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[ Abstract)

cute cerebral infarction. Methods

Objective To observe the clinical efficacy and safety of edaravone combined with hyperbaric oxygen on a-
96 patients with acute cerebral infarction admitted to our hospital from October 2010 to May
2013 were randomly divided into treatment group (56 cases) and control group (40 cases). Control group was given conven-
tional treatment, treatment group was given edaravone and hyperbaric oxygen on basis of control group, both treated for 20 days.
The neurological deficit scores, indexes of blood rheology and effect between two groups were compared before and after treat-
ment. Results The total efficacy of treatment group was 92.9% (52/56), higher than that of the control group of 80.0%
(32/40) (P<0.05). After treatment, the neurological deficit scores, blood viscosity, plasma viscosity, erythrocyte aggrega-
tion index, fibrinogen in treatment group were lower than those of control group (P <0.05). There was no obvious adverse reac-
tions in 2 groups. Conclusion Edaravone combined with hyperbaric oxygen in treating acute cerebral infarction can effectively
improve the blood rheology, reduce neurological damage, being obviously effective and safety.
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Table 3  Comparison of blood rheology indexes between two groups before and after treatment
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