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Study on Lipid Regulation of Huangqi Powder and Huangqi Gegen Decoction

LUO Jiaoyan'?, GAO Ying’, WANG Chunyi’, YE Xuelan*, LI Weimin®, RONG Xianglu**(1. Doctorate Candidate in
2012, Guangzhou University of Chinese Medicine, Guangzhou 510006 Guangdong, China; 2. Pharmacy College,
Guangdong Pharmaceutical University, Guangzhou 510006 Guangdong, China; 3. School of Chinese Herbal
Medicine, Guangzhou University of Chinese Medicine, Guangzhou 510006 Guangdong, China; 4. Baiyunshan
Pangaoshou Pharmaceutical Co., Ltd, Guangzhou 511490 Guangdong, China; 5. Guangdong Provinical Key Laboratory
of Metabolic Diseases Prevented and Treated with Chineser Herbal Medicine, Guangzhou 510006 Guangdong, China)
Abstract: Objective To elucidate the pharmacological profiles of Huangqi Powder (HP) and Huangqi Gegen Decoction
(QGD) for regulating lipid metabolism. Methods Endogenous hyperlipidemia model was replicated in 8-week age
male rats which were administrated with 10 % fructose solution by free drinking for 5 weeks. Exogenous hyperlipidemia
model was replicated in 8-week age rats which were administrated with 53.5 % high fat diet for 13 weeks. HP or QGD
was simultaneously adminisirated by intragastric gavage during the modeling. The lipid parameters of plasma triglyceride
(TG), total cholesterol (TC), low density lipoprotein cholesterol (LDL-C), and serum glucose, insulin tolerance,
organ weight and hepatic TG were investigated. Results HP improved insulin tolerance (P < 0.05) and reduced
plasma TC, LDL-C (P < 0.05~0.001), on the basis of having no impact on food intake and water intake in
fructose—drinking rats. QGD only improved insulin tolerance(P < 0.05). In high—fat—feeding rats, HP decreased plasma
TC, body weight and epididymal fat weight (P < 0.01). However, QGD had no obvious effect. HP had better
pharmacological effects than QGD. Conclusion HP has better regulation effect on endogenous and exogenous
hyperlipidemian, and the mechanism needs to be further studied.

Keywords: Huangqi Powder; Huangqi Gegen Decoction; Lipid metabolism; Fructose; High fat diet
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Figure 1 Impacts on the food intake, water intake, body weight and organ weight in the rats with dyslipidemia induced by fructose
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Figure 2 Impacts on the glucose metabolism in the rats with dyslipidemia induced by fructose
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Figure 3 Impacts on the lipid metabolism in the rats with dyslipidemia induced by fructose
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Figure 4 Impacts on the body weight, organ weight and glucose metabolism in the rats with dyslipidemia induced by high fat diet
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