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Research Status and Progress of Hyperhomocysteinemia

SUN Kexin, LIN Fanqi, WANG Shumei,ZHANG Yiwen, LI Haorui, LI Mingguang* (College of Laboratory Medicine, Jilin
Medical University, Jilin City, Jilin Province 132013, China)

Abstract: Hyperhomocysteinemia (HHcy) is an amino acid metabolic disorder characterized by abnormally elevated levels of homocyste-

ine (Hey) in the blood, resulting from the impaired conversion of Hey to methionine. Studies have shown that HHey is not only a signifi-

cant risk factor for atherosclerosis but also an independent risk factor for stroke , posing a serious threat to human health. This paper will

explore the mechanisms by which HHcy is associated with various diseases , aiming to provide a new perspective for the clinic, in order to

offer new ideas for better prevention, diagnosis, and treatment of HHcy.

Keywords : homocysteine ; hyperhomocysteinemia ; cardiovascular disease ; chronic kidney disease ; diabetes ; H-type hypertension.
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