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ABSTRACT Objective: The effect of low-dose hydrogen peroxide on intracellular calcium transient and apoptosis in rat
cardiomyocyte are investigated in the experiment. Methods: We have anatomized and removed the heart of adult rat, and isolated the
cardiomyocyte with langendorff method. The cells were stained with fluo-3 fluorescent indicator and determined for the changes of the
intracellular calcium transient at exposing to low-dose hydrogen peroxide with confocal microscope. Moreover, we isolated and
cultivated primary rat myocardial cells, and observed the morphological changes of cardiomyocyte apoptosis using different concentrations
of low-dose hydrogen peroxide. Results: After adding 0.125, 0.25 and 0.375 mmol/L of hydrogen peroxide in isolated cardiomyocyte, the
intracellular calcium transient amplitude increased significantly in a dose-and time-dependent manner. The cardiomyocyte apoptotic
morphology can be observed in the cultivated rat cardiomyocyte. Conclusion: Low dose of hydrogen peroxide increased the intracellular
calcium transient amplitude significantly, and led to cardiomyocyte apoptosis.
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Table 1 Intracellular Ca** transient induced by different

concentrations of H,O,

H,0, concentrations( mmol/L) Ca*' transient

0.125 89.74+ 42.199
0.25 213.05+ 128.253*
0.375 468.46+ 163.449%4

i : * P<0.01, 5 0.125 mmol/L H,0, Lt %, © P<0.01, 5 0.25 mmol/L
H,0, tb%o

Note: * P<0.01, compared with 0.125 mmol/L H,0,; © P<0.01 compared
with 0.25 mmol/L H,0,.
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