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Pharmacodynamics Study of Yuhu Decoction on Diabetes in db/db Mice

DING Qinxia', CHEN Wanji?, YANG Minghua®, LI Xiaodong®, ZHU Fangfang’(1. The First Affiliated Hospital of
Zhejiang Chinese Medicine University, Hangzhou 310006 Zhejiang, China; 2. Tongde Hospital of Zhejiang Province,
Hangzhou 310012 Zhejiang, China; 3. The Key Laboratory of Diabetes, Zhejiang Institute of Traditional Chinese
Medicine, Hangzhou 310023 Zhejiang, China)

Abstract: Objective To study the pharmacodynamics effects of Yuhu Decoction(YD) on lowering the level of blood
glucose and lipid in db/db mice, and to compare the pharmacodynamic actions of the original decoction with the
decoction with Radix Ginseng replaced by Radix Codonopsitis. Methods Spontaneous type 2 diabetes db/db mice aged
12 weeks with blood glucose level over16.7 mmol -L™" were randomized into model group, YD group, modified YD
group( YD with Radix Ginseng replaced by Radix Codonopsitis) , and Xiaoke Pills group according to the blood glucose
level. Wild type male db/db mice served as the normal control. After medication with the corresponding drug for 8
weeks, blood glucose and total cholesterol(TC ), triglyceride(TG ), high—density lipoprotein cholesterol(HDL-C) and
low—density lipoprotein cholesterol (LDL-C) were detected by biochemical analyzer, Serum levels of superoxide
dismutase (SOD ), malondialdehyde(MDA), insulin and interleukin 6 (I.-6) were detected by microplate reader
according to kit method. Results Compared with the model group, the levels of glucose, TC, TG, MDA and IL-6 in
blood were decreased, and SOD activities and insulin level were increased in YD group(P<0.05, P<0.01) ; the

observation indexes except the MDA showed the same changes in modified YD group(P<0.05, P<0.01). Conclusion

Yuhu Decoction has the effects of lowering the level of blood glucose and lipid in type 2 diabetes db/db mice, and the
effect keeps steady when Radix Ginseng in the decoction is replaced by Radix Codonopsitis.

Keywords: Yuhu Decoction; Type 2 diabetes; db/db mice; Blood glucose; Blood lipid
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