910PM cells resulted in significant reduction in cellular migration

Note:P<0.05 compared with control and blank
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Fig.5 The involvement of FOXMI in regulating MMP9 expression
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