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The Influence of Naohuadan on the Level of Serum IGF- [ and
Lipoprotein Metabolism in the Ovariectomized Rat
HENG Zhi-an, LI Qing=ming, ZENG Zhi-yong, XIE Wenfeng, LI Hong-yi
( Memorial Hospital ¢ Sun Yat=sen University, Guangzhou 510120, China)

Abstract: The research focus on the influence of Naohuandan on the level of serum insulin-like growth factor [

(IGF- 1 ) and lipoprotein metabolism in order to determine the mechanism of the recipe on neurodegeneration in the ovari-

ectomized rats. The results show that the total cholesterol and low-density lipoprotein cholesterol of Naohuandan groups

were significantly lower than that of control group; triglycerides, and high-density lipoprotein cholesterol and serum IGF-

I of the recipe were significantly higher than that of control group. IGF- I between the control group and conjugated estro-

gen group had significant difference. The results indicate that Naohuandan could effectively regulate the metabolism of li-

poprotein and serum IGF- I to protect the neurons.
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A TC( mmol/L) TG( mmol/L) HDIL:- ¢ mmol/L) LDI ¢ mmol/L)
0OVX 2.555 0. 390 0.46 0. 116 0.38 £0.012 1.76 £0. 347
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