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Effects of Moxibustion on Liver Pathology and Lipid Metabolism in Apolipoprotein E-deficient Mice
Yu Mengyun, Ha Lue, Huang Chang,Huang Xunying,Zhao Baixiao
( Beijing University of Chinese Medicine, Bejing 100029 , China)
Abstract Objective;To observe the intervention effects of moxibustion on liver pathology and lipid metabolism in ApoE ™~ mice
with atherosclerosis. Methods: Forty-eight ApoE ™"~ mice (8 weeks old) were randomly divided into model group (n =16) , mox-
ibustion group (n =16) , and medicine group (n =16). Sixteen same age C57BL/6 mice were used as blank controls. Mice in the
blank control and model control group were fixed without any treatment. Mice of the moxibustion groups received both fixation and
moxibustion on Guanyuan (RN4). Medicine group received simvastatin suspension (2.8 mg/kg) by intragastric administration.
All the manipulations were given 20 min each day, 6 days each week, 12 weeks totally. Contents of total cholesterol (TC) , tri-
glyceride (TG) and low density lipoprotein cholesterol ( LDL-C) and high-density lipoprotein cholesterol ( HLD-C) were deter-
mined by colorimetric method. Liver pathological changes of mice in each group were observed by oil red “0” staining method.
Results; TC content of mice in each group was normal group < medicine group < moxibustion group < model group. Comparing to
the model group, mice in the moxibustion group and medicine group has significant lower level of TG (P <0.05) and LDL (P <
0.05). The content of serum HDL showed: normal group > medicine group, moxibustion group > model group. There was no sig-
nificant differences between medicine group and moxibustion group. There was a remarkable decreasing of swelling degree of liver
cells and less infiltration of inflammatory cells and fewer red-stained fat droplets in the moxibustion group and medicine group com-
pared with the model group. Conclusion: Moxibustion can decrease the content of serum TC, TG, LDL and increase the content
of HDL in ApoE ™~ mice, and significantly regulate the liver pathology in the process of AS, which may be one of the mechanisms
for relieving the damage of vascular intima and atherosclerosis by regulating lipid metabolism.
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