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ABSTRACT Objective: To explore the mechanism of Yinlingtong capsules to lipid metabolism. Methods: After rat hyperlipidemia
model was prepared by the high-fat diet, the different doses Yinlingtong capsules were administered by one time every two days. Atfer
three consecutive months, the serum lipid, malonic aldehyde (MDA), superoxide dismutase (SOD)and the activity of glutathione peroxi-
dase (GSH-Px), high density lipoprotein receptor SR-BI, LDL receptor (LDLR), oxidation of low-density lipoprotein (ox-LDH detection
of liver tissue) receptors CD36 protein expression of mRNA levels and the vascular histological changes were detected. Results: The
serum total cholesterol (CH), triglyceride (TG), low-density lipoprotein cholesterol (LDL-C) and atherogenic index (Al values) of the
high-fat diet were significantly increased in the high-fat rat, and Yinlingtong capsules could reduce the above-mentioned indicators a dose
dependent. Fat diet can increase the liver in SR-BI and CD36 expression, reduce LDLR expression, and Yinlingtong capsules leaded to
the overexpression of SR-BI LDLR and decrease of CD36 expression. High-fat diet increased serum MDA content, and Yinlingtong cap-
sules could significantly lower serum MDA content. Conclusion: Yinlingtong capsules could regulate lipid metabolism, anti-atherosclero-
sis  (AS), and anti-lipid peroxidation in the high-fat rat. The mechanisms were related with overexpression of SR-BI, LDLR in the liver
and reducing CD36 expression in the liver and serum MDA.
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Table 1 YLevels of serum lipid reduced by Yinlingtong capsules
(Group) CH(mmol/l) TG(mmol/l) LDL-C (mmol/l) VLDL-C (mmol/l) HDL-C (mmol/l)
(Normal group) 3.05+ 0.63 1.02+ 0.27 3.34% 0.69 0.68+ 0.17 1.34+ 0.23
(Fat group) 14.73+ 1.2* 2.07+ 0.51* 8.73+ 1.46* 0.58+ 0.29 1.68+ 0.45
(Low-dose group) 8.72+ 3.72 1.57+ 0.43 7.02+ 2.3 0.42+ 0.12 1.44% 0.32
(High dose group) 6.23+ 1.78" 1.13+ 0.32% 594+ 3.2 0.42+ 0.13 1.32+ 0.27
* P<0.05 # P<0.05,
Note: *: compared with control group P <0.05, #: compared with the high-fat group P<0.05.
2.2 mRNA LDL LDLR
LDL P<0.05
2 SR-BI o CD36
P<0.01 HDL CD36
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Fig. 4 Detection of oxidative stress-related indicators in each group
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