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Fig 1. Effects of 4-aminopyridine (4-AP) and
CaCl, on inhibitory action of RS on neuromuscu-
lar transmission in common peroneal nerve-anterior
tibial muscle of anesthetized cats. (a) RS 20 mg/
kg, ia; (b) CaCl, 10 mg/kg, iv; (¢) 4~AP (.2 mg/
kg, iv
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Fig 2. Effects of 4~-AP, CaCl, and neostigmine
methylsulfate on inhibitory action of RS on neu-
romuscular transmission in isolated rat phrenic
nerve-diaphragm preparations. The indirect and
direct stimuli were applied alternately. (a) RS (.8
mM; (b) RS 1.6 mM: (¢) RS 3.2 mM; (d) CaCl, ¢
mM; (e)4-AP 0.1 mM; (f) neostigmine (.04 mM
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INHIBITORY ACTION OF RIBOSTAMYCIN SULFATE ON
NEUROMUSCULAR TRANSMISSION
SHU Huai-de, ZHANG Li-hua, GU Jian-wei, CHEN Lin-ai

(Dept Pharmacology, Shanghai Medical University, Shanghai 200032)

ABSTRACT In common peroneal
anterior tibial muscle preparations of anes-
thetized cats and isolated rat phrenic nerve-
diaphragm preparations, the efficacies of
ribostamycin sulfate (RS) blocking neuro-
muscular transmission were 27% and 72%,
respectively in comparison with that of
streptomycin sulfate. RS did not affect the
resting membrane potential of muscle cells
nor the frequency of spontaneous miniature
end-plate potential (mepp). However, it
prevented the increase in discharge frequency
of mepp induced by high K* (30 mM),
reduced the amplitude of end-plate potential
(epp). and decreased the epp quantal content.
The inhibitory action of RS on neuromus-
cular transmission was antagonized by
4—-aminopyridine or CaCl,.

RS inhibited the twitch responses of vas
deferens to field stimulation. The inhibition
induced by RS was antagonized by 4-amino-

nerve-

pyridine and by increasing the Ca** concen-
tration (5 mM) in Mg** - free Krebs solu-
tion, but not antagonized by yohimbine or
naloxone. RS also reduced the contractile
amplitude of vas deferens induced by norepi-
nephrine or KCI.

It is postulated that the main effect of
RS on cholinergic neurotransmission in
motor nerve-skeletal muscle junction was to
decrease the amount of acetylcholine liberated
from nerve endings, whereas the inhibitory
effect of RS on adrenergic neurotransmission
in vas deferens was mainly by reducing the
response of the smooth muscle to endogenous
and/or exogenous norepinephrine.

KEY WORDS ribostamycin; streptomycin;
neuromuscular junction; vas deferens;
CaCl,; 4—aminopyridine: yohimbine;

naloxone; norepinephrine; KCI



