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An experimental model of delayed cerebral injury induced by subacute

carbon monoxide intoxication in mice
Yang Junging, et al

Department of pharmacology, college of basic medical sciences

The experimental model of delayed cerebra! damage was established in mice via CQ 1ml/10g wt Lp, once &
day, continuously 7 days. In the test of the passive avoidance task, we investigated the impairment of learning
and memory function after CO exposure and the delayed neuronal death in hippocampus of mice. The model ia
simple, reliable, and safe, It perhaps becomes an effective model for us to illustrate the mechanism of delayed

injury induced by CO.
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Establishment and Identification of insulin—resistant cell model induced

with insulin
Li Chenzhong, et al
Department of internal medicine, college of clinical medicine

Abstract This paper describes the method of establishment of insulin — resistant primary rat hepatocyte model
and HepG2 human hepatocellular carcinoma cell model induced with high concentration of insulin. It can
decrease the insulin - stimulated glucose uptake and metabolism of the rat hepatocytes and HepG2 cells, and
caused them to be insulin resistant. The method is simple, practicable and reliable which can be widely used for
the atudies of insulin resistance
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