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Abstract: Hyperhomocysteinemia is a group of common metabolic diseases caused by varied inherited and non-inherited disorders. Among inherited hyperhomocysteinemia,
cystathionine B-synthase deficiency, methylenetetrahydrofolate reductase deficiency, and methionine adenosyltransferase deficiency manifest as isolated
homocysteinemia, whereas cobalamin metabolic disorders can lead to methylmalonic acidemia combined with homocysteinemia. Non-inherited diseases, such as
deficiencies of cobalamin, folic acid, vitamin Bg and betaine, can also cause hyperhomocysteinemia. The treatment strategies should vary according to the cause of
the diseases. In order to improve the strategies for the treatment and prevention of hyperhomocysteinemia, domestic multidisciplinary experts made fully discussion
on the etiology, diagnosis, treatment and prevention of hyperhomocysteinemia on the basis of both domestic and international experience and guidelines, and

reached this consensus.
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