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Analysis of SOD and HCY in acute cerebral infarction and acute cerebral hemorrhage patients”
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Abstract: Objective To investigate the significance of superoxide dismutase (SOD) and homocysteine (HCY) in patients with
acute cerebral infarction and acute cerebral hemorrhage. Methods Serum levels of SOD and HCY were detected in 251 acute cere-
bral infarction patients,204 acute cerebral hemorrhage patients and 485 healthy subjects. Results Compared with healthy subjects,
serum levels of SOD in acute cerebral infarction patients and acute cerebral hemorrhage patients were lower, but serum levels of
HCY were higher (P<C0. 05). There were significant differences of serum SOD and HCY levels among different types of cerebral
infarction patients (P<C0. 05). Conclusion There could be important value for determine of SOD and HCY in patients with acute
cerebral infarction and acute cerebral hemorrhage.
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