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A new animal model of delayed encephalopathy after acute CO poisoning
WEN Tao, ZHAO Jin-yuan
(Research Center of Occypational Medicine,  the Third Hospital of Peking University, Bejjing 100083, China)

Abstract: Objective To establish an animal model of delayed encephalopathy after CO poisoning by using a new method with the
aim to investigate its mechanisms. Method Rabbits were divided at random into two groups, repeated injection goup and single injection
one. CO was injected into both groups intra-peritoneally at a dosage of 200 ml/ kg, and in repeated injection group CO (100 ml/ kg ip)
was subsequently provided for three times at 6 h intervals. Afier CO administration.  HbCO levels SOD activity and MDA concen tration
in the blood of rabbits were measured repeatedly in a 24 h period. Moreover we adopted pathological technology to confimm whether de-
layed brain injury occurred at different time point. Result A typical poisoning symptom could be observed in CO-treated rabbits immedi-
ately after CO ip. Compared with control group, HbCO levels in CO-treated rabbits increased much higher and reached a peak at 1 to
2 hours after CO ip and didnt dedine remarkably in the first 6 hours. Generally, (0 could be completely cleared at about 14 hours in
sngle injection goup while HbCO levels could be kept above 45% for 24 h in repeated injection group. SOD activity decreased signifi-
cantly while MDA concentration increased remarkably in CO-treated rabbits. The pathological results showed that acute CO poisoning
yielded serious cerebral damage in rabbits. In addition, delayed neural injuries were found to have taken place in some CO-treated rab-
bits. Conclusion We established a new and successul animal model of delayed encephalopathy after CO poisoning by employing a re-
peated administration of CO ip.
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