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Fig 1. Effects of tetrandrine (4.8 pM) on
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Fig 2. Effect of tetrandrine (4.8 pM) on re-
fractory period of isolated electrically driven
left atria of § rabbits, x=+SD, ¥P<{.05
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EFFECTS OF TETRANDRINE ON INOTROPIC AND TOXIC ACTIONS OF
CARDIAC GLYCOSIDES AND ITS RELATION TO EXTRACELLULAR

CALCIUM

CHEN Yi-yue, FANG Da-chao, LU Fu-hua
(Department of Pharmacology, Wuhan Medical College, Hankou 430033)

ABSTRACT The effects of tetrandrine (T)
or Ca?* on inotropic and toxic actions of
2 cardiac glycoside preparations, divasid
and ouabain, were studied with isolated
left atria of rabbits.

Divasid was extracted from Strophan-
thus divaricatus Hook. et Arn., with diva-
ricoside as the main constituent. The ino-
tropic and toxic effects of ouabain were
enhanced as the concentration of extra—
cellular Ca %* was increased. However, di-
vasid differs from ouabain. With(0.9-2.4
mM Ca?*, the time of peak effect (PET)
and toxic effect (TET) of divasid did not
differ significantly. It indicated that the
dependence of ouabain on extracellular

X X X

Ca?* was more marked than that of diva-
sid.

Tetrandrine at a low but still hypo-
tensive effective concentration (4.8 pM)
prolonged PET and reduced the toxicity
of the 2 preparations. No effect on the
degree of contraction amplitude increment
was observed. These effects of tetrandrine
are not attributable to its negative inotro-
pic action. Since they were antagonized
by Ca?*, it may be assumed that tetran-
drine is a calcium antagonist.

tetrandrine; divasid; oua-
refractory
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bain; calcium; inotropism;
period; isolated left atria of rabbits
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