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Abstract : Inflammatory bowel disease (IBD) is a kind of disease with a life-long recurrence. It has a long course of
disease ,many complications, high disability rate , high mortality ,long-term medication and high cost. Its prevalence has been
increasing year by year in the Asia Pacific region,and has become an important health issue in the world. In the treatment of
IBD, dietary therapy is showing more and more evidence-based medical evidence in inducing remission and maintaining remis-
sion. More and more new drugs are being developed and accepted for clinical trials. The potential and indications of fecal
bacteria transplantation are constantly being tapped and cognitive behavioral therapy is recommended for the treatment of
IBD-related psychological disorders. With the in-depth study of IBD mechanism and multi-center international cooperation, it is
believed that there will be more cost-effective clinical therapies and more suitable therapies for the Chinese patients in the future.
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