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Clinical study on Xueshuan Xinmaining Capsules combined with onosialotetra-
hexosylganglioside in treatment of cerebral infarction

HUANG Yong, CHEN Yu-xiang, FU Min
Department of Neurology, People’s Hospital of Changshou Chongqing, Chongqing 401220, China

Abstract: Objective To investigate the clinical effect of Xueshuan Xinmaining Capsules combined with onosialotetrahexosyl-
ganglioside in treatment of cerebral infarction. Methods Patients (98 cases) with cerebral infarction in People’s Hospital of
Changshou Chongqing from September 2015 to September 2016 were divided into control (49 cases) and treatment (49 cases) groups
based on different treatments. Patients in the control group were iv administered with Monosialotetrahexosylganglioside Sodium
Injection, 60 mg added into 250 mL normal saline, once daily. Patients in the treatment group were po administered with Xueshuan
Xinmaining Capsules on the basis of the control group, 4 grains/time, three times daily. Patients in two groups were treated for 4 weeks.
After treatment, the differences of clinical efficacy, neurological deficit score, and nerve function in two groups before and after
treatment were compared. Results ~ After treatment, the clinical efficacy in the control group was 79.59%, which was significantly
lower than 95.92% in the treatment group, and there were differences between two groups (P < 0.05). After treatment, the
neurological deficit scores in two groups were significantly decreased, and the difference was statistically significant in the same
group (P <0.05). And the score in the treatment group was significantly better than that in the control group, with significant difference

between two groups (P < 0.05). After treatment, the serum NSE, HO1 and S1008 levels in two groups were significantly decreased, but
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IGF-1 level was significantly increased, and there were differences in the same group (P < 0.05). And the indexes in the treatment group

were improved more significantly than those in the control group, with significant difference between two groups (P < 0.05).

Conclusion Xueshuan Xinmaining Capsules combined with onosialotetrahexosylganglioside has significant effect in treatment of

cerebral infarction, and can obviously improve the neurological function, which has a certain clinical application value.

Key words: Xueshuan Xinmaining Capsules; Monosialotetrahexosylganglioside Sodium Injection; cerebral infarction; neurological

deficit score; NSE; IGF-1
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