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their intake ratio on colonic mucosal barrier function
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Abstract; Aiming to provide guidance for a balanced intake of w3 and w6 polyunsaturated fatty acids
(PUFA) in the population to achieve the prevention of chronic metabolic diseases based on the
maintenance of intestinal barrier function, the structure of the mucosal barrier of colonic tissues was
outlined, the roles of w6 and w3 PUFA intake on its function were summarised, and research progress on
the influences of the ratio of w6 PUFA to w3 PUFA intake on the colonic mucosal barrier function were
reviewed. w3 PUFA can increase the abundance of beneficial intestinal flora and inhibit the production of
pro — inflammatory cytokines, thus regulating the intestinal barrier function; whereas the intake of w6
PUFA will change the species and number of gut microorganisms in the organism, thus affecting the
performance of the intestinal mucosal barrier function. The ratio of w6 PUFA to w3 PUFA is closely
and a low ratio of w6 PUFA to w3 PUFA in fat

tissue is significant in reducing the risk of chronic diseases.

related to the stability of the colonic mucosal barrier,
In the future, further in — depth studies are

needed to investigate the mechanism of action of
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Fig.1 Structure of the mucosal barrier of colonic tissues
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