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Clinical study on butyphthalide combined with Extract of Ginkgo Biloba Leaves
Injection in treatment of large area cerebral infarction

ZHAN Xia, JIANG Dong-xiao, SUN Xin-hu, ZHOU Li
Department of Neurology, Weihai Central Hospital, Weihai 264400, China

Abstract: Objective To investigate the effect of butyphthalide combined with Extract of Ginkgo Biloba Leaves Injection in treatment
of large area cerebral infarction. Methods Patients (130 cases) with large area cerebral infarction in Weihai Central Hospital from
June 2012 to June 2015 were randomly divided into control and treatment groups, and each group had 65 cases. Patients in the control
group were iv administered with Extract of Ginkgo Biloba Leaves Injection, 70 mg added into normal saline 250 mL, once daily,
treated for 21 d. Patients in the treatment group were iv administered with Butylphthalide and Sodium Chloride Injection on the basis of
the control group, 100 mL/time, twice daily. After treatment for 14 d, Butylphthalide Soft Capsules before and after treatment were
then used for 7 d. After treatment, the clinical efficacies were evaluated, and NIHSS scores, ADL scores, and plasma LP-PLA2 level
were compared. Results After treatment, the clinical efficacies in the control and treatment groups were 73.85% and 93.85%,
respectively, and there was difference between two groups (P < 0.05). After treatment, the NIHSS scores in two groups were
significantly decreased, but the ADL scores in two groups were significantly increased, and the difference was statistically significant
in the same group (P < 0.05). And 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). After treatment for 10 and 21 d, the plasma LP-PLA2 levels in two
groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the observational

indexes in the treatment group were significantly lower than those in the control group, with significant difference between two groups
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(P < 0.05). Conclusion Butyphthalide combined with Extract of Ginkgo Biloba Leaves Injection has clinical curative effect in

treatment of large area cerebral infarction, can improve neurological deficits and activities of daily living, and regulate the plasma

LP-PLA2 level, with good safety, which has a certain clinical application value.

Key words: Extract of Ginkgo Biloba Leaves Injection; Butylphthalide and Sodium Chloride Injection; Butylphthalide Soft Capsules;

large area cerebral infarction; NIHSS score; ADL score; LP-PLA2
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