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Sites of seizure diﬁcharges after intracerebroventricular injection

of anisodamine and thes antagonism by diazepam in rabbitsi

PENG Jian-Zhong, JIN Li-Rong ’ X
(Department of Pharmacology, Ningxic Medicai Ccliege, Yinchuan 750004, Chima)

ABSTRACT Anisodamine is a tropine Maxim. To determine the original sites of
alkaloid isolated from Scopolia tengutica anisodamine seizure discharge, permanen:

electrodes were impianted into different
parts of the brain in rabbits and the clec-
trical activities were continnouely recorded
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Part of this work was presented at the 2 nd Con-
ference of the Chinese Neuropharmacological Soci- by monopolar leads. Injection of aniso-
ety {1985, Nanning) and Internationzl Symposium damine 1.5 mg/kg into the lateral ventricle
on Traditional Medicines and Modern Pharmacolegy of conscious rabbits always produeed
{1085, Beijing), abnormal discharges. The spike discharges
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appeared first in the amygdala and con-
sisted of rhythmic large surface—positive
spikes. Multiple spikes then appeared in
the hippocampus, caudate nucleus, midbrain
reticular formation and frontal cortex.

Diazepam 1.5-2.5 mg/kg did not inhibit
the spike discharges from the amygdala,
but did inhibit the discharges from other
sites as well as clonic convulsions. When
the dosage of diazepam was increased to
4.5mg/kg, the spike discharges from the
amygdala were also inhibited,

The above findings indicate that the
site of origin of anisodamine seizure dis-
charges in rabbijts is the amygdala. The
seizure discharges then spread 1o the mes-
encephalic reticular formation, the hippo-
campus, the candate nucleus and the cortex.
Diazepam was shown to be an effective
antagonist  against central stimulation
induced by anisodamine.

KEY WORDS anisodamine;: diazepam:
amygdaloid body: implanted electrodes:
electroencephalography: atropine derivatives
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MATERIALS AND METHOLS
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Flg 1. The EEG activity of the cortex, amygdala, hippocampus and midbrain reticular formation
the right brain in a conscious rabbit after injection of anisodamine 1.5mg/kg into the right iateral
veniricle, The spike discharges appeared first in the amygdala 14 min after anisodamine, About 4§ min
after injection, sll EEG leads exhibited muitiple spikes and rhythmic spike waves continued for at
least g0 min, RFR = right frontai; RAM = right amygdala, RHI=right hippocampus, RRF = right
midbrain reticular formation, ;
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Fig 7. Diazepam (DZ) antagonism of anisodamine-induced abnormal discharges of EEG activation,
EEG spike waves were present 30 min sfter icv 1.5 mg/kg of anisodamine.1) min lster, DZ (2.5 mg/
kg iv) 414 oot inhibit the spike discharges from $he amyzdala, but inhibited the oischarges from other
sites. 20 min affer DZ 4.5 mg/kg inhibited the spike discharges in all of leads, ROC=right occipital,

RAM, RHI and RRF as the same in Fig 1.

iy EEG HBLE S s, H% T BESRIER
¥.
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4.5mg/kg Bf, Z5{T 8 W B B 9% i oW
(Fig 2).

. DISCUSSION
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