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Effect of Herbal Cake—separated Moxibustion on Serum Adiponectin and Blood

Lipid Levels in Rabbits with Atherosclerosis
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(Abstract] Objective To observe the effect of herbal cake—separated moxibustion on serum adiponectin and lipid content of
atherosclerotic rabbits. Methods 40 male New Zealand rabbits were randomly divided into normal group, model group, herbal cake—
separated moxibustion group and atorvastatin group, with 10 rabbits in each group. The model group was fed with high—cholesterol diet,
the atorvastatin group was fed with high—cholesterol diet plus atorvastatin, and the herbal cake-separated moxibustion group was fed
with high—cholesterol diet and given herbal cake—separated moxibustion, and samples were taken after 12 weeks. The content of
serum total cholesterol (T'C), triglyceride (T'G), low density lipoprotein cholesterol (LDL-C) and serum adiponectin (ADPN) were measured

by ELISA. HE staining was used to observe the morphology and structure of rabbit aortic wall. Results After intervention, TC, TG
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and LDL-C in the model group were significantly higher than those in the normal group (P<0.01), the serum ADPN level in
the model group decreased significantly (P<0.01). Compared with the model group, TC, TG and LDL-C in herbal cake—separated
moxibustion group and atorvastatin group were all decreased to different degrees (P<0.01, P<0.05), the serum ADPN content in
the herbal cake —separated moxibustion group increased (P<0.05), the serum ADPN level in atorvastatin group increased, but
the difference was not statistically significant (P>0.05). Compared with the normal group, the aortic wall structure of the model group was
significantly damaged, and compared with the model group, the aortic endothelial structure of the herbal cakeseparated moxibustion group
and atorvastatin group was significantly improved. Conclusion The anti—atherosclerotic mechanism of herbal cake-separated

moxibustion may be related to regulating the content of serum ADPN, reducing the level of blood lipid, improving the injury of

arterial wall, and preventing and treating the formation of atherosclerotic plaque.
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