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Effect of Resveratrol of Reactive Oxygen Species in Human Peritoneal Mesothelial Cells Exposed to Glucose — based Peritoneal Dialysis. Wu
Jun, He Min, Deng Xingjiang, He Wenfei, Cheng Bing. Department of Nephrology, The Affiliated Yuebei Hospital of Shantou University
Medical College, Guangdong 512026 ,China

Abstract Objective To explore the effect of resveratrol of reactive oxygen species in human peritoneal mesothelial cells exposed to
glucose — based peritoneal dialysis. Methods Cells (SV40 immortalized human peritoneal mesothelial cell line) were grown in type |
collagen — coated dishes in DMEM/F12 containing 10% FCS. All experiments on immortalized mesothelial cells were performed from pas-
sages 5 to 10. Cell viability was assessed using MTT. Cells were divided into 4 groups: negative control ( medium) , positive control ( Ro-
tenone) , 1.5% glucose — based peritoneal dialysis, resveratrol plus 1.5% glucose — based peritoneal dialysis. Flow cytometric was used
to analyze the Mitotracker deep red, Mitotracker green and MitoSOX. Results Compared to the negative control, Mitotracker green and
MitoSOX were significantly increased in the cells exposed to 1.5% glucose — based peritoneal dialysis. In addition, Mitotracker green and
MitoSOX were significantly decreased in the cells exposed to resveratrol plus 1.5% glucose — based peritoneal dialysis compared to the

cells exposed to 1.5% glucose — based peritoneal dialysis only. Conclusion Resveratrol can reduce the reactive oxygen species in human

peritoneal mesothelial cells exposed to glucose — based peritoneal dialysis.

Key words Resveratrol; Human peritoneal mesothelial cells; Reactive oxygen species
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