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Clinical evaluation of homocysteine and folate concentrations detection in cerebrovascular-disease *
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Abstract: Objective To investigate the relationship between homocysteine (Hey) concentrations and folate levels in serum of
patients with cerebrovascular -disease. Methods Using the serum of 63 cases of patients in hospital with cerebrovascular-disease,
including 24 cases of cerebral hemorrhage,39 cases of cerebral infarction,40 cases of healthy people in the same age to do the con-
centration detection. Testing the homocysteine (Hcy) concentrations in serum through the enzymatic cycling assay. Testing the fo-
late concentrations in serum through chemiluminescence. Then compared with the concentrations of Hcy and folate in these groups.
Results Compared with the patients of cerebrovascular-disease and healthy people, the differences between Hcy concentrations and
folate concentrations were statistically significant (P<C0. 05). Folate concentrations in serum decreased with the increase of the Hcey
concentrations in cases of cerebral hemorrhage and cerebral infarction groups,negative correlation (#=—0. 14 and —0. 17). Conclu-
sion In the serum of cerebrovascular-disease patients, Hcy concentrations increase, but folate concentrations decrease. This shows

that high homocysteine is one of the risk factors for cerebrovascular-disease. High-risk groups of cerebrovascular-disease should test

Hcy and folate concentrations in serum regularly. By folate supplement and other therapeutic measures, the Hcy level can be con-

troled within the normal range,so that to reduce the incidence of cerebrovascular-disease.
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