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Abstract: Copper (Cu), an essential trace nutrient for nearly all living organisms, plays an irreplaceable role in biological
metabolism and material cycling. Both low and high concentrations of copper can lead to physiological dysfunction. Cuproptosis,
a recently discovered form of cell death, is characterized by unique mechanisms. Recent studies have revealed three different

mechanisms by which copper ions induce cancer cell death: oxidative stress, inhibition of the ubiquitin-proteasome system (UPS),
and copper deficiency inhibiting tumor cell angiogenesis. This paper will review the main mechanisms of cuproptosis and its

potential connections to pancreatic cancer.
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