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[ABSTRACT] Aim To investigate the effect of tel isartan on rabb it apoptotic card iam yocytes undemw ent ischem ia/
reperfusion ( I/R) mjury M ethods 48 Healthy male New Zealand white rabbits were randanly divided nto six
groups (n= 8): shan operation group I/R model group GW 9662 group teln isartan group teln isartan + GW 9662
group candesartan group A fier mtragastric adm mistration for 2 weeks the left anterior descending (LAD) coronary ar
tery was occluded for 60 m inutes followed by 360 m inutes reperfusion to induce ischem ia/reperfuion njury ~ The concen-
tration of angiotensin@® in myocardum was analyzed by radioinmunoassay and the intracellular free calcium concentration
wasm easured by dualwavelength fluorophotametry  Then protein expression of peroxisam e proliferator activated receptor
Y (PPARY) was detected by W estem blot  In addition, apoptosis was detected by transm ission electron m icroscope and
by TUNEL staining Results Compared w ith sham operation group the concentration of angiotensin(® in m yocar
dum was significantly increased n I/R model group GW 9662 group tel isartan group teln isartan+ GW 9662 group
and candesartan group (P < 0.01). And the expression of PPARY was higher in teln isartan group than that in other
groups (P < 0.01). Interestingly teln isartan teln isartan+ GW 9662 and candesartan mhibited the m orphological chan
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ges of apoptotic card iam yocytes which was mduced by myocardial ischem ia/reperfusion by condensing chram atin c¢hm ps

agamst the nuclear envelope and presentation of apoptotic body

W hen canpared w ith I/R model group the mtracellular

free calcium concentration and apoptosis index were significantly reduced in teh isartan group tel isartan+ GW 9662 group

and candesartan group (P < 0.01).

Among them, apoptosis index was lowest in teln isartan group (P < 0.01).

Conclusion Teh isartan could reduce myocardial apoptosis by blocking the angiotensin(@® receptor and up-regulating the

expression of PPARY i the rabbit I/R model
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Figure 1. PPARY mRNA expression in various groups
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Figure 2. The cardiam yocytic apoptosis were observed w ith electron m icroscopy in various groups
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Figure 3. The cardiam yocytic apoptosis were detected w ith TUNEL m ethod in various groups
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TR 220. 84 £36. 96" 465. 01 160. 44" 0.57 £0.05 18.3%% +2.62% *
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