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Study on the Level of Hepatic Fibrosis in Wilson’s Disease Patients, and the

Relatives to the Clinical Manifestation — trpes and the Child — Pugh Scores
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Abstract Objective: To evaluate the level of serum HA, LN, C-1IV and PCI[l in Wilson’s Disease (WD) paitents; the
correlation of the level of serum HA, LN, C-IV and PCIIl with the clinical manifestation — types and the Child — Pugh scores.
Methods: Serum HA, LN, C-IV and PCIll were measured by radicimmunoassay (RIA) in 85 patients with WD and 30
healthy control group. 85 patients with WD were divided into 3 groups (A. B. C) according to the Child — Pugh scores, and
were divided into cerebral, hepatic and cerebral — internal organ types according to the main clinical manifestations. Results:
The level of serum HA, LN, C-IV and PCIl in WD patietns increased significntly compared to the control group (P<0.01);
The level of serum HA. LN, C-IV and PCII in hepatic type and C group was higher than that in cerebral — internal organ type
and B group, the lowest level of serum HA. LN, C-IV and PCII was in cerebral type and A group. Conclusion: All the WD
patients had high degree of serum HA, LN, C-IV. PCII, which had significantly correlations to the Child — Pugh scores and
the clinical manifestation — types.
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