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Tab 1, Effects of tetrandrine and verapamil on
the amount ouabain (ug/kg) required to induce

the inotropic action and arrhythmia in guinea pig
(X+SD), **p<0.05, ***p<<0.01
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Fig 1. Effects of ouabain infusion § ug/min on

peak value of left wventricular pressure, systolic
pressure,mean arterial pressure after iv tetrandrine
5mg/kg or verapamil (.2 mg/kg. X+SD. All
p>0.05.
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Influence of tetrandrine and verapamil on hemodynamic action of

ouabain in guinea pigs

YAO Wei-xing, XTA Guo-jin, HAN Hong, FANG Da-chao, JIANG Ming-xing
(Dept Pharmacology, Tongji Medical University, Hankou 430033)

ABSTRACT After being pretreated with tetrandrine and verapamil on ouabain-
verapamil and tetrandrine, the amount of inducedarrhythmia were demonstrated. These
ouabain required to induce and reach the antiarrhythmic effects of tetrandrine and
peak of inotropic effect as well as toxic verapamil may be relevant to calcium-
reaction were increased, while its peak antago-nistic action.

value of positive inotropic effect was .

unaltered. Neither the toxicity of ouabain KEY WORDS tetrandrine; verapamil;
nor its margin of safety was changed. ouabain; hemodynamics; myocardial

But prevention and therapeutic action of contraction



