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Abstract : Objective The present study was to observe the effect of sodium /calcium exchanger inhibitor SN —6 on heart dys—
function and cell death induced by calcium paradox. Methods Calcium paradox in isolated heart was elicited by 3 — min calcium de—
pletion followed by 30 — min calcium repletion in the absence or presence of 10 wmol/L SN —6 an inhibitor of sodium/calcium ex—
changer. Cardiac function was monitored and lactate dehydrogenase ( LDH) release during calcium repletion and infarct size was
measured. Results Upon calcium repletion the heart deteriorated exhibiting a marked depression in cardiac function an enlarged
infarct size and an increase in LDH release. These changes were significantly attenuated by SN —6. SN -6 had no effect on cardiac

performance at the end of perfusion under control conditions. Conclusion The results demonstrate that SN - 6 rescues heart dysfunc—

tion and cell death in calcium paradox. It also indicates that sodium/calcium exchanger is a key molecule in the injury.
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