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Abstract: Homocysteine (Hcy) is a kind of nonessential a-amino acid. Over the years, studies have found
that Hey has an internal relationship with a variety of diseases. It is not only recognized as an independent risk
factor for cardiovascular and cerebrovascular diseases,but also affects the occurrence and development of multi
system diseases. The essence of its effect on multi system and multi organ is inflammatory response of various
media. Hyperhomocysteinemia can increase oxidative stress, promote the reconstruction of blood vessel and
tissue morphology by up regulating the expression of pro-inflammatory factors,leading to endothelial cell dys-
function, thus affecting the function of various systems. In this paper,we will review the correlation between
hyperhomocysteinemia and inflammatory response diseases, and further understand the hyperhomocysteine-
mia.
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