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Qushi Huayu Decoction Inhibits Hepatic Lipid Accumulation by Activating AMP-Activated Protein Kinase

in Experimental Fatty Liver of Rats
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(Institute of Liver Diseases, Shuguang Hospital Affiliated to Shanghai University of Traditional Chinese Medicinet ,
Shanghai 201203, China)

Abstract Objective: The present study was conducted to investigate whether Qushi Huayu Decoction ( QHD) could inhibit he-
patic lipid accumulation by activating AMP-activated protein kinase (AMPK) in experimental faity liver of rats. Methods: Nonal-
coholic fatty liver (NAFL) model was duplicated with high-fat diet in rats. Results: QHD significantly decreased the accumulation
of fatty droplets in livers, lowered triglyceride (TG) and free fatty acid (FFA). Moreover, QHD supplementation reversed the
HFD-induced decrease in the phosphorylation levels of AMPK and acetyl-CoA carboxylase ( ACC) and decreased hepatic nuclear
protein expression of sterol regulatory element-binding protein-1 (SREBP-1) and carbohydrate-responsive element-binding protein
(ChREBP) in the liver. Conclusion: QHD has significant effect on inhibiting hepatic lipid accumulation via AMPK pathway in
vivo.
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