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Observation on curative effect of monosialotetrahexosyl ganglioside in the treatment of diffuse axonal injury
CHEN Jiang , WEI Feng, ZHU Shen, et al. Department of Neurosurgery, the Third Affiliated Hospital of
Guangzxi Medical University, Nanning 530031, China

[Abstract]
ganglioside (GML1) in the treatment of diffuse axonal injury. Methods Eighty patients with diffuse axonal injury
were randomly divided into two groups, 40 patients in the treated group were treated with GMI injection and 40

Objective To investigate the curative effects and the acting mechanism of monosialotetrahexosyl

patients in control group with citicoline injection. The treatment course were 20 days. The changes of the pa-
tients’ consciousness during the treatment and the late result were observed. Results Compared with the control
group, consciousness of the patients in the treated group improved obviously after two weeks of treatment with
statistically significant difference( P<0.01) . The recovery rate and the total effective rate in the treated group was
60.0% and 90.0%, and that in the control group was 37.5% and 72.5%, the comparison between the two
groups showed statistically significant difference(P<0.05). Conclusion Monosialotetrahexosyl ganglioside pos-
sesses better awake action in the treatment of patients with diffuse axonal injury. It can reduce the duration of co-
ma and the incidence of disability.
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