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Cyanidin-3-0-f-glucoside Induces Lipoprotein Lipase Activity Following the Activation of AMP-Activated Protein

Kinase in Skeletal Muscle Cells
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Abstract: Cyanidin-3-O-f-glucoside (Cy-3-g)-rich foods have been reported to inhibit the onset of obesity, but the
underlying mechanism has remained unclear. The induction of LPL activity in skeletal muscle will facilitate to the hydrolysis
of triglyceride (TG) by f-oxidation, which can result in the decrease of TG store in adipose and the inhibition of obesity. In
the present study, the isolation and culture method for skeletal muscle cells was established. The aim of our present study
was to explore the effect of Cy-3-g on LPL activity in the skeletal muscle cells isolated from rats. The results demonstrated

that Cy-3-g induced the activation of LPL in skeletal muscle cells due to the activation of pAMPK, suggesting that Cy-3-g

may have a potential role against obesity through the regulation of lipid metabolism.
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