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Clinic of Wilson’s disease revisited
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[ Abstract JHepatolenticular degeneration,also known as Wilson’s disease,is an autosomal recessive inherited disorder of copper
metabolism, if the early detection and timely treatment,the patients can be almost cured. At present,the production and research of

. anticopper drugs still need to be further promoted. The need for further collaboration between basic and clinical medicine in the iden—

tification of gene diagnosis and precision therapy.
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