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Research progress on the effects of dietary fiber on atherosclerosis by
regulating gut microbiota and gut microbial metabolites
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ABSTRACT: Dietary fiber is a kind of carbohydrate polymer that cannot be digested and absorbed, it promotes the
dynamic balance of gut microbiota by regulating the growth of intestinal flora, and then affects the production of gut
microbial metabolites such as lipopolysaccharides, trimethylamine N-oxide, short-chain fatty acids and bile acids to
regulate host physiological health. Atherosclerosis is a chronic inflammatory disease, and its occurrence and
development are closely related to lipid metabolism disorder and inflammatory response. The abnormality of gut
microbiota and gut microbial metabolites has been proved to be an important cause of chronic inflammation and lipid
metabolism disorder. Dietary interventions of atherosclerosis have received increasing attention in recent years. This
article presented the definition of dietary fiber, the effects of dietary fiber on atherosclerosis, the effects of dietary
fiber on the gut microbiota, and the potential role of gut microbial metabolites in atherosclerosis with the aim of
providing a theoretical reference for the prevention and treatment of atherosclerosis with dietary fiber.
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Table 1 Effects of dietary fiber on gut microbiota
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4.1 LPS H1EM
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W LPS 454 % [ (lipopolysaccharide binding protein,
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FIBERE L FE 2 (myeloid differentiation protein-2, MD-2)
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