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Distinctive pathophysiological features of Carbon monoxide poisoning-induced
delayed encephalopathy compared with hypoxemia-induced brain damage

Yorozuya, Toshihiro
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Carbon monoxide (CO) causes a delayed neurologic syndrome called delayed
encephalopathy (DE). Rats were randomly assigned to three groups; the air group, the CO group
(exposed to CO), and the low 02 group (exposed to low concentration of 02). The impairment of memory

function was observed only in the CO group. The demyelination in the CO group was more severe and
continued longer than that in the low 02 group. Moreover, decrease in microglial cells were observed
in the CO group, however, on the other hand, microglial cells were activated in the low 02 group.
mRNAs of several neurotrophic factors expressed by microglia were decreased in the CO group but
increased in the low 02 group. Conclusively, CO-induced DE displayed distinctive pathological
features from simple hypoxic insults; prolonged demyelination accompanyin? a significant decrease in
microglial cells. The decreased neurotrophic factor expression in microglial cells may be one of
causes of CO-induced DE.
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