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Preparation of carbon monoxide poisoning delayed encephalopathy

rat model by intraperitoneal injection
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ABSTRACT Objective: To establish a convenient and reliable delayed neuropsychologic sequelae rat model with acute carbon
monoxide (CO) poisoning. Methods: Male SD rats were injected CO repeatedly, then dynamically monitored the carboxyhemoglobin
(HbCO) level in blood for ascertaining the administration dose and process; Cognitive ability was measured by the escape latency of
searching the objective in the Morris watermaze; Neuronal injury were detected by Nissl stain, TUNEL stain was used to assess apoptosis.
Results: The HbCO levels rised rapidly,and kept at higher level (>48%) for long time (>12h) by the method of repeated injection of CO
ip; The cognitive ability in CO group was lower than that of the control group; The pathological examination revealed apparent neuronal
degeneration and necrosis in the cerebral in CO poisoned rats. Conclusion: CO peritoneum injection was aeffective, convenient, and reli-
able, which offered reliable scientific basis for further exploring the pathogenesis of DNS by CO.
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Table 1 Different time of the results of water maze in rats (x % s, s)
Time Control group n=8 CO group n=10
Before poisoning 4.88% 0.59 4.99% 0.75
Iw 15.88+ 4.08 74.77+ 7.72%
2w 13.26% 3.40 65.6% 22.52%
3w 8.43+ 2.71 50.03+ 33.52*
4w 591+ 0.61 39.31+ 35.4*
5w 5.23% 0.60 29.54+ 37.14*
* P<0.05
Note: compared with control group * P <0.05
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Table 2 Poisoning 5w CALl in rat hippocampus and cortex areas the number of TUNEL staining xt s ,a

Group Hippocampus CAl cortex areas
Control group n=8 2.1+ 0.55 8.1+ 1.27
CO group n=10 59.77+ 4.17* 248.55+ 15.04*
*P<0.05

Note: compared with control group * P <0.05
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Figure 2 Nissl stain (X 400):A Control group Hippocampus CA1; B CO
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Figure 3 TUNEL staining of brain tissue cells (X 400)A Control group Hippocampus CA1; B CO group Hippocampus CA1 ;C Control group cortex

areas; D CO group cortex areas
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