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[Abstract] Inflammatory Bowel Diseases (IBD) is a class of genetically related diseases caused by multiple
genes and environmental factors that accelerate the disturbance of the immune—gut—microbiome axis. Lesions often
involve multiple organs and systems. Biological agents are an important means of treating IBD and its extraintestinal
manifestations. Current studies suggest that biologics can bring benefits to patients, but paradoxical skin lesions,
joint lesions, and ocular lesions appear during the treatment. Diseases, pulmonary lesions and other manifestations
or lesions are easily ignored in clinical practice, thereby delaying the patient's condition and affecting the patient's
quality of life. Therefore, by summarizing the clinical characteristics and diagnosis and treatment experience of
contradictory extraintestinal manifestations in the current application of biological agents, this review aims to
improve the understanding of clinicians, identify this clinical manifestation early, and avoid delaying the patient's

condition.
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