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The trend of the expression of hypoxia—inducible factor —1@ in ischem ic rabb it
m yocardium subjected to long™ temn ischem ia
XU X iahong» WANG Qiang> DONG Hongyan . JIANG Bo» ZHANG Zhongn in’

(Center of Neurobiology Research Xuzhou M edical College Xuzhow Jiangsu 221002 Ching 2 Deparinent of Thomcic
and Cardiovascular Surgery A ffiliated Hospital of Xuzhou M edical College Xuzhow Jiangsu 221002)

Abstract Objective To investigate the trend of the expression of exogenous HIF —1a gene in rabbit myocardium

subjected to long™ tem ischemia M ethods Anmalmodels of myocardial ischemia were established with ligation of the
left anterior descending cornary artery in China white rabbits (n=42). The aninals were divided into 7 groups according
to different tine points of ischemia M yocardium fram ischemic locus in each rabbit was obtained under anaesthesia at the
corresponding (2nd 4th 6th 8th 10th and 12th) weeks Expression of HIF —la was assayed by mmunohistochem ical
staining real™ tine fluorescent quantitative reverse transcriptase — polymerase chain reaction (RT—Q —PCR) and westem
blot respectively Results Fran the onset of ischemia there was a significant increase in exogenous HIF—la mRNA and
protein levels with a binodal pattem of elevation: the levels of HIF—1la mRNA and protein reached their first peaks at the
2nd and 4th weeks (P<<0 O1) respectively and subsequently decreased The deuto—peaks occurred at the 8th week (P
<0 05) of ischemia followed by a decrease until the nadir at the 12th week atwhich the HIF —1la expression levels still
remained higher than the pre— ischem ia levels (P<<0. O1). Conclusion The expression of exogenous HIF —1la is closely
related to the oxygen supply in the infarcted loci During the early stage of ischemia upregulated HIF —1la is involved to
maintain tissue oxygen haneostasis while during chronic hypoxia HIF —la regulates the expressions of down —stream tar-

get genes and enhances myocardial oxygen supply which in um downregulates the expression of HIF —la.
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