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Summary. Copper is an essential trace element for humans and animals. It plays crucial role as an integrative component of many 
copper metalloenzymes and participates in various physiological processes: pigmentation, erythropoesis, gene expression, oxidative 
stress, regulation of glucose balance. Clinical disorders of copper homeostasis are associated with de  ciency or overload. Phenotypically 
these impairments have diverse expression. In recent medical practice the need for reliable laboratory markers that would allow effective 
evaluation of copper status in human body with high sensitivity to detect even small changes in body copper levels is boldly underlined. 
This review presents the main aspects in copper physiology, clinical disorders in copper metabolism and key laboratory biomarkers for 
assessment of copper status
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