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Abstract: Inflammatory bowel disease (IBD) is a chronic inflammatory disease in which the disease can affect the entire digestive tract, and its
etiology is unclear.Due to the prolonged course of the disease and the repeated difficulty in healing, it often has a serious impact on the nutritional
status of patients.Malnutrition in patients with IBD often includes a lack of multivitamins. The reasons may be related to insufficient intake, intestinal

absorption disorders, overgrowth of intestinal bacteria, and the use of related drugs.This article now reviews the research of several common vitamins

related to IBD in IBD, aiming to help clinical research and treatment of IBD vitamin deficiency.
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