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[ ABSTRACT ] Aim To detect the plasma levels of asymmetric dimethylarginine (ADMA) in patients with cerebral
infarction (CI) ; To analyze the relations between ADMA and CI, other traditional risk factors of CI; To explore the role of
ADMA in the pathogenesis of CI. Methods 100 patients with CI were collected ( CI group) , and 80 healthy examina-
tion individuals were as the control group.  Plasma level of ADMA was determined by high performance liquid chromatog-
raphy in the two groups.  Fasting blood glucose, lipids and blood pressure in a calm state were measured at the same time.
Logistic regression analysis and Spearman correlation analysis were performed on the risk factors of CI. Results (1)
Compared with control group, the level of plasma ADMA in CI group was obviously increased (1.48 +0. 60 mg/L vs 0.91
+0.47 mg/L, P<0.01). (2)Logistic regression analysis showed that systolic blood pressure, low density lipoprotein,
smoking, ADMA, and cerebral artery stenosis or occlusion were independent risk factors for CI.  (3) Spearman correlation
analysis showed that ADMA was positively correlated with systolic blood pressure, low density lipoprotein, serum creati-
nine, smoking, and cerebral artery stenosis or occlusion. Conclusions High plasma level of ADMA is closely related

with the occurrence of CI.  ADMA can be used as a detection index of the CI risk factors.
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Table 1. Logistic regression analysis with cerebral infarc-
tion as the dependent variable and the results of the various

indicators doing
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Table 2. Correlation between plasma ADMA and all other

risk factors in patients with cerebral infarction
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