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Effect of exogenous carbon monoxide on endogenous gaseous messenger system in brain of rat
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Abstract: Objective To explore the effect of exogenous cabon monoxide on endogenous gaseous messenger system in brin
thereby to find a new clue for pathogenesis study of the delayed encephalopathy by acute CO poisoning. Method Male SD mts
BW240—280 g were ip injected with CO repeatedly, then the levels of NO and ¢GMP in cervical vein blood were dynamically
monitored; while the activities of HO, NOS and the level of ¢<GMP in Hippocampi of rats were also measured. Result After injection of
CO, NO-cGMP level in brain circulatory plasma obviously decreased following a transient increase the activities of HO or NOS, and the
c¢GMP level in hippocampi were also decreased. Condusion There was some disequilibrium between gaseous messenger system during
acute CO poisoning that might be one of the most important pathophysiological mechanisms for brain damage by acute (O poisoning.
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