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Occurrence of carbon monoxide intoxication has decreased due to decline in use of coal bri-
quettes (anthracite) in Korea. However, suicide attempt by use of a coal fire lighter (beon-gae-tan)
has shown a rapid increase over the past five years with relevance to imitated suicide. Acute
carbon monoxide intoxication is a dangerous problem affecting the brain, kidney, lung, and other
major organs. Sometimes, delayed encephalopathy after carbon monoxide intoxication makes
clinical psychiatric diagnosis and treatment puzzling because neuropsychiatric sequelae are am-
biguous with premorbid psychiatric problems, such as mood disorder, psychotic disorder, or
other substance dependence. We report on a case of delayed encephalopathy of carbon mon-
oxide intoxication and discuss its diagnosis and management.
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Fig. 1. (T2W/FLAIR) Diffuse demyelination on the centrum semi-
ovale in the white matter of both hemisphere (arrow).
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Fig. 2. (T2W/FLAIR) High signal of central globus pallidus, which
is the typical finding of acute carbon monoxide intoxication, is not
found. Anatomical structure of basal ganglia is deformed with leu-
komalasia of surrounding white matter (arrow).
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