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2. Evaluation of the Regional Cerebral
Bloed Flow in Delayed Carbon
Monoxide Sequele
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Carbon monoxide (CO) intoxication produces hy-
poxia by displacing oxygen from hemoglobin and
impending its release from hemoglobin in tissues.
Following acute CO posioning, 2.7 to 45% of the
survivors are suffered from neuropsychological se-
quele which usually develop after 1 to 3 weeks of
pseudorecovery phase.

The pathologic evidences of vasomotor alteration
in the delayed CO sequele were vessel wall alteration
by endothelial swelling and proliferation, granular
degeneration and luminal reduction of small vessels,
pseudocalcium deposit in the vessel wall, altered
vascular permeability, and necrotic lesion around
the altered vessels and the islands of preservation
around the intact vessels. Therefore we studied that
there were any changes of rCBF in the delayed CO
sequele patient.

From April 1987 to December 1987, 8 patients of
delayed CO sequele were evaluated using Brain CT,
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