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Role of JNK signaling pathway in the proliferation of human

breast cancer cell line MCF- induced by high glucose
Wang Qiong Wang Youmin Wu Feifei et al
( Dept of Endocrinolgy Institute of Endocrinology and Metabolism The First Affiliated Hospital
of Anhui Medical University Hefei 230022)

Abstract
tion of human breast carcinoma cell line MCF-7 induced by high glucose. Methods

Objective To investigate the role of c-Jun N-terminal kinase ( JNK) signaling pathway in the prolifera—
MCF-7 cells were cultured in
vitro and then treated with SP600125 a specific JNK inhibitor. The experiment was divided into low glucose group

and high glucose group high glucose + 10 wmol/L SP600125 group high glucose + 20 pmol/L SP600125 group

high glucose + 40 pmol/L SP600125 group and high glucose +80 pmol/L SP600125. The cell growth inhibitory
rate was detected by Methyl thiazolyl tetrazolium ( MTT) assay; the cell morphological changes were observed by
invert microscope; the apoptosis rate was analyzed by using Annexin V-FITC/PI fluorescence staining together with
flow cytometry; the expressions of JNKI/2 and p-JNK1/2 were examined by Western blot. Results High glucose
could promote the proliferation of MCF-7 cells compared with low glucose group ( P <0.05) . Western blot implicated

that high glucose increased the the expressions of pJNK and p-JNK/JNK compared with low glucose( P <0. 05) .
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SP600125 remarkably inhibited the activation of JNK1/2 and increased the cell growth inhibitory rate and apoptosis

rate in MCF- cells induced by high glucose compared with those treated with high glucose only. Conclusion

High glucose can stimulate the proliferation of MCF-7 cells in vitro. Inhibition of JNK signaling pathway in MCF-Z

cells can significantly inhibite cell proliferation and promote apoptosis. JNK signaling pathway may play an impor-

tant role in the high glucose-induced proliferation of MCF-7 cells.
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