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Abstract We investigated the role of resveratrol and SIRT1 signaling pathway on epithelial to mesenchy-
mal transition of human renal proximal tubular epithelial cells (HK-2) cultured with high glucose. HK-2 cells were
cultured in vitro. The protein levels of a-SMA, E-cadherin, SIRT1 and PGC-1a were determined by Western blot.

The expression level of SIRT1 was also examined by immunofluorescence assay. Compared with 0 h, the exposure
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of HK-2 cells to high concentration of glucose resulted in decreased protein levels of SIRT1 in a time-dependent man-
ner. But HK-2 cells incubated with low concentrations of glucose for various periods didn’t show a time-dependent
decrease in SIRT1 expression. Resveratrol treatment resulted in increased protein level of SIRT1. This effect was
markedly diminished by the addition of EX527, an inhibitor of SIRT1. Furthermore, resveratrol treatment also re-
sulted in increased protein level of E-cadherin, along with a down-regulation of a-SMA, although EX527 alone had
no effect on high glucose-induced EMT of HK-2 cells. In addition, resveratrol treatment also prevented the decrease
of PGC-1a in HK-2 cells cultured with high glucose. Taken together, these data demonstrated that resveratrol could

prevent high glucose-induced EMT of human renal proximal tubular epithelial cells via activation of SIRT1 and

PGC-1a signaling pathway.
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Fig.1 Effect of low glucose and high glucose on SIRT1 expression in HK-2 cells
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Fig.2 Effect of resveratrol on SIRT1 expression in HK-2 cells
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Fig.4 Effect of resveratrol and EX527 on high glucose-induced EMT in HK-2 cells
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Fig.5 Effect of resveratrol on PGC-1a expression in HK-2 cells
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