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Anti-Oxidative Potential and Cell Senescence of Peritoneal Dialysis Effluent Derived Cells

o RaERLh e (= HK)

2 M (= HER)
F R (Z R E 2RI R IR )
OFAZ I (SRHERIAH5 )

AR (ZHR)
EAK— (ZHR)

JEFR (ZHER)
YN (ZHER)

A (ZERZPEFEA R IR

FHEF] (CR 53 R R ST @ i )

Koji Abe, Mie University Tomoaki Kuzumoto, Mie University Takuya Hara, Mie University
Cong Xiu Na, Mie University Keiichi Miyamoto, Mie University Takashi Horiuti, Mie University

Tomohiro Murata, Mie University Hosp
Shinsuke Nomura, Suzuka Kaisei Hospi

ital
tal

Eiji Ishikawa, Mie University Hospital
Tadashi Tomo, Oita University Hospital

Abstract: Human peritoneal mesothelial cells (HPMC) layering an inside of the peritoneal cavity are exposed to oxidative
stresses due to bio-incompatible peritoneal dialysis solutions which contain high concentration of p-glucose and its
degradedion products (GDPs). 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,
and thus we analyzed anti-oxidative potential, cellular senescence, and expression of specific protein in this study. About
20% cells showed cellular senescence, and about 27% cells expressed a-smooth muscle actin (a-SMA as a specific marker
for epithelial to mesenchymal transition (EMT)). There exist positive correlations between cellular senescence, expression
of a-SMA and anti-oxidative potential. It suggested that decrease of anti-oxidative potential due to high concentration of

glucose and GDPs, advance cellular senescence and EMT.
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Table.1 Information of peritoneal dialysis patients
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Fig.1 Percentage with Phenotypes
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Fig.2 Fluorescence Intensity of Anti-Oxidative Potential by
cultured supplement with antioxidant
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