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ABSTRACT: The homocysteine theory of arteriosclerosis was discovered in 1969 by the study of vascular pathology of children
with inherited disorders of homocysteine metabolism. Indeed, in the years since the discovery of the homocysteine theory of
arteriosclerosis in 1969, many retrospective and prospective human observational studies have established hyperhomocysteinemia as a
potent independent risk factor for atherosclerosis. This paper focuses on the mechanisms of homocysteine-induced atherosclerosis from
the following aspects: oxidative stress, endothelial dysfunction and inflammation; microbes, lipoproteins and the formation of vulnerable
plaques; matrix metalloproteinases and matrix metalloproteinase-2.
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