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Advances in research on the relationship between ERO1A and malignant tumors
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Abstract Endoplasmic reticulum oxidoreductin 1A (ERO1A) is an endoplasmic reticulum-resident thiol oxidoreductase that contains
a flavin adenine dinucleotide and belongs to the endoplasmic reticulum oxidoreductase family. ERO1A modulates diverse intracellular
biological processes,including de novo disulfide bond formation in nascent polypeptides , maintenance of endoplasmic reticulum oxidative
homeostasis, and regulation of endoplasmic reticulum stress. Closely implicated in the initiation and progression of multiple malignant
tumors, ERO1A is aberrantly expressed in colorectal cancer, pancreatic cancer, hepatocellular carcinoma, breast cancer, lung adenocarci-
noma, and other neoplasms. By governing endoplasmic reticulum stress, tumor glycolytic metabolism, angiogenesis, and cellular apoptosis,
ERO1A facilitates tumor proliferation, invasion, and metastasis. This review addresses the molecular structure and biological functions of
EROT1A as well as recent research advances regarding its roles in various malignant tumors, thereby providing evidence-based references
for the diagnosis of malignant tumors and advanced therapeutic development.
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