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Expression of Adiponectin R1 and its Signaling Pathway In Breast Cancer. Bao Yi, Zhong Zhengxiang, Cui Ge. Jiaxing Second Hospi-
tal , Zhejiang 314000, China

Abstract Objective To investigate the energy metabolism — related gene adiponectin receptor 1 ( AdipoR1) in breast cancer and
the effects of its signaling pathway activation on breast cancer cells. Methods Using the published gene expression data set in database,
the different gene expression of AdipoR1 were analyzed in various subtypes of breast cancer, and AdipoR1 gene expression is positively
correlated with and HER -2 expression. Western blotting was used to examine the AdipoR1 protein expression in ER*, HER -2 and
ER " cell lines, including MCF -7, MDA - MB -231 and SKBR3. After MCF -7 cells were exposed in the media with recombinant adi-
ponectin in varieties of time points, the activity of AMPK kinase and S6 kinase were also examined. Results The gene expression of Adi-
poR1 was significantly low in normal breast — like breast cancer comparing with other pathological subtypes (P <0.05). AdipoR1 gene ex-
pression was positively correlated with HER -2 gene in breast cancer ( Pearson r =0. 134 ). AdipoR1 was widely expressed in ER *, HER
—-2" and ER ™ breast cancer cell lines. In addition, the administration of 0. 5pwg/ml of adiponectin to MCF -7 cells, AMPK and S6 ki-
nase were rapidly phosphorylated in 15min and further increased in 30min, but declined in 1h. Conclusion There was difference in the
mRNA level of AdipoR1 in a varieties of subtypes of breast tumor tissue, and widely expressed both in ER", HER -2 " and ER " breast
cancer. In tumor cells, the activation of adiponectin and its receptor signaling pathway could influence energy metabolism, protein synthe-
sis and cell proliferation through activation of AMPK and mTOR pathway.
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