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Effect of ageing and alcohol on plasminogen activator inhibitor 1

mRNA expression in rat’s liver and cerebral cortex
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[Abstract] Objective To investigate the changes in plasminogen activator inhibitor 1(PAI-1) gene expression in
rat’s liver and cerebral cortex induced by ageing and ethanol. Methods Male Sprague-Dawley rats were assigned to 4
groups. They were aged/ethanol (EtOH) group, aged control group, young/EtOH group and young control group. EtOH
groups were given intragastrically 50% alcohol( V/ V) at the dose of 12ml/kg twice per day and the control groups were
given equal volume of water. The rats were dissected after 7 days and total RNA were extracted from their liver and cere-
bral cortex samples. Then PAI-1 mRNA was amplified by RT-PCR and compared with B-actin mRNA. Results Mor-
tality was significantly higher in aged/EtOH group than in young/EtOH one after intragastric admimistration of large dose
of alcohol in a short time. Both ageing and alcohol induced the over-expression of PAI-1 mRNA in rat’s liver, and they
acted synergically. The rate of expression of PAI-l mRNA in rat’s cerebral cortex significantly increased in aged/EtOH
group as compared with aged control one. The same results were observed when aged/EtOH group was compared with
young/ EtOH one, young/EtOH group was compared with young control one and aged control one was compared with
young control one. Conclusions Both ageing and alcohol can induce the over-expression of PAI-1 mRNA in rat’s liver and
cerebral cortex.
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