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Update on decopper treatment in patients with hepatolenticular degeneration

YANG Ren-min
(Institute of Neurology, Anhui College of TCM, Hefei 230031, China)

Abstract: Hepatolenticular degeneration, also called Wilson’s disease (WD), is one of the curable genetic diseases

in the field of neurology. Drugs commonly used in clinic include D-penicillamine, trientine, zinc and tetrathiomolybdate.

The author of this review indicates that D-penicillamine and trientine are not proper to the WD patients with neurological

symptoms in initial treatment, and zinc may be good in initial treatment and life-long maintenance. This review also

describes the new opinion about low copper diet for WD patients.
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