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Abstract  Inflammatory bowel disease (IBD) represents a significant challenge in modern gastroenterology,
characterized by a chronic course, recurrent exacerbations, and numerous complications. Although traditional treatments,
including immunosuppressants, biologics, and surgical interventions can alleviate symptoms to some extent, the therapeutic
efficacy remains limited, and the long-term prognosis for some patients is poor. Recent preclinical studies have identified
cuproptosis as a key mechanism in the pathogenesis of IBD. Cuproptosis is closely associated with oxidative stress system,

gut microbiota composition and acylated proteins, contributing to intestinal epithelial cell damage and exacerbating local

intestinal inflammation. This article reviewed research progress on mechanism of cuproptosis in IBD, aiming to elucidate

IBD-related mechanisms and provide novel insights for disease diagnosis and treatment.
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