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Effects of IL-6 on the expressions of bcl-2,cyclinD1 and
VEGEF in ovarian cancer cells

QIU Huihui', YE Liping', WEN Youfeng®, LI Dan', SONG Jia'
(1. Department of Pathophysiology; 2. Department of Anatomy, College of Basic Medicine,
Liaoning Medical University, Jinzhou 121000, Liaoning, China)

Abstract: Objective To investigate the effects of interleukin-6 (IL-6) on the expressions of B-cell lymphoma-2 (Bcl-2),
CyclinD1 (CyclinD1 ) and vascular endothelial growth factor ( VEGF) in epithelial ovarian cancer SKOV3 cells.
Methods The optimal concentration of IL-6 was determined by treating SKOV3 cells with IL-6 of diverse concentra-
tions. In addition to IL-6 of the optimal concentration, AG490 of diverse concentrations were also used. The prolifera-
tion and apoptosis of cells, and the mRNA and protein expressions of Bcl-2, CyclinD1, and VEGF were detected by
MTT, flow cytometry, RT-PCR and Western blotting. Results IL-6 promoted proliferation and inhibited apoptosis of
the cells( P <0.01) , and increased the mRNA and protein expressions of Bcl-2, CyclinD1 and VEGF (P <0.01). The
effects of IL-6 (0, 10, 20 ng/mL) were in a concentration-dependent way. There were significant differences between
48 hand 24 h (P <0.01). AG490 inhibited proliferation and promoted apoptosis of the cells(P <0.01) , and depressed
the mRNA and protein expressions of Bcl-2, CyclinD1 and VEGF (P <0.01). The effects of AG490 (0, 20, 40, 80
wmol/L) were in a concentration-dependent way. There were no significant differences between 48 h and 24 h
(P>0.05). Conclusion IL-6 promotes the gene transcription and expressions of Bcl-2, CyclinD1 and VEGF by pro-
moting the phosphorylation of STAT3, and then enhances the proliferation and inhibits apoptosis of ovarian cancer cells.
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