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[Abstract]  Objective: The purpose of this study was to investigate the protective effects of

cyclosporineA(CsA) on myocardial ischemia-reperfusion injury in rats and its possible mechanism.
Methods : Thirty-six ten-week old Sprague-Dawley (SD) rats were randomly assigned to 3 groups:
namely, cyclosporineA pretreating (CsA) group, ischemia-reperfusion (IR) group and sham operation
(Sham) group. Each group consisted of 12 rats. (1) CsA group: myocardial ischemia and reperfusion
model after a week of CsA gavage (45 minutes ischemia and 6 hours reperfusion of anterior descending
coronary) (2) IR group: myocardial ischemia and reperfusion model after a week of equal amount of
physiological saline gavage (3) Sham group. ECG and left ventricular end-systolic pressure ( LVESP )
were monitored continually by Medlab. The blood and myocardial tissue samples were taken after
reperfusion. CK-MB, LDH, and TNF-q in serum, Caspase-3 in myocardial tissue and cardiomyocyte
mitochondrial permeability were detected after the experiment. Results: In comparison with IR group,
reperfusion arrhythmia in the rats in CsA group was reduced significantly within reperfusion; Raised ST
segments were progressively decreased to considerable extent, while LVESP was normally stable; CK-MB,
LDH and TNF-q in serum decreased significantly; the Caspase-3 activity in myocardial tissue was significantly
lower and cardiomyocyte mitochondrial permeability decreased. = Conclusion: These results suggested that
myocardial ischemia -reperfusion injury can be relieved through CsA pretreatment. Its mechanism may be relate
to reducing cardiomyocyte mitochondrial permeability, andimproved mitochondrial function improved; down
-regulating expression of TNF-o so as to reduce inflammatory response and inflammatory injury; decreasing
myocardial tissue expression of Caspase-3 to reduce cardiac cell apoptosis.
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