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Clinical characteristics of 13 children of hepatolenticular degeneration with liver failure complicated
with hemolytic anemia as symptoms
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Abstract: Hepatolenticular degeneration (HLD) in children expressed as liver failure complicated with
hemolytic anemia is often atypical in clinical manifestations. The etiological diagnosis of HLD requires
comprehensive judgment of various examinations. However, the disease progresses rapidly and the prognosis
is poor. Liver transplantation should be considered actively. Clinical characteristics of 13 children with
hepatolenticular degeneration expressed as liver failure complicated with hemolytic anemia were analyzed in
this article.
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