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Background: Delayed encephalopathy after carbon monoxide (CO) poisoning is a severe neurologic impairment that occurs after ap-
parent recovery from the acute event. These patients rarely remain neurologically independent, and no effective treatment has yet been

validated.

Case Report: Two patients had survived acute CO intoxication without neurologic sequelae. Three weeks after each of the two patients
recovered, the patients gradually developed cognitive impairment, urinary incontinence, akinetic mutism and parkinsonism. After the ad-
ministration of high dose prednisolone, the treatment response was prompt within two weeks, and the patients have recovered with mild

cognitive impairment within one year.

Conclusion: High dose prednisolone can be used for treatment of delayed encephalopathy after CO poisoning.
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Figure 1. Brain MRI T2 fluid attenuation inversion recovery image. (A) It shows prominant bilateral symmetric confluent high signal intensi-
ties in the bilateral cerebral periventricular and subcortical white matters. (B) After 1 year, It shows decrease in the extent of high signal
intensities in the bilateral cerebral periventricular and subcortical white matters. Thin subacute subdural hematoma occurred in the right
posterior temporoparietal and left paramedian occipital convexities regardless of delayed CO encephalopathy. MRI, magnetic resonance

imaging; CO, carbon monoxide.
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Figure 2. Brain MRI T2 fluid attenuation inversion recovery image shows prominant bilateral symmetric confluent high signal intensities in
the bilateral cerebral periventricular and subcortical white matters. MRI, magnetic resonance imaging.
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