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Protective mechanism of metformin on human renal tubular epithelial cells under high glucose environment "
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Abstract: Objective To investigate the protective mechanism of metformin on human renal tubular epithelial cells(HK-2) under
high glucose environment through observing its effect in this environment. Methods The high glucose culture mediums with differ-
ent concentrations of metformin and pyrrolidine dithiocarbamate(PDTC) were adopted to culture HK-2 cells in vitro for 24,48,72
h,and then the irregular chemokine(Fkn) protein expression level in HK-2 cells were detected by using MTT and Western blot. Re-
sults Compared with the low glucose serum deprivation group, the cell proliferation in the high glucose serum deprivation group
was suppressed;adding different levels of metformin could promote the cellular proliferation,in which the effect of adding 30mmol/
L of metformin for promoting cellular proliferation was most obvious;adding PDTC in high glucose culture medium also could re-
verse the effect of high glucose for inhibiting dellular proliferation. The Western blot results showed that Fkn protein expression in
the high glucose serum deprivation group was significantly increased, with the concentration increase of added metformin, the Fkn
protein level was decreased significantly,in adding 30 mmol/L of metformin and culturing for 72 h,the descend range was the most
obvious, moreover which showed a time dependence. Conclusion High glucose status can inhibit the proliferation of HK-2 cells, re-
duces the secretion of Fkn protein, while 30 mmol/L and above of metformin can protect the high glucose induced HK-2 prolifera-
tion by inhibiting Fkn protein secretion.
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