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Application of MRI in the diagnosis of delayed encephalopathy after acute CO poisoning
WEN Tao's ZHAO Jinyuan', HAN Hong bin®

(1. Research Center f Occypational Medicine, the Third Hospital of Peking Universitys ~ Beijing 100083, China; 2. Depart-
ment of Radiology. the Third Hospital of Peking University,  Beijing 100083,  China)

Abstract: Objective To observe the dynamic changes in rabbit brain images following CO exposure in order to analyze the possible
mechanisms of delayed neuropsychological sequelae afier CO poisoning. Method Fist we established an animal model of delayed neu-
ropsy chological sequelae after CO poisoning by injecting high-dose CO into rabbit intra-pertoneally at intervals. Then we conducted a
successive MRI examination (for 21day period) to assess the hamful effects of CO on the rabbit brain and whether delayed brain injury
occurred. Result Abnomal high signals were found in CO-treated rabbit brain immediately after CO ip  especially on DWI they seemed
more obvious. These sgnals could disappear gradually when animals got their recovery, but in several rabbits abnomal signals were
found to present for a long period. Importantly, some animals were detected to have abnormal signals again at 10 and 14 day following
a period of nomal state after CO poisoning. Conclusion It is the first time that the occumrence of delayed brain injury was confirmed in
CO-treated rabbits by applying MRI to the diagnoss of delayed neuropsychological sequelae afier CO poisoning, which provided strong
evidence to ensure a successful animal model of delayed neurpsycholagical sequelae after CO poisoning and also helped clafy its mech-
anisms.
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