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Abstract

Inflammatory bowel disease (IBD), including
ulcerative colitis (UC) and Crohn’s disease
(CD), is a chronic relapsing inflammatory
disease affecting the gastrointestinal tract. The
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year by year in China. Currently, the IBD
research is focused on genetically predisposed
factors, immune response, environmental
triggers and infections. However, the etiology
of IBD is still unclear. Recently, more attention
has been paid to the research of neural
regulation affecting the progression of IBD.
Previous research has revealed that psycho-
neuro-endocrine-immune modulation through
the brain-gut axis plays a crucial role in the
pathogenesis of IBD. It is important to explore
other psychotherapies applied to adjutant
therapy in IBD. This review reviews the recent
advances in understanding the relationship
between the brain-gut axis and inflammatory
bowel disease.
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