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Abstract Ulcerative colitis (UC) is a chronic non—specific intestinal inflammatory disease. lIts pathogenesis may be relat-
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ed to heredity, environment, immunity and microorganism. n-3PUFAs are the main components of deep—sea fish oil and
they are important bioactive substances in nature. Studies have shown that n—-3PUFAs have great potential in the preven-
tion and treatment of UC, but the mechanism is still unclear. The possible mechanism involves the regulation of inflam-
matory response, oxidative stress, immune response and intestinal flora. This paper makes a review of this in order to
provide a theoretical basis for the application of n-3PUFAs in the control of UC.

Keywords n-3PUFAs; ulcerative colitis; intervention mechanism



