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Clinical study on ganglioside combined with Xuesaitong Injection in treatment of
cerebral infarction

ZENG Zhen, LIN Hua
Department of Geriatric Rehabilitation, Shanghai Fourth Rehabilitation Hospital, Shanghai 200040, China

Abstract: Objective To investigate the clinical effect of Monosialotetrahexosylganglioside Sodium Injection combined with Xuesaitong
Injection in treatment of cerebral infarction. Methods Patients (92 cases) with cerebral infarction in the Shanghai Fourth
Rehabilitation Hospital from January 2016 to January 2017 were randomly divided into control and treatment groups, and each group
had 46 cases. Patients in the control group were iv administered with Xuesaitong Injection, 600 mg added into normal saline 250 mL,
once daily. Patients in the treatment group were iv administered with Monosialotetrahexosylganglioside Sodium Injection on the basis
of the control group, 100 mg added into normal saline 250 mL, once daily. Patients in two groups were treated for 14 d. After
treatment, the clinical efficacy was evaluated, and the neurological deficit scores, quality of life scores, and the inflammatory factors
levels in two groups before and after treatment were compared. Results After treatment, the clinical efficacy in the treatment group
was 76.1%, which was significantly higher than 60.8% in the control group, and there were differences between two groups (P < 0.05).
After treatment, physiological function, physiological role, emotional role, social function, life vigor, body pain, mental health, general
health scores, and total scores were significantly increased, and there were differences in the same group (P < 0.05). After treatment,
the scores in the treatment group were significantly higher than those in the control group, with significant difference between two
groups (P < 0.05). After treatment, the NIHSS scores in two groups were significantly decreased, and there were differences in the
same group (P < 0.05). And the NIHSS scores in the treatment group after treatment were significantly lower than those in the control

group, with significant difference between two groups (P < 0.05). After treatment, the plasma CRP and Fg levels in two groups were
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significantly decreased, and there were differences in the same group (P < 0.05). Ater treatment, the CRP and Fg levels in the treatment

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

Monosialotetrahexosylganglioside Sodium Injection combined with Xuesaitong Injection has significant clinical effect in treatment of

cerebral infarction, can significantly improve the neurological function and quality of life, and reduce the level of inflammatory

factors, which has a certain clinical application value.

Key words: Monosialotetrahexosylganglioside Sodium Injection; Xuesaitong Injection; cerebral infarction; neurological deficit; quality

of life; inflammatory factor
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