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Abstract: Objective Tumor is a major public health problem harmful to people’s health. Cell copper death provides a new
idea for the basic research of tumor. This paper reviews the latest progress of cell copper death in the field of tumor preven-
tion and treatment. Methods The literatures related to copper death in tumor prevention and treatment were summarized, and
the research status of copper death related genes in different types of tumors was reviewed. Results Ferredoxin 1 (FDX1),
lipoic acid synthase (LIAS), dihydro lipocyte answers (DLAT), and dihydro lipoamide S—succinyl transferase (DLST) were the
key regulatory genes of copper death, which were abnormally expressed in lung cancer, hepatocellular carcinoma, and breast
cancer. Among them, the low expression of FDX1 in tumor patients was related to the poor prognosis of the disease, while the
overall survival time of cancer patients with high expression of DLAT and DLST genes was decreased. In addition, targeting
copper death protein and promoting cell copper death inhibited the proliferation of cancer cells in vivo and in vitro. Conclu-
sion Several genes related to copper death, such as FDX1, LIAS, DLAT, and DLST, are abnormally expressed in cancer pa-
tients and are related to the occurrence, development, metastasis, and prognosis of the tumor. Targeted promotion of cell cop-
per death and inhibition of cancer cell proliferation provide a new direction for future basic research in the field of tumor,
which has public health significance for tumor prevention and treatment.
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