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Abstract Inflammatory bowel disease (IBD), including ulcerative colitis and Crohn’s disease (CD), is a chronic
non-specific inflammatory disorder with unknown etiology. ~ With the development of immunological and biological
studies, more and more biological agents have been studied and used for the treatment of IBD, which is a direction for

future development of agent therapy. This review summarized the current status and prospects of biological agent therapy

for IBD.
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