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Research advances in association between childhood obesity and gut microbiota
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Abstract: In recent years, more and more studies have noted the close association between gut microbiota and the
development and progression of obesity. Gut microbiota may act on obesity by increasing energy intake, affecting the
secretion of intestinal hormones, inducing chronic systemic inflammation, and producing insulin resistance. This article
reviews the association between childhood obesity and gut microbiota, as well as possible mechanisms, in an attempt to

provide a reference for the etiology, prevention and treatment of childhood obesity.
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