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Abstract

Verabamil is a calcium antagonist., A wide range of
doses of thé drug were studied in isolated rat phrenic
nerve hemidiaphragm and rat sciatic nerve gastrocnemius in
Sityu preparation. The purpose of this investigation was to
Observe the pharmacological activities of the drug on
skeletal muscile contractile response. Verapamil o©.01 -
0.08 mM decreased the twitch amplitudes of both neurally-
and directly-evoked contractile responses without impair
ment of transmission of peripheral nerves. The possible
Sites of the depressive effect of verapamil should be due
to blockade of myoneural junction and direct skeletal
muscle.

Verapamil synergized the heuromuscular blocking action
of pancuronium, succinylcholine, and hemicholinium. The
drug could inhibit AChH contracture in chronically dener-

vated rats,. The post-tetanic potentiation (PTP) was also




abolished by verapamil. The drug was found to inhibit the
twitch potentiation of Tetraethylammonium,(TEA), which is
beleived to increase ACh release from motor terminal. In
this study, the debressive effect of verapamil could be
partially antagonized by calcium cthloride, but not by ngos—.
tigmine and other anti-curare agent , TEA, The mechanism of
action of verapamil on neuromuscular transmission was pro-
posed to be |

1) interference with ACh release from motor nerve terminal

2) decreasing the endplate sensitivity of ACh.

Verapamil could inhibit direct muscle PTP. The twitch
potentiation produced by caffeine in curarized directly-
evoked twitch was also inhibited by verapamil. It would be
proposedl that besides the depressive effect on neuro-
muscular transmission, verapamil brobably exerts its direct
effect on skeletal muscle contraction. The direct effect of
the drug on skeletal muscile could be somehow inhibition of
calcium In - excitation-contraction brocess 1in skeletal

muscle cell.,
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