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[ Abstract] Objective
after carbon monoxide poisoning(DEACMP). Methods 42 cases of DEACMP patients were randomly divided into

To observe the efficacy of hyperbaric oxygen (HBO) therapy in delayed encephalopathy

control group (n=21) and hyperbaric oxygen group (n=21) ,before and after treatment in two groups of mini-men-
tal state examination (MMSE) score, transcranial doppler (TCD), event-related potential (ERP), routine electroen-
cephalogram (EEG) ,cranium magnetic resonance imaging (MRI) data were collected and comparative analysis. Re-
sults Before treatment, there was no significant difference of the data between two groups (P>>0. 05). But after
treatment , MMSE score, latent period and amplitude of P300, EEG and Abaron-Peretz classification of cranium MRI
in hyperbaric oxygen group was better than that of before treatment and control group.the difference had statistical
significance(P<C0. 05) ; while the hyperbaric oxygen group before and after treatment by transcranial doppler, mean
flow velocity showed no statistical difference between treatment group and control group (P>>0. 05). Conclusion
HBO can significantly reduce the symptoms of the DEACMP patients,has good therapeutic value.
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