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Histopathological analysis of renal injury by trace elements
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We examined the content and distribution of copper in the liver and kidney of a patients with copper deficiency
treated with Cu-containing drug. These results were compared with those of a control subject with normal
copper metabolism. Of particular interest, copper content in the patient’s liver was not low but almost normal or
relatively high, suggesting that the administration of the drug was quite effective to normalize or increase liver
copper level probably reflecting normal function of high affinity copper up-takers. In the patient’s kidney,
however, prominent copper deposits were observed in several sites, especially where cellular swelling and
degeneration were seen. These results indicate copper-induced cellular damage may be a cause of renal
dysfunction in the patient.
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