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Clinical study on butylphthalide in treatment of acute cerebral infarction

GONG Hong-ying, LI Tong
Department of Neurology, Xiangyang Central Hospital, Xiangyang 441021, China

Abstract: Objective To compare the effects of Butylphthalide and Sodium Chloride Injection and Sodium Ozagrel Injection in
treatment of acute cerebral infarction. Methods Patients (80 cases) with acute cerebral infarction in Xiangyang Central Hospital from
April 2013 to January 2016 were randomly divided into the control and treatment groups, and each group had 40 cases. The patients in
the control group were iv administered with Sodium Ozagrel Injection, 80 mg added into 500 mL normal saline, twice daily. The
patients in the treatment group were iv administered with Butylphthalide and Sodium Chloride Injection, 25 mg/time, twice daily.
After treatment, the clinical efficacies were evaluated, and the changes of NIHSS scores, levels of VEGF, and cerebrovascular reserve
capacity in two groups before and after treatment were compared. Results After treatment, the total efficacies in the control and
treatment groups were 75.00% and 87.50%, respectively, and there were differences between two groups (P < 0.05). After treatment
for 7 and 14 d, NIHSS scores in two groups were significantly decreased, but level of VEGF and cerebrovascular reserve capacity
were significantly increased, the differences were statistically significant in the same group (P < 0.05). After treatment, the
observational indexes in the treatment group were significantly better than those in the control group, with significant difference
between two groups (P < 0.05). Conclusion Compared with Sodium Ozagrel Injection, Butylphthalide and Sodium Chloride
Injection has clinical curative effect in treatment of acute cerebral infarction, can effectively improve the recovery of neurological
function, the level of VEGF, and increased cerebral vascular reserve capacity in patients, which has a certain clinical application value.
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