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Mechanism of cuproptosis in Wilsons disease based on the importance of copper homeostasis
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Abstract .

Copper plays a very important role in the physiological activities of the body. Copper metabolism disorders

due to various reasons can disrupt the copper homeostasis of the body to cause a deficiency or excess of copper,resulting in
a series of pathological processes that eventually lead to cell death and organ dysfunction. Cuproptosis,a newly discovered
cell death mechanism,is related to copper overload. Cuproptosis has been confirmed in Wilsons disease, which is of great

significance for future research on the mechanism and treatment of copper metabolism disorders.
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