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Progress in Mechanistic Insights and Clinical Research on the Use of Acupuncture and Moxibustion
for the Prevention and Treatment of Atherosclerosis through Lipid Metabolism
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Abstract: Atherosclerosis (AS) is a chronic disease that occurs in the systemic arteries. In recent years, the incidence
rate and mortality of cardiovascular diseases caused by it continue to rise. Numerous studies have shown that abnormal lipid
metabolism is one of the key factors in the onset of atherosclerosis, and regulating lipid metabolism to prevent and treat AS
has become a research hotspot in the medical community. At present, the diagnosis and treatment scheme of modern medicine
for AS has a definite curative effect, but there are clear side effects, and it is difficult to make a breakthrough in the short
term. In recent years, many scholars have carried out relevant research and found that acupuncture and moxibustion has

great potential in improving the treatment of AS by lipid metabolism, and has made great progress in mechanism and clinical
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research, with remarkable results. This article reviews this, with a view to providing new ideas for the clinical diagnosis and

treatment of AS.

Keywords: acupuncture and moxibustion; lipid metabolism; atherosclerosis; overview; research progress
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