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Research progress on lipid-regulating mechanism of berberine
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Abstract: Berberine is an isoquinoline alkaloid isolated from Coptis chinensis, and it is applied widely in clinic as a traditional
anti-inflammatory and antibacterial drug for a long time. In recent years, it has been discovered that berberine still has lipid-regulating
effects. Berberine plays the role of lipid-regulating by adjusting the structure of intestinal flora, influencing the synthesis and
metabolism of bile acid, up-regulating the expression of low density lipoprotein receptor (LDLR), activating the expression of
visceral adipose tissue related genes, elevating the expression of adiponectin, activating AMP-activated protein kinase (AMPK)

pathways, and improving insulin resistance. This paper mainly summarizes the lipid-regulating function of berberine and its

mechanisms of action.
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