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Abstract

Hyperbaric oxygen therapy (HBOT) protocols for treating acute CO poisoning have varied by the institutions
involved and an evaluation standard for the prognosis after HBOT has not been established in Japan. To find
the present status of HBOT for CO poisoning in Japan, indications for treatment with HBOT, HBOT profiles
applied, and the outcomes following treatment were reviewed from 171 papers published in Japan.

When disorders of consciousness and/or abnormal findings from brain CT/MRI were obtained at the first
medical examination, HBOT was applied to prevent delayed neuropsychological sequelae (DNS) . HBOT
profiles were as follows: the first HBOT session was 2.0 — 3.0 ATA for 60 minutes, followed by further one or
two sessions at 2.0 ATA for 60 minutes in the next 24 hours, and then additional daily 2.0 ATA for 60 minute
sessions for 7 to 21 days. Of a total of 1045 cases of acute CO poisoning, 177 cases (16.9%) were accompanied
by DNS despite the use of HBOT.

Protocols of HBOT, brain CT/MRI, delayed neuropsychological sequelae (DNS) , research study,
prognosis of CO poisoning
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