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Tab 1,
seizures (SCZS) ,

Effect of sc clonidine on semicarbazide
*p>0.05, ***p<0.,01

Clonidine Mice Convulsion rate(%)
(mg/kg) (P£Sp) -
- 30 93%5
0,05 20 80+ 9*
0,1 20 45+ 11%**
0,2 23 56%£11***
0.5 20 55£11***




Tab 2,

Effect of sc clonidine and yohin_lbine on SCZS, SCZ 115 or 150 mg/kg was given iv g0 min
previously, (X+5D)*p>0,05, *'p<0,05, "**p<{0.01

Convulsion

Dose SCZ 115 mg/kg Convulsion SCZ 150 mg/kg

(mg/kg) Mice %) Mice %)
NS 25 41+4 25 28%9
Yohimbine )

0.5 25 20%8° 25 48+ 9*

1 25 20+8* 24 83+ 8*""

2 25 40+10**" 25 64£10°"

5 20 50+11°*° 25 68+ 9"
Clonidine '

0,025 10 0* 10 2013

0,05 10 10+ 10° 10 20+ 15*
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Tab 3, Effect of sc clonidine (,2 mg/kg (Clo),
yohimbine 5 mg/kg (Yoh) and propranolol (Pro, 5*
or 15**mg/kg) on electroconvulsive shock in mice,

Pro was given 15 min after Clo or Yoh,

Convulsion

Mice rate (9 p value
A NS +NS 15 87+ 9
B Yoh+NS 20 40x11 A:B<0,01
C NS +Pro* 30 67 9
D Yoh+ Pro* 30 30% 8 B:D>0,05
E NS +Pro** 10 0
F Yoh+Pro** 10 10£10 E:F>0,05
G NS +NS 15 87+ 9
H Clo +NS 10 7011 G:H>0,05
I NS +Pro* 15 65+12
J 'Clo +Pro* 10 90110 1:J>0,05
K NS +Pro** 15 7+ 7
L Clo +Pro** 30

53+ 9 K:L<0,01




Tab 4, Effect of clonidine and yohimbine on

SCZS in mice pretreated with g-hydroxydopamine,

15 mice/group, (¥+SD) *p>0.05, ***p<0,01

Dose Latent period (min)
(mg/kg) sc Convulsion Death
NS 6116 68118
Clonidine 0,2 88+ 23"*" 96+ 23***
Yohimbine 1 64k 12° 71£19*
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EFFECTS OF CLONIDINE AND YOHIMBINE ON SEMICARBAZIDE-
INDUCED CONVULSIONS AND ELECTROCONVULSIVE SHOCK

YUE Wang, ZHANG Shi-shan

(Dept Pharmacology, Hebei Medical College, Shijiazhuang 050017)

ABSTRACT Semicarbazide-induced seizures
(SCZS) and death were facilitated significantly
in adult mice 14 d after intraventricular injec—
tion of 6-hydroxydopamine (6-OHDA). Subcu-
taneous injection of a,-adrenoceptor agonist
clonidine (0.1-0.5 mg/kg) reduced. SCZS,
while o,~antagonist yohimbine (0.5-5 mg/kg)
exacerbated SCZS and antagonized the anticon-
vulsant effects of propranolol. The anticon~
vulsant activity of clonidine was not abolished
following pretreatment with 6-OHDA. These
results suggest that the modulation of SCZS by

* * *

clonidine and yohimbine may be mediated via
postsynaptic a,~receptors on central noradren-
ergic nerve endings. -

In electroconvulsive shock (ECS), yohim-
bine exerted anticonvulsant effects, but clo-
nidine did not. In contrast, the anticonvulsant
effects of propranolol in ECS were antagonized
by clonidine in mice.

KEY WORDS clonidine; yohimbine; propra-
nolol; «,~adrenoceptors; g-hydroxydopamine;

semicarbazide; convulsions
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