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[Abstract] Endoplasmic reticulum redox protein 1 (ERO1) is a key moleculear in cell protein folding
and plays an important role in the normal physiological activities of cells. Recent studies have found that
ERO1 was highly expressed in various types of tumor tissues and cell lines,and its expression level was close-
ly related to the occurrence and development of tumors and the prognosis of patients. This article reviewed the
research progress of the biological characteristics of ERO1 and its relationship with tumors,and prospected

that EROI intervention could be used as a new intervention strategy for clinical prevention and treatment of

tumors.
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