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Lipid peroxidation in ESRD patients undergoing regular
HD therapy and the effect on it of CAVH
Du Xiaogang, et al
(Department of Nephralogy, College of Clinical Medicine, Chongqing Medical University )

[ Abstract ] Objective : To study lipid peroxidation in ESRD patients undergoing regular maintained on
hemodialysis (HD) therapy and the effect of continuous arterial-venous hemofiltration(CAVH). Methods: W
e measured the levels of MDA in plasma and ultrafiltrate, Scr and B >-MG of 23 ESRD patients undergoing regular
maintained on HD before and after CAVH compared with 23 healthy people as control by using TAB
chromatometry, radioimmunoassay and base saturation picric acid test. Resuits: Compared with the control
group, the level of plasm MDA, Scr and B :-MG significantly increased in 23 ESRD patients undergoing regular
HD (P <0.01) . However, after therapy of CAVH, the level of MDA decreased much more than before CAVH
therapy, with an elevated MDA in ultrafiltrate. Conclusion: The level of lipid peroxidation in ESRD undergoing
HD was increased, and the therapy of CAVH may diminish the level of plasm MDA .

[Key words] Maintained on hemodialysis; End-stage renal disease; Continuous arterial-venous hemofiltration
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