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Effects of Sodium Aescinate on Cell Apoptosis and Expression of
Apoptotic-Related Genes in Delayed Encephalopathy Rat Model

of Carbon Monoxide Poisoning

OUYANG Xiao-chun, YU Xiao-li JING Shao-wei*, WANG Shui-hua, ZHANG Cui-ping
(Department of Neurology, the 94 Hospital of PLA, NanChang, Jiangxi 330002, China)

ABSTRACT Objective: To observe the effects of Sodium Aescinate on cell apoptosis and the expression of caspase-3 in delayed
encephalopathy rat model of carbon monoxide poisoning. Methods: Thirty rats were randomly divided into three groups, that is, normal
group, delayed encephalopathy rate model of carbon monoxide poisoning control group and Sodium Aescinate treatment group. The cell
apoptosis was detected by TUNEL stacning. The expression of caspase-3 was determined by immunohistochemical staining. Results: The
cell apoptosis rate and the positive cell number of caspase-3 were significantly lower (P<0.01) in Sodium Aescinate treatment group than
those in the delayed encephalopathy after carbon monoxide poisoning control group. Conclusion: The protective effect of Sodium
Aescinate on the cerebral tissue after carbon monoxide poisoning may be related with its intervening in the expression of
apoptosis-related gene and decreasing the degree of nerve cell apoptosis.
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Table 1 The expression of brain tissues and Caspase-3 of three groups

Group Onset number Apoptosis cells Caspase-3 number of positive cells
Normal control group 0 3.6+ 1.12 11.2+ 1.32
DEACMP model group 4 34.2+ 3.21 22.8+ 2.15
Aescin control group 2 18.4+ 2.24 16.5+ 1.46
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