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Intercellular resistance of Peritoneal Dialysis Effluent Derived Cells
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Abstract: In peritoneal dialysis (PD), solute permeability of peritoneal membrane has a decisive influence on an efficiency and
continuation of this therapy. Since intercellular junction is one of the specific apparatus for mass transfer, we have employed
measurement of transepithelial resistance (TER) as physical measurement of intercellular junction. In this study, was lower than that of

the omental peritoneal mesothelial cells (OM-HPMC). TER values decreased as CAPD duration prolonged, accompanying inverse
correlation between TER value and a-smooth muscle actin(a-SMA), a marker of EMT(epithelial to mesenchymal transition). It was

suggested that TER measurement of PDE-HPMC become clinically relevant assay to reflect the peritoneum integrity of the peritoneal

dialysis patients.
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Fig.3 TER of OM-HPMC, PDE-HPMC and MSC monolayer.
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Fig.4 Effect of TGF-B1 on intercellular junction
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Fig.5 Relationship between CAPD duration and TER value.
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