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WFZe R RO EE (3530) @ Menkes disease (MD) is an X-linked recessive copper deficiency
disorder with progressive neurological degeneration of copper metabolism caused by
mutations in the ATP7A gene. It is not useful treatment for connective tissue and
neurological degeneration. In this study, examined the effect of administration of
combination with disulfiram and copper for macular mouse is a model for Menkes disease.
It is suggested that combination with copper and disulfiram was useful methods for Menkes
disease.
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