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Two cases of CO poisoning with delayed sequelae improved after long term

‘hyperbaric oxygen (HBO) therapy
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Summary : We reported two cases of CO poisoning with late sequelae improved after long term HBO
therapy. Case 1, exposed to CO by automobile exhaust gas for suicide, immediately regained conscious-
ness by oxygen. Twenty-five days later, disorientation, gait disturbance and urinary incontinence
appeared. HBO therapy was done 77 times. Case 2 was exposed to CO by automobile gas by accident.
Next day disturbance of consciousness disappeared after oxygen inhalation and additional HBO therapy
was done 7 times. Twenty-three days later the patient became akinetic and mutistic. HBO therapy was
done 80 times. Symptoms and signs of both cases improved and they returned to their daily work. EEG
and CT findings of both patients improved. MRI and SPECT findings of case 1 also improved. Improve-
ment of SPECT findings reflects recovery of brain function. Delayed release of CO from cytochrome ox-
idase might be associated with the appearance of late symptoms. Long term HBO therapy may be effec-
tive for delayed sequelae of CO poisoning and possibly for their prevention.
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Fig. 1 Clinical course of case 1
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Fig. 2

before hyperbaric oxygen therapy
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Fig. 3 Plain CT of case 1

This picture shows diffuse low density areas of
the white matter in the whole brain especially the
frontal lobe, and the lesions became smaller

after hyperbaic oxygen therapy.
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Fig. 4 MRI of case 1

Diffuse high intensity areas of the white
matter were detected on T 2 weighted image while

low intensity areas on T 1 weighted image were noted

Improvement of the lesions is shown more clearly
than CT.
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Fig. 5 SPECT of case 1
The whole frontal lobe and the white matter of
other lobes have hypoperfusion areas on
admission (left side of the figure). These
findings improved, especially in the frontal
cortex and other white matter after hyperbaric
oxygen therapy (middle and right side of the
figure).
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Fig. 7 Plain CT of case 2
This picture demonstrates diffuse low density
areas of the white matter which improved after
hyperbaric oxygen therapy.
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