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Fig 1. Effects of verapamil, papaverine and
tetrandrine (n=4-8) on inhibition of pulmonary
contractions evoked by KCl(e), CaCl,(o) and
norepinephrine( X ).
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Tab 1. Effects of verapamil, papaverine and
tetrandrine on % inhibition of pulmonary artery
contractions evoked by KCIl, CaCl, and norepi-
nephrine (Xx+SD). *p>0.05, **p<{0.05,***p<<0.01
as compared with NE.
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NEPHRINE-INDUCED CONTRACTIONS OF ISOLATED RABBIT
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(Dept Pharmacology, Zhejiang Medical University, Hangzhou 310006)

ABSTRACT Like verapamil, the inhibitory
intensities of tetrandrine on contractions of
strips of rabbit pulmonary arteries (RPA)
induced by KCl (40 mM), CaCl, (2mM)
and norepinephrine (0.01 mM) were in the
following order: KCl>CaCl,>NE. Both
verapamil and tetrandrine reduced KCI- and
CaCl,-induced contractions of RPA more
readily than they did in NE-induced contrac-
tions. However, the inhibitory effect of

papaverine on the contractile responses to
KCl-induced RPA strips was the same as to
NE-induced ones and less effective than NE
in CaCl,-induced contractions. The results
indicate that tetrandrine is a calcium channel
blocker.
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