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[Abstract] Objective To investigate the relationship between Dimethylarginine Dimethylaminohydrolase
2C-449G Gene and atherothrombotic cerebral infarction. Methods A total of 345 patients with ischemic stroke
and 201 controls were enrolled in the study. DDAH2C-449G gene was chosen as the genetic marker. Polymer-
ase chain reaction (PCR) and restriction fragment length polymorphism (RFLP) were used to detect DDAH2
gene polymorphism. Results GG genotype and G allele frequency in atherothrombotic cerebral infarct group
were higher than those in control group (P<C0. 05). Conclusion DDAH2C-449G gene polymorphism may be

related to the incidence of atherothrombotic cerebral infarction. G allele may be the predisposing gene of ather-

othrombotic cerebral infarction.
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