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[ Abstract ] Lipid metabolism is one of the main metabolisms in human body, including fat metabolism, cholesterol metabolism
phospholipid metabolism. Lipid metabolism disorder are mainly triglyceride, total cholesterol, low-density lipoprotein cholesterol increased
and high-density lipoprotein cholesterol decreased, which is an important cardiovascular and cerebrovascular diseases such as acute coronary
syndrome and stroke. As a new bio-active peptide in the renin-angiotensin system, angiotensin-(1-7) has been studied by researchers at
home and abroad in recent years, and it has been found to play a role in cardiovascular diseases such as bring high blood pressure down,
anti-myofibrosis, anti-arrhythmia, and improvement of atherosclerosis. Angiotensin-( 1-7) contribute to lipid metabolism by inhibiting fat

synthesis, promoting fat breakdown, improving steatosis and regulating cholesterol transport. The progress of angiotensin-( 1-7) and lipid

metabolism is reviewed.
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