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Tab 1. Effects of iv hyoscine-N-butyl bromide
on electroencephalography (EEG) and behaviour
in rabbits

Dose n EEG Behaviour Died
(mg/kg) Sharp Spikes Quiet Restloss

2.5 1 0 0 4 0 0

5.0 6 0 0 6 0 0
10.0 6 3 0 2 4 0
15.0 4 2 2 1 3 0
20.0% 5 1 3 0 4 1
25.0% 2 0 1 0 1 1
* Without continuous seizure discharge and

convulsion in higher dose,
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Fig 1. EEG recording after icv HNB 3 mg in
rabbits, A) Before, B-D)after 15, 30 and 60 min,
respectively, LF =left frontal, RF =right frontal,
LP =left parietal, RP =right parietal, LF - P =left
frontal — parietal, RF - P =right frontal - parietal,
Arrow indicates sound stimulus.,
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Fig 2. Influence of physbstigmine on EEG
induced by icv HNB in rabbits, A)Before, B)
I-after icv HNB 3 mg, I -iv physostigmine (.3
mg/kg, C) I-after iv physostigmine (.3 mg/kg,
I -after icv HNB 3 mg.
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Fig 3. Influence of diazepam on EEG induced
by icv HNB in rabbits, A) Defore, B) I-after
icv HNB 3 mg, 1 -after iv diazepam 2 mg/kg,
C) I-after iv diazepam 2 mg/kg, I -after icv
HNB 3 mg,
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Fig 4. Blocking action of HNB on isolated
rat phrenic nerve-diaphragm preparation,
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Fig 5. Blockfng action of HNB, atropine
and anisodamine on electric stimulation of
phrenic nerve-diaphragm preparation, M = electric
stimulation of muscle; N =electric stimulation of
phrenic nerve, S=HNB 2 mmol/L; R = Atropine
2 mmol/L; O = Anisodamine 2 mmol/L,
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Effects of hyoscine-N-butyl bromide on electroencephalography and

neuromuscular junction

LU Shi-Min', CHEN Xian-Yu

. (Inst Materia Medica, Chinese Academy of Medical Sciences, Beijing 1060050)

ABSTRACT  After iv hyoscine-N-butyl
bromide (HNB) 20 mg/kg, the rabbits became
restless without convulsion, and the EEG
showed discrete sharp waves and spikes,
without epileptic discharges. It suggested

that iv HNB possesses some stimulating

effect on CNS.

Epileptic discharges of EEG and repeat-
ed clonic convulsion induced by icv HNB
3 mg were antagonized by diazepam, but
not by physostigmine. It suggested that the
effect of HNB be related to the GABAnergic,
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not cholinergic, modulating function.

HNB (0.1-2 mmol/L) produced a
concentration—dependent blocking the neuro-
muscular junction on rat phrenic nerve-
diaphragm preparation. This result indicates
that iv HNB inhibits respiration probably
via the blocking of neuromuscular junction.

KEY WORDS
physostigmine diazepam;
graphy;  neuromuscular junction

N-butyl scopolamine;
electroencephalo-

INow in Dept Pharmacology, Inner Mongolia
Medical College, Huhehaote 010035



