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The effects of varing concentrations of extracellular potassium on the positive inotropic actions

of Accniti tuber butanol fraction and ouabain were studied on isolated left atrium of rat.

The

patterns of active tension increment, such as time to peak and total duration of tension

development, was contrasted in Aconiti tuber butanol fraction to ouabain. QOuabain did not induce

significant shortening in time to peak and total duration of tension development, but Aconiti

tuber produce significant shortening. The isometric tension and peak dF/dt were not significantly

different at the range of extracellular potassium concentration 2mEq~10mEq per. liter in control

studies. The ouabain-induced increase in active tension and peak dF/dt at 2mEq. per.

potassium concentration was significantly different from that of 6mEq or 10mEgq. per.

liter

liter, but

there was no difference between 6mEq and 10mEq. per. liter. but Aconiti tuber is not. In contrast

to ouabain, Aconiti tuber butanol fraction did not show potassium dependent positive inotropic

effect. It produced almost same increment of tension and peak dF/dt at all the concentration of

extracellular potassium concentrations in this experiment.
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Fig. 1. Effect of inotropic agents on pattern or
tension development of rat atrium.
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Fig. 2. Effect of ouabain on the tension developm-
ent of rat left atrial muscle over the pota-
ssium concentration 2, 6, 10mM. Each

point indicates the mean=®S.E. of 8 exp-
erimental animals.
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Fig. 3. Effect of ouabain on the dF/dt of rat at-
rium.
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Fig. 4. Effect of Aconiti tuber on the tension dey-
elopment of rat atrial muscle. Each points
indicates the mean=S.E.
tal animals.
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Fig. 5. Effect of Aconiti tuber on the dF/dt of
rat left atrial muscle.
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Fig. 6. Effect of inotropic agents on active tension
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Fig. 7. Percent increase of dF/dt of rat atrium
by inotropic agent:.
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Fig. 8. Effect of the inotropic agents on the exc-
itability of rat left atrial muscle.
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