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[Abstract] Objective To study the relationship between the levels of serum oxide and
antioxide in patients with Wilson disease (WD) and its visceral injury. Methods We deter-
mined the serum levels of MDA ,GSH-PX,GSH and VitE in 29 patients with WD and 21 nor-
mal controls by the method of reversephase high performance liquid chromatography (RP-
HPLC) and the chemo-colorimetric method. Results The serum levels of MDA in all pa-
tients with WD were significantly higher than those of controls (P<C0. 01),while the serum
levels of GSH-PX in all patients with WD were significantly lower than those of controls( P
<C0. 01) ;the relationship between MDA and GSH-PX was negative correlation. As compared
with the controls the serum levels of GSH and VitE were significantly lower in the hepatic
type patients with WD( P <C0. 01, P <0. 05) ,however there was no significant difference be-
tween the non-hepatic type patients and the controls ( P >>0. 05). Conclusion There was
metabolism disorder of free radicals (FRs) in the serum of patients with WD. As compared
with normal controls the serum levels of oxides increased and the levels of antioxides de-
creased in patients with WD,it might be one of important factors for the patients with visce-
ral injury.
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