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Abstract Objective: To investigate the effect of estrogen intervention on delayed neuropsychologic sequelae
(DNS) in acute carbon monoxide (CO) poisoning. Method: Adult Wistar rats were selected and were infused CO
(150 ml/kg) by intraperitoneal injection to build DNS model. The rats were radomly grouped. Group of Estrogen
(5 pg/kg) were injected Estrogen (5 pg/kg) with 30 min after poisoning. Morris maze test was adopted to evaluate
the intelligence of rats. The apoptosis rates in brain was detected by TUNEL staining. The expression levels of
Bel, ERK1/2 and P38 protein were determined with western blot analysis. Result: After CO infusing, poisoning rats
showed intelligence decline,leukoence demyeliation and apoptosis increasing, which coincided to DNS. After early
estrogen intervention, the intelligence, leukoence demyeliation, brain lesion and apoptosis rates were ameliorated
significantly. Western blot showed the protein expression of Bel significantly increased, while level of ERK1/2 and
P38 had no signicantly difference. Conclusion: Early Estrogen intervention can effectively decrease the rates and al-

leviate the damage of DNS occur after acute CO poisoning. Its effects may be due to stimulating early expression of

bel-2 and ERK and inhibiteded P38 protein.
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