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Abstract Inflammatory bowel disease(IBD) is a chronic, nonspecific inflammatory disease that primarily af-
fects the gastrointestinal tract, including ulcerative colitis(UC) and Crohn disease(CD). While the etiology of IBD
has not been clarified, the changes in environmental factors combined with an aberrant immune response in geneti-
cally predisposed individuals are putatively implicated in the pathogenesis of IBD. As an important component of
environmental factors, diet is closely associated with the onset and course of IBD, which may facilitate achieving
or prolonging remissions by influencing the gut microbiota and intestinal mucosal immunity. However, the thera-
peutic and preventive effect of diet is often underestimated, the current study hotspot of IBD is drug treatment.
Whereas dietary interventions are attainable and affordable, which plays a pivotal role in the treatment of 1IBD,
Traditional Chinese Medicine attaches great importance to preventative treatment, emphasizes the homology of
medicine and food, and sets great store by individuality, which shows outstanding advantages and broad research
prospects for maintaining remission and preventing recurrence.
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