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Abstract: Copper accumulation leads to cell death, which known as cuproptosis. Cuproptosis is
associated with the occurrence, progression and prognosis, indicating that cuproptosis-related
genes (CRGs) may serve as markers for cancer diagnosis, predictors for patient prognosis, as well
as potential biological targets for tumor treatment. This review summarizes the research progress

on CRGs and their relationship with malignant tumors.
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Hi%%ia 5 1 ATP7B SLC31A1 1,
1.1 AT HiRERE FDX1

FDX 1 4 % 19 340 Ji it il — 4 40 28 1 % Ak hy
TR B — A4 B O Y B S AL £ B A
b DLAT W) 5398 i, IF B s 15 5 26 11 8 PR O
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LIPT1 LIAS F1 DLD J& B~ 2 & H 5 TA& i
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