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ABSTRACT   Aim: To study the serum indexes of iron metabolism of patients with Wilson s disease, normal

control group and patients with HBV. Methods: 103 cases of WD patients without the formal anticopper therapy

were selected. 25 healthy people constituted a control group and 18 HBV patients constituted a HBV control

group.  Serum CP and serum indicators of iron metabolism were detected on WD patients. While the normal

control group and the HBV control group were only detected with iron metabolism. Results: The Ferr level of

the WD patients increased statistically significantly compared with the normal control group(P<0.05),

while decreased statistically significantly compared with the HBV control group(P<0.01). TF of the WD

patients was decreased statistically significantly compared with the normal control group and the HBV

group(P<0.01). There was significant difference between the TFR of the WD patients and the HBV control

group(P<0.01). And there was significant difference between the HBV control group and the normal control

(P<0.01). Conclusion: The abnormal iron metabolism mechanism of WD was different from TFR high

expression in the HBV. It may be regulated by the TF.
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Tab 1   General information of the patients and the controls

WD=Wilson

Notes WD=Wilson s disease
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1   WD (10 )
T1 T2 (1.0T)

Fig 1   A male WD patient with hyperintensity on

T2-weighted images in the basal ganglia (1.0T)

2   WD (22 )MRI
(1.5T)

Fig 2   A female WD patient with hyperintensity mixed with

hypointensity on T2-weighted images in the basal ganglia(1.5T)
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Tab 2   Comparison of the iron metabolism relative indexes in the patients with WD HBV, and that of the control group( s)

1P < 0 . 0 5 2P < 0 . 0 1 3P < 0 . 0 1

Notes Vs the normal control group, 1P<0.05 Vs the normal control group, 2P<0.01 Vs the Hepatitis B control group, 3P<0.01 SI=serum iron

          TF=transferrin TFR=transferrin receptor Ferr=ferrtin TIBC=total iron-binding capacity DST=degree of saturation with transferrin
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