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Clinical observation of Compound Shexiang Injection combined with ganglioside
in treatment of CO poisoning
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Abstract: Objective To explore the effectiveness of Compound Shexiang Injection combined with ganglioside in treatment of CO
poisoning. Methods Patients (117 cases) with CO poisoning in People’s Hospital of Linxi County from December 2015 to December
2016 were randomly divided into control (58 cases) and treatment (59 cases) groups. Patients in the control group were iv administered
with Monosialotetrahexosylganglioside Sodium Injection, the initial dose was 100 mg/d, once daily, then adjusted to 40 mg/d after 2
weeks, and maintained for 4 weeks. Patients in the treatment group were iv administered with Compound Shexiang Injection on the
basis of the control group, 10 mL added into 5% glucose injection 250 mL, once daily, they were treated for 6 weeks. After treatment,
the clinical efficacy was evaluated, and the mean waking time, the disappearance time of symptoms, but the 12 h lactate clearance rate,
GCS scores, APACHE II scores, neurologic impairment rate, delayed encephalopathy rate, and mortality in two groups before and after
treatment were compared. Results After treatment, the clinical efficacy in the control group was 81.03%, which was significantly
lower than 96.61% in the treatment group, and there were differences between two groups (P < 0.05). After treatment, the mean
waking time, the disappearance time of symptoms in two groups were significantly decreased, 12 h lactate clearance rate was
significantly increased, and the difference was statistically significant in the same group (P < 0.05). And these indexes in the treatment

group were significantly better than those in the control group (P < 0.05). After treatment, the GCS scores in two groups were
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significantly increased, but the APACHE Il scores were significantly decreased, and the difference was statistically significant in the

same group (P < 0.05). And the GCS and APACHE II scores in the treatment group were significantly better than those in the control

group (P < 0.05). After treatment, the neurologic impairment rate, delayed encephalopathy rate, and mortality in the treatment group

were obviously lower than those in the control group (P < 0.05). Conclusion Compound Shexiang Injection combined with ganglioside

has good curative effect in treatment of CO poisoning with less complications, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups
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Gy 59 48 9 2 96.61"

SR IRALELE: TP<0.05
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