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Research Progress of Cuproptosis in Tumor Therapy
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Abstract: Excess copper induces programmed cell death (PCD) in tumor cells, known as cuproptosis. This
process occurs through disruption of tumor cell metabolism and induction of protein toxicity stress, highlight-
ing the complex interplay between copper homeostasis and tumor metabolism. The specific mechanisms of cop-
per metabolism and cuproptosis in cells are reviewed, and the applications of copper-based nanomaterials in
tumor therapy are described. The results show that copper-induced cell death provides a new perspective for
tumor therapy and has potential application prospects.
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Fig. 1 Intracellular copper metabolism process
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Fig. 2 Schematic diagram of cuproptosis mechanism
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