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Table 1. Effects of icv anisodine and scopol-
amine on EEG arousal response in rabbits

Dose Blocked EEG arousal
Drug response*

(mg/kg) None Partly Completely
Anisodine [0.14—0.35 0/8 /8  0/8

;0.80—1.60 0/6 4/6 2/6

2,40 0o/t 0/ 1/4
Scopolamine!D. 05 1/1  0/1 0/1

0.11—0.50, 0/5 5/5 0/5

4\0.80 0/3  0/3 3/3

* Number of positive reactions/total,

- 0.14-2. 4 mg/kg ¥yff EEG EIULHME B

B, 2.4mg/kg B, 7E4RITHPHEEE
W REER R (B 1-1). LR SBhEHE %
RIFRE, MFEREFTRI AL, BERK

REERILAITIREHR(GE L),  0.05
mg/kg 5t EEG LR, 0.11-0.8 mg/kg
£ EEG ZAAHMNEERRE, L 150—300
eV 8 S AE, 0.8 mg/ke T 524 MHET AR
RB(E 1-ID, RAadh, TERIAZSRK
RE,

IR ERAL#ET 6 RSEE:, icv 0.25 mg/
ke % EEG THHBEW, FHELKHEE. icv 0.5
mg/kg 10 min J5 EEG ZRHRIBHR I, KRR
e, FFmtk, EULEE, ##4£:49 80 min, XK
BB, icv 1—2me/kg 5—10 min J§, %
RIEAEE, WU AR, T UL AR R 3D, BRER Y
B, SEHAEEEUR; 20—380 min J5 HAEL 4 ERE
ZEHARK, EEG W R EERE (-
2-1), RATHHE 140 min = 2d /L.

PR 5L L 9E4T 6 R SE8E .0.06 mg/kg By X
EEG FR80EmW, BB B0, WER MG

C7E, FRSeEs, icv 0.25—1 mg/kg 5—106 min

&, EEG 3R , bk M, WRHUE ,
EEG i # B & fe B HIE 35 (18] 2-1D),

icv EFIK 0.2ml, 763 R b
% EEG RAT R B . -



A

1100 pV 13
L0 i
ro Al
I -

1100 Vs

LO e M ol ’\«P“\W/\/VW

RO ~vMis W /\\Jw\/\/\[\/\'\/\fﬁ\f‘

Fig 1. Effects of anisodine and scopolamine
on EEG in rabbits

A) control; B) I-30 min after icv anisodine 2.4
mg/kg, II-scopolamine (), 8§ mg/kg, LF =left fron-
tal, RF =right frontal, LP = left parietal, RP=
right parietal, LO=1left occipital, RO =right
occipital, Arrow indicates sound stimulus,
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Fig 2. Effects of anisodamine and atropine on EEG in rabbits

A) I,TI-before drug administration; B,C,D) I-within 80 min EEG recording after icv of anisod-
amine 1.5 mg/kg, II-atropine 0,25 mg/kg. Electrode placements are similar to that in Figure {.
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Table 2.

injections of anisodamine and atropine in mice
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Effects of neuropsychotropic agents and neurotransmitters on CDsy of intracerebral

Dose, route

CDso (g, 95%CL**)

Agent and time Behavioral effects Anisodamine  Atropine
Control 159 58
17—214) (39—85)
Physostigmine 0.5 mg/ke slight myopalmus 145 50.
ip 30 min (98—213) (39—63)
Pilocarpine 200 mg/kg salivation, slight 174 81
ip 15 min tremors (118—256) (T4—113)
Anisodine 100mg/kg none 109 63
ip 30 min (91—132) (48—84)
Mecamylamine 25 mg/kg slight muscle 145 63
ip 30 min relaxation (117179 (37108
Reserpine 10 mg/kg tranquilization 120 48
ip4—5h . (97—149) (39—61)
Chlorpromazine 10 mg/kg tranquilization . 229 91
ip 30 min (190—277 (76—110)
5-Hydroxy- 100 mg/kg none 145 91
tryptophan ip 30 min Q17179 (T4=—113)
Glycine 600 mg/kg none 110 91
ip 30 min (74—162) (62—135)
GABA 300 mg/kg/ none 200 91
daily ip3d (159—251) (62—135)
20 ug icv slight 141 89
5 min stimulation (113—176) (51—154)
Diazepam* 5 mg/kg sedation, presence 398 —_—
ip 30 min of righting reflex (294—538)
20 mg/kg slight muscle _ 109
ip 30 min relaxation (91—132
Picrotoxin 3mg/kg none 145- ' 43
ip 30 min A17—-179 (39—59
Caffeine NB 110 mg/kg slight excitation 200 63
iv 1min . (159—251) (51—79)
Pentobarbitone 25 mg/kg sedation 200 69
ip 30 min (145—275) (49—98)

* The solvent (40% propylene glycol and 10% ethanol prepared in the same dilution as the whole
diazepam solution with 2% Tween-80) no significant effect on the CD;, of anisodamine and

atropine,
** CL=confidence limits
W R
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Fig 3. Influences of anisodine and anisodamine
on physostigmine-induced EEG responses in

rabbits

A) control; B) 10 min after physostigmine 0.3
mg/kg iv; C) I-30 min after anisodine 2.4 mg/
kg icv following physostigmine, II-anisodamine
0.5 mg/ke, Electrode placements as in previous
Figures,
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CENTRAL EFFECTS OF ANISODAMINE, ATROPINE, ANISODINE AND
SCOPOLAMINE AFTER INTRAVENTRICULAR INJECTION

PENG Jian-zhong, JIN Li-rong

(Department of Pharmacology, Ningxia Medical College, Yinchuan 750001)

CHEN Xian-yu, CHEN Zeng-xing

(Department of Pharmacology, Institute of Materia Medica, Chinese Academy of Medical Sciences, Beijing

100050

ABSTRACT Anisodine and anisodamine
are new tropine alkaloids isolated from
Scopolia tangutica. The chemical structure
of anisodine is different from scopolamine
by a hydroxy group on the tropine acid
moiety. Anisodamine is different from
atropine by a hydroxy group on the 6th
position of tropine.

In unanesthetized rabbits, intracere-
broventricular(icv) injection of anisodine-
HBr 2.4 mg/kg or scopolamine-HBr 0.8
mg/kg produced a high synchronization
and blocked the EEG arousal response.
Rabbits became quiet. p~10 min after icv
anisodamine-HBr 1-2 mg/kg or atropine
sulfate 0.25-1mg/kg, cerebral electrical
activity showed a low amplitude and a fast
frequency, followed by frequent spikes and
seizure discharges. The rabbits appeared
excited with tachypnea, nystagmus and
clonic convulsion. It suggests that aniso~
dine and scopolamine are mainly CNS de-
pressants; anisodamine and atropine are

X * X

mainly stimulants.

Intravenous (iv) injections of 4 tro-
pine alkaloids induced a high synchroni-
zation and blocked the EEG arousal re-
sponse in rabbits. Effects of anisodamine
and atropine on EEG and the behavior of
rabbits depended on the route of admini~
stration.

In mice icv of these tropine alkaloids
produced similar behavioral effects as in
rabbits. Physostigmine, pilocarpine, ani-
sodine, mecamylamine, reserpine,chlorpro-
mazine, 3-HTP, glycine, picrotoxin, caf-
feine and pentobarbital did not affect
CDy, of anisodamine and atropine. But ip
diazepam (5-20 mg/kg) significantly in-
creased CDy,. This suggests that central
stimulation by anisodamine and atropine
may be related to the mechanism modula-
ting the GABA-ergic function.
KEY WORDS anisodamine;
scopolamine; atropine;
convulsions, electroencephalography

anisodine;
diazepam,



