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Role of enteral nutrition in the treatment of inflammatory bowel disease

WU Ting, WANG Hua-hong*
( Department of Gastroenterology , Peking University First Hospital , Beijing 100034 , China)

[ Abstract] Inflammatory bowel disease (IBD) is a group of chronic disorders, whose etiology has not yet been fully elucidated. The mucosal
immune system and the microbiota in the intestinal tract have been implicated in the pathogenesis of IBD, and both of these can be influenced by di-
et. Recent advances in basic and clinical science have demonstrated that diet plays a key role in the pathogenesis of IBD. Malnutrition is one the main
clinical manifestations of IBD, and dietary therapies such as enteral nutrition has demonstrated efficacy for induction and maintenance of remission, as
well as improvement in nutritional status. It is widely accepted that nutritional support therapy is an essential treatment for IBD, however, certain foods
might increase the likelihood of a flare, therefore, timely and appropriate use of individualized enteral nutrition therapy is needed.
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