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Abstract

Serum Fetuin-A is a plasma glycoprotein from the cystatin superfamily, which is mainly produced by the liver. It is involved in
the regulation of tumor development, calcium and bone metabolism, insulin resistance and other biological effects, and also plays
an important role in cardiovascular diseases. Fetuin-A reduces the risk of cardiovascular disease (CVD) mainly by inhibiting
ectopic calcification, and aggravates the risk of CVD by stimulating the proliferation of human aortic smooth muscle cells and
enhancing insulin resistance. Hypoxia Inducible Factor-1 (HIF-1) is one of the hot molecules in the field of biomedical research.
Recent studies have shown that serum HIF-1 levels are closely related to cardiovascular diseases such as atherosclerosis, coronary
atherosclerotic heart disease, hypertension and heart failure.This paper mainly introduces the relationship between Fetuin-A, HIF-1
and cardiovascular related diseases.
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