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Ulcerative colitis (UC) exhibits chronic intestinal inflammatory conditions with cycles of re-
lapse and remission. The incidence is rapidly growing in Asian countries including South Korea
possibly due to changes in lifestyles. Although the etiology of inflammatory bowel disease is
inconclusive, gut microbiota composition is considered a critical factor involved in the patho-
genesis of UC. The overgrowth of pathogenic bacteria evokes hyper-immune responses in gut
epithelium causing tissue inflammation and damage. Also, failure to regulate gut epithelium
integrity due to chronic inflammation and mucus depletion accelerates bacterial translocation
aggravating immune dysregulation. Gut microbiota composition responds to the diet in a very
rapid manner. Epidemiological studies have indicated that the risk of UC is associated with low
plant foods/high animal foods consumption. Several bacterial strains consistently found de-
pleted in UC patients use plant food-originated dietary fiber producing short chain fatty acids
to maintain epithelial integrity. These bacteria also use mucus layer mucin to keep gut micro-
biota diversity. These studies partly explain the association between dietary modification of gut
microbiota in UC development. Further human intervention trials are required to allow the use
of specific bacterial strains in the management of UC.
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Fig. 1. Diet-associated dysbiosis

in the development of ulcerative

colitis. Western-style diet deprived

of plant foods provides less non-

digestible carbohydates (e.g., dietary

fiber) for bacterial use. Several bac-

& terial strains become less abundant

e e producing less short-chain fatty ac-

/ ids and reducing mucin availability.

Decreased short-chain fatty acids

production and mucin availability

weakens epithelium integrity and

aggravates dysbiosis and immune

dysregulation contributing to gut
inflammation.
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CONCLUSION
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