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Study on the Molecular Mechanism of Xiongbitong Capsule in Regulating the Blood Lipid Metabolism. Sun Lina, Wang Senlin, Tang
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Abstract Objective To investigate the effect of xiongbitong capsule on blood lipids metabolism in hyperlipemia rats and study the
molecular mechanism of xiongbitong capsule in decreasing serum lipid. Method (160 Wistar rats were divided into three groups random-
ly: the control group with normal food, hyperlipemia group with rich lipids food and treatment group with rich lipid food plus xiongbitong
capsule 12¢g/ (kg - d). After 12 weeks, blood sera were taken to observe the effects of xiongbitong capsule. 240 wistar rats were divided
into 4 groups randomly including rats of control group fed with normal diet, rats of high lipid group fed with high fat diet,and rats of xiong-
bitong capsule group fed with high fat diet and xiongbitong capsule 12g/ (kg « d), and rats of xuezhikang group fed with high fat diet and
xuezhikang 0.216g/ (kg + d). After 30 days,the levels of liver LDLR mRNA were detected by RT — PCR. Results (D Compared with the
normal control group, there was a significant increase in serum concentration of total cholesterol ( TC ), triglyceride (TG) (1. 83,
1. 09mmol/L) and decrease in HDL (2.06mmol/L,P <0.05). The serum concentration of TC and TG decreased to 1.42 and 0. 70mmol/
L. @Compared with the higt fat group,the xionghitong group can significantly increase the gene expression of LDLR mRNA in liver (P <
0.01). But there was no significant different between the xiongbitong group and xuezhikang group( P >0.05). Conclusion Xiongbitong
capsule might have myocardial protective effect by correcting blood lipid. The effect of regulating serum lipid xiongbitong capsule might as-

sociate with its increasing the gene expression of liver LDLR and increasing the excretion of serum LDL - C.
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