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Abstract: Human peritoneal mesothelial cells (HPMC) layering an inside of the peritoneal cavity are exposed to stresses
due to bio-incompatible peritoneal dialysis solutions which contain high concentration of p-glucose and its degradedion
products (GDPs) at an unphysiological pH. It has been reported that HPMC exists about 1.7~3.7% of all cells in the
peritoneal dialysis effluent (PDE). We hypothesize that characteristics of PDE derived HPMCs reflect integrity of the
peritoneal membrane, thus we analyzed overall protein expression, gene expression in fibrosis in this study. Peroxiredoxin
3 (antioxidant enzyme) controlled oxidation stress. HSP70 (Endoplasmic Reticulum (ER) chaperonin), Protein disulfide
isomerase-A3 (ER disulfide bond adjustment factor) fold the damaged protein, activated transportation from ER. CK-9
(intermediate filament) decreased, and a-SMA (specific marker for epithelial to mesenchymal transition (EMT)) increased.

It suggested that pH, high concentration of glucose and GDPs begin to influence it from intracellular transport.
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Table.1 Information of peritoneal dialysis patients
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Fig.1 Percentage of Phenotypes
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Table.2 Identified proteins (vs. Cobblestone)
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