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The responsible gene for Menkes disease and Wilson’s disease are ATP7A and ATP7B,
respectively. We analyzed the gene mutations in the responsible gene in 22 patients
with Menkes disease and 10 patients with Wilson disease. Mutations in coding regions
of the responsible gene were identified in 3 patients with Menkes disease and 2
patients with Wilsn’s disease. The gene of copper-chaperon proteins and the promoter
genes of the responsible gene for the both disease were analyzed in patients with the
both diseases who have no mutation in the responsible genes. A patient with Wilson’s
disease was suspected to have a mutation in the promoter region in the ATP7B gene.
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