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[ABSTRACT] Aim To swdy the expression of hypoxia-inducible factor-la (H IF-1a) in myocardial infarction rats
and the le of proten kinase C (PKC) m signal pathway of hypoxia-inducble factor-1a gene expression M ethods

32 healthy male W istar rats were divided into four groups ischem ic preconditioning group simple myocardial infarction
group, ischem ic preconditioning plus protein kinase C inhbitor group and sham-operation group. Rats in treated groups
received ligation of the proxm al left anterior descending coronary artery to mduce acute myocardial mfarction ~ The sham-
operation group dont take ligation of coronary artery ~ In ischem ic preconditioning plus PKC mhibiter group rats were n-
jected w ith the protein kinase C nhibitor ( chelerythrne Smg/kg ). After 1 day of operation rats were killed.
Results The infarct size in ischem ic preconditioning group decreased significantly than that i ischem ic preconditioning
plus protemn kinase C mhibitor group and smple myocardial mfarction group (P < Q 01). The hypoxia-inducible factor
la mRNA gene expression increased in ischem ic preconditioning group more than that in ischem ic preconditioning plus pro-
tein kinase C inhibitor group and smple myocardial infarction group ~ H ypoxia-inducble factor-la protein expression had
the san e change Conclusions H ypoxia-inducble factor-1a play aprotective role n ischem ic preconditioning protein
kmase C is the mportant signal pathw ay of hypoxia-inducble factor-la gene expression
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