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treatment of metabolic diseases
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Abstract: Chronic noncontrollable inflammation is crucial for the onset and development of metabolic diseases such as diabetes
mellitus, nonalcoholic fatty liver disease (NAFLD), and atherosclerosis. The natural product berberine has favorable improving
activities on metabolic diseases and has significant inhibitory activities on chronic inflammation accompanied. The studies showed
that the anti-inflammatory activity of berberine was mainly associated with the modulation of AMP-activated protein kinase
(AMPK), nuclear factor-kB (NF-kB), as well as the gut microbiota. The in-depth investigation of the anti-inflammatory activity of
berberine will provide further scientific evidences for its clinical application to treat metabolic diseases.
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Fig.1 Main mechanism and cell signaling pathway of

berberine in the treatment of metabolic diseases
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