CHAPTER IV

DISCUSSION
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Contractions induced in vascular smooth muscle by a
high concentration of potassium are generally believed
to be highly dependent on the concentration of
extracellular calcium since these contractions are
markedly decreased or abolished by the removal of
calcium from the extracellular milieu (Deth, 1974).

Another experiment supports the calcium involvement of



KCl produced contraction. By measuring the uptake and
distribution of radiocalcium l‘ﬁﬂll in the vascular
gtrips in the presence and absence of KCl, it was found
that KCl increased the uptake of calcium (Greenberg et
al, 1973). The LL, was repeated utilizing
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elicit contractions of the rat sorta. The ability of
NE to induce the rat aortic contraction both in the
absence and in the presence of calcium has not been
clearly elucidated. Sutter (1976) reported that NE
could contract rat aorta incubated in calcium-free

physiological solution, whereas De Feliu et al, (1976)
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reported that under these conditions the tissue lost
its contractile response to NE. Recently, Cawin and
Shalid (1984) demonstrated that NE-appeared to activate
vascular smooth muscle of isolated rat aorta through
stimulation of alpha-1 adrenoceptors which then led to
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calcium influx through the receptors was associated
with the contractile effects induced by these agents
(Hudgins, 1968). Our study show that the extracellular
is also important fo;+ these-agent-induced

contractions because in Ca -free solution 'the

contractile responses were abolished. These results
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jllustrated the dependency on extracellular calcium
for contraction. Ancistrotectorine also inhibited

histamine and §-HT-induced contraction in =& dose-
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contractions. It is well known that a s-oath muscle
preparation immersed in a bathing medium containning a
high potassium ion concentration will undergo a
sustained membrane depolarization. One of the
consequenees of the potassium-induced depolarization is
an activation (opening or widening) of calcium channels

in the muscle membrane (Ebashi S. and Endo. M. 1968).
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This event leads to an influx of calcium ion and

ultimately, to a smooth muscle contraction.

The application of diltiazem or verapamil

also inhibit CaCl -induced contractions (Bristow et
2

al., 1984).
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and also ancistirotectorine. The inhibilory effects of

verapamil and diltiazem have been studied many years.

43



Janis and Triggle (1983) reported that verapamil
and diltiazem are exclusively blockade of stimulated
Cu2+ influx. Some workers indéeaedd thhat veezppami 1
block alphareceptors (Church J. and Zsotor. T. 1980) .
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