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Fig 1. Contractions of the tibialis muscle in cat
after intra-arterial injections of aconitine (.7 and
0.2 mg into the anterior tibial artery
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Tab 1, Effects of aconitine (Ac) 0.02 mg/20 ml

following various premedications on contraction
of rat phrenic nerve-diaphragm preparations 10 min

after Ac ( x+SD). *p>0.05, ***p-<0.01
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Fig 2. Effect of aconitine (Ac) (.02 mg/20 ml
on contractions of phrenic nerve-diaphragm prepa-
ration of rat
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Fig 3. Contractions of nictitating membrane in
cat, S: stimulation of the preganglionic sympa-
thetic nerve. ACh: lingual arterial injection of
acetylcholine .05 mg. Ac: lingual arterial injection
of aconitine (.03 mg
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EFFECTS OF ACONITINE ON NEUROMUSCULAR TRANSMISSION
AND SUPERIOR CERVICAL GANGLION

LIU Shi-fang, ZHANG Sha-sha, ZHANG Wen-xing
(Dept Pharmacology, Inner Mongolia Medical College, Huhehaote 010035

ABSTRACT Contractions of diaphragma,
tibialis muscle and nictitating membrane were
caused by stimulation of nerve (phrenic and
peroneal nerve) or preganglionic sympathetic
nerve in the preparation of rat phrenic
nerve-diaphragm, cat tibialis and cat superior
cervical ganglion. Aconitine (Ac) initially
enhanced the contractions of the muscles
described above then inhibited them. During
enhanced contraction of diaphrgma and
tibialis muscle, the tension of them is also
increased concomitantly. When the tibialis

muscle and nictitating membrane were

inhibited by Ac, the amptidudes of a single
twitch caused in them by ia (anterior tibial
and lingual arterial injection) acetylcholine
(ACh) were almost the same as those of
a single twitch caused by ia ACh of the
same dose before treatment with Ac. Inhibi-
tory effect of Ac on contraction of dia-
phragma was antagonized by Ca®*, but
enhanced by d-tubocurare and physostigmine.

KEY WORDS aconitine;  acetylcholine;
diaphragm; nictitating membrane; muscle
contraction



