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Influence of Peritoneal Transport Characteristics on Nutritional Status of Peritoneal Dialysis Patients/ SHANG Yuzhen ,
WANG Limin // (Department of Internal Medicine , Shandong Provincial Hospital , Jinan 250021 ,China)

Abstract; Objective To explore the influence of peritoneal transport characteristics on nutritional status of peritoneal
dialysis patients. Methods According to peritoneal equilibrium test (PET) , 68 stable CAPD patients were divided into
high transport group (n=237) and low transport group (n=31). Total protein, albumin and amino acid in plasma and
peritoneal effusive dialysate were measured. DPI and nPCR were calculated synchronously. Nutritional status between
two groups was compared and related factors were analyzed. Results There were no significant differences in remnant
renal function, peritoneal dialysis time, daily dialysis dosage, ultrafiltration volume, glucose absorption, blood glu-
cose, BUN, Scr and Kt/V between two groups. Total protein and multiple amino acids lost from daily effusive dialy-
sate were significantly more in high transport group than those in low transport group, whereas nutritional indexes
were poorer in high transport group than those in low transport group, including the significant decrease of body
weight and serum albumin. Levels of albumin and amino acid in blood and effusive dialysate were correlated with peri-
toneal transport characteristics(P<C0. 05). Conclusion The nutritional status of peritoneal high transport patients is
worse as compared to low transport ones. Only elevating the dialysis sufficiency can't improve the nutritional status ob-
viously. Nutritional management and guidance should be strengthened for the CAPD patients.
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