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[ABSTRACT] Ain  To study the recanbinant hunan tmor necrosis factora receptor®@: IeG Fe fusion protein
( hTNFR: Fc), ischem ic postcondition ( postcon), and both canbmnation on the prevention of myocardim ischem ia/
reperfusion mjury M ethods 48 SD ratswere randan ly divided into four groups all rats were subjected to 1 h of LAD
occlusion followed by 6 h of reperfusion  In Control groun no nterventions were applied m thINFR: Fc group thTN-
FR: Fcsolution (2mL/kg 1 g/L) was adn mistered mtravenouslly at 30 m i after ischem i I postcon group: three cy-
cles of 10 s of reperfusion and 10 s of reocclusion was applied mm ediately at the onset of reperfusion in canbmation thera-
py group: thINFR: Fe solution (2mL/kg 1 g/L) was adm inistered intravenouslly at 30 m in after ischem ia and three
cycles of 10 s of reperfusion and 10 s of reocclusion was applied mmediately at the onset of reperfusion W e m easured
plasn a lactate dehydrogenase (LDH ), creatine kmnase isoenzyme M B (CKMB), tumor necrosis factora( TNF-a) levels
at different tine after reperfusion and exam ined ischem ic and mfarct area apoptosis the activity of Caspase-3 Bel2 at
risk myocardium at the end of reperfusion Results HhTNFR: F¢ ischem ic postcondition both canbination reduced
the plasma LDH, CKMB, TNF-a levels (at30mmn 1 h 3 h 6 h after reperfusion), mfarct area apoptotic myocytes
Caspase-3 activity increased Bel2 activity when campared w ith controls(P < Q 01). Ischem ic postcondition reduced the
plasn a TNF-a more significantly than thTNFR: Fe at30m in and 1 h after reperfusion (P < Q 01). However at3 h and
6 h after reperfusion thINFR: Fec reduced the plasn a TNF-a more significantly (P < Q 01). Conclusion Both hT-
NFR: Fc and ischem ic postcondition can mhibit TNF-a activity attenuate myocyte apoptosis and there is an additive

effect when used in camb ination
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