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Abstract Objective: To analyze the prevention effect of early hormone intervention on delayed encephalopathy
after acute carbon monoxide poisoning. Method : Clinical data of 70 patients with carbon monoxide poisoning admit-
ted in the emergency department of affiliated hospital of jining medical university were analyzed form January 2011
to December 2013,in accordance with the principle of randomized hyperbaric oxygen group and combination group
were divided with 35 cases in each group, traditional comprehensive measures such as hyperbaric oxygen treatment
were used in hyperbaric oxygen group,in addition to hyperbaric oxygen treatment early examethasone were used in
combination group. Compare the curative effect of two groups and the incidence of delayed encephalopathy after
treatment. Result: The symptom of all patients alleviate at different degree after treatment. In the combination
treatment group,the total effective rate was 91. 42 % , the significant efficiency rate was 85. 71 %. In the hyperbaric
oxygen group,the total effective rate was 91. 43 % , the significant efficiency rate was 62. 86%. The total effective
rate and significant efficiency rate in the combination treatment group was obviously higher than that in hyperbaric
oxygen group (P<C0. 05). There were 3 patients occurred delayed encephalopathy in the combination group.ac-
counted for 8. 57%. There were 10 patients occurred delayed encephalopathy in the hyperbaric oxygen group,ac-
counted for 28. 57 %. The incidence of delayed encephalopathy in the combination group was lower than that in hy-
perbaric oxygen group (P<C0. 05). One patient in the combination treatment group died,accounting for 2. 86 %.
Four patients in hyperbaric oxygen group died,accounting for 11. 43 % ,there was no statistically significant differ-
ence. There were no hormones related complications occurred in all patients. Conclusion: Hyperbaric oxygen with
early hormone intervention is a effective way in the treatment of carbon monoxide poisoning, Early use of hormone
can effectively reduce the incidence risk of encephalopathy after acute carbon monoxide poisoning and does not in-
crease the risk of hormone related complications, but it is not confirmed that early use of hormones can decrease
the mortality of patients after acute carbon monoxide poisoning.
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