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Changes of apoptosis and caspase-3 activity and the effects of Ac-DEVD-CHO in car-

diomyocytes of rats with myocardial reperfusion injury
XU Qiang, SI Liangyi, ZHAO Xiao-lan, WANG Zhang (Deparment of Gemwntology, Southwest Hospitab Third Military Medical Uni ver-
sity, Chongqing 400038 China)

Abstract: Objective To observe the changes of apoptosis and caspase-3 activity in cardiomyocytes of rats at
different time points after transient ischemia and the effects of caspase-3 inhibitor Ac-DEVD-CHO on reperfusion inju-
ry. Methods A total of 122 rats were divided randomly into 3 groups: IR group, IR+ Ac-DEVD-CHO group and
sham group. The ischemic samples were observed at 30 min after ischemia followed by weperfusion at 1, 3, 6, 12 and
24 h. The apoptotic cardiomyocytes, the activity of caspase-3 and the myocardial infarction area were detemined by
TUNEL method, fluorescent assay and TTC dyeing method, respectively. Results Apoptosis index (AI) of cardio-
myocyte and caspase-3 activity changed in a time-dependent mamer. Highest Al and caspase-3 were found after
reperfusion at 12 h. The myocardial infarction area in group IR kept increasing during the period of reperfusion. Al
and caspase-3 activity were positively correlated with the myocardial infarction area(P<0.05). In IR+ Ac-DEVD-
CHO group, all indexes increased after IR but were significantly lower than those in group TR(P<Z0. 05). Conclu-
sion  Apoptosis and activation of caspase-3 may be involved in the pocess of myocardial ischemia/repelfusion inju-
ry. AcDEVD-CHO is effective in attenuating myocardial reperfusion injurys which partially atributes to the inhibi-
tion of cardiomyocyte apoptosis.
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Fig1 Cardiomyocyte apoptosis reaches the highest p oint
at 12 h after reperfusion (TUNELX 400)

2 12 h Ac- DEVD-CHO (TUNELX 400)
Fig 2 Cardiomyocyte apoptosis is reduced by Ac DEVD CHO
at 12 h after reperfusion (TUNELX 400)
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