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Clinical Value of Hyperbaric Oxygen Combined with Edaravone in the Treatment of Patients
with Delayed Encephalopathy Caused by Acute Carbon Monoxide Poisoning

XU Jie-dong. Department of Emergency, Shawan People's Hospital, Panyu District, Guangzhou 511400, Guangdong Province, China

[Abstract] Objective To investigate the clinical value of hyperbaric oxygen combined with edaravone in the treatment of patients
with delayed encephalopathy caused by acute carbon monoxide poisoning. Method 104 patients with cerebral
hemorrhage were selected as the study subjects in our hospital. They were randomly divided into control group and
observation group, 31 cases in each group.The patients in the control group were treated with hyperbaric oxygen
once a day for 10 days. The patients in the observation group were supplemented with 30 mg edaravone injected into
100 ml 0.9% sodium chloride injection for intravenous infusion.2 times a day for 10 days as a course of treatment.
Both groups of patients were treated for 3 courses of treatment. The therapeutic effects and cognitive dysfunction
and daily living ability of the two groups were compared. Results The total effective rate of treatment in the control
group and the observation group was 70.96% and 93.54%, respectively. The total effective rate of the control group
was significantly lower than that of the observation group (P<0.05). There was no difference in the MMSE and MoCA
scores between the two groups before treatment (P>0.05).After treatment, the patients of two groups significantly
improved compared with that before treatment. The MMSE and MoCA scores in the observation group were
significantly higher than those in the control group (P<0.05). Conclusion The effect of hyperbaric oxygen combined
with edaravone in the treatment of patients with delayed encephalopathy caused by acute carbon monoxide poisoning
is more significant, and it has more application value for improving the cognitive function and daily living ability of
patients.
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