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MEASUREMENT OF THE INTRACELLULAR FREE CALCIUM
CONCENTRATION OF VENTRICULAR MYOCYTES
WITH FLUORESCENT DYE FURA-2
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The intracellular free calcium concentration in the resting ventricle myocytes of rat
was measured with fluorescent dye fura-2, Both 40mM KCl and smM caffeine increased
the intracellular [Ca?*7] of the ventricular myocytes. The rise in the intracellular [Ca?*] by
KCl1 was dependent on the presence of the extracellular calcium, however, the rise in the
intracellular [Ca2+] by caffeine was not, suggesting that the increased cytosolic [Ca2*] by
KCl may be due to Ca?* influx through voltage dependent calcium channels and caffeine

may cause the release of calcium from intracellular calcium stores.
Intracellular free calcium concentration
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