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[ Abstract] Objective To study the role of serum homocysteine (Hcy) in the formation of cerebral infarction a-
cute stage and carotid atherosclerotic plaque. Methods A total of 200 cerebral infarction patients were selected as the
research object,and were divided into acute group (group A 120 cases) ,convalescence group ( group B 80 cases). In
the same period, 100 cases of healthy people from physical examination were recorded as control group. The serum homo-
cysteine levels of the three groups were detected by the enzyme circulation method with the Roche Standard P800 Auto-
matic Biochemical Analyzer. At the same time,the formation of carotid atherosclerotic plaques was detected of the three
groups. In addition, the serum homocysteine levels of 1 d,3 d,7 d,14 d,21 d and 30 d after admission were detected.
Results The serum Hcy level in group A was higher than that in group B and control group,while group B was higher
than control group,and the difference was statistically significant (all P <0.05).In group A,serum Hey levels of 1 d,
3d,7d,14 d,21 d and 30 d after admission declined gradually, with statistically significant differences (all P <0.05).
The serum Hcy level of group A patients with no patch group was lower than that of the single patch group and the multi-
ple patch group,while the single patch group was lower than that of the multiple group,and the difference was statistical-
ly significant (all P <0.05). By Spearman rank correlation analysis,the serum Hey level was negatively correlated with

the acute phase of cerebral infarction,and was positively correlated with carotid atherosclerotic plaque formation. Smok-
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ing history , abnormal glucose metabolism , hypertension accounted rate of plaque group were significantly higher than non

plaque group,and triglyceride (TG) ,serum total cholesterol (TC) and low density lipoprotein cholesterol (LDL-C) lev-

els were significantly higher than non plaque group,the differences were statistically significant ( P <0.05). Multivariate

Logistic regression showed that smoking history, glucose metabolism disorder, a history of hypertension TG, TC, and

LDL-C were the risk factors of carotid atherosclerotic plaque (P <0.05). Conclusion The serum homocysteine levels

is closely associates with the occurrence and development of cerebral infarction,the degree of carotid atherosclerosis in-

creased with the serum homocysteine levels.
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