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The effect of vitamin E supplementation on oxidative stress

in patient with MHD
FENG Liping,et al
(Department of Nephrology,the Second Affiliated Hospital,Chongqing Medical University)

[ Abstract JObjective : To investigate the effect of vitamin E supplementation on oxidative stress in patients with MHD(maintenance
hemodialysis ).Methods : 58 patients with MHD and 20 healthy volunteers were involved in this study.The patients were adminis—
tered 400mg/d of vitamin E for 6 weeks.The plasma levels of oxidative parameters including vitamin E(VitE), malondialdehyde
(MDA),advanced oxidation protein product (AOPP),superoxide dismutase (SOD),activity of glutathione peroxidase (GSH-PX)
were measured at the initial and the end of VitE supplementation respectively.Results:Plasma levels of AOPP and MDA
(187.27 + 54.9 p mol/L. vs99.05 + 26.2 p. mol/L.,7.74 + 2.17nmol/ml vs3.06 + 1.70nmol/ml )were significantly higher in patients with
MHD compared with healthy controls(P <0.01).VitE concentration and GSH-PX and SOD activities(3.27 + 1.36 . g/ml vs6.58 +
1.44 p. g/ml, 74.42 +27.46 p. mol/L. vs127.27 + 25.88 . mol/L..70.88 + 14.74U/ml vs114.67 + 24.65U/ml) in MHD patients were sig-
nificantly lower than those in controls respectively.400mg/d of VitE supplementation decreased the plasma levels of AOPP
(143.41 £33.7 p.mol/L. vs187.27 + 54.9 p. mo/L) ,MDA (5.19 + 2.85nmol/ml vs7.74 + 2.17nmol/ml )CRP (3.49 + 1.34mg/L. vs4.71 +
1.81mg/L)( P<0.01),the levels of VitE(5.49 +2.06 . g/ml vs3.27 + 1.36 . g/ml),SOD(108.30 + 22.95U/ml vs70.88 + 14.74U/ml),
GSH-PX (91.56 + 14.49 p.mol/L. vs74.42 + 27.46 p. mol/L)were increased (P < 0.01).Conclusion:There are oxidative stress in pa-
tients with MHD,400mg/d of VitE ameliorates oxidative stress without apparent side effect.
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A 6.58 + 1.44 99.05 £26.2 114.67 + 24.65 127.27 + 25.88 3.06+1.70 2.10+0.67
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- % P
ALB(g/L) 36.31 +4.01 37.13+3.59
TG(mmol/L) 1.10 + 0.47 1.19 £ 0.70
CHOI(mmol/L) 407 +1.05 3.52+0.96
LDL(mmol/L) 2.36+0.78 1.99 £+ 0.72
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