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Tab 1 Effects of different doses (25~200 mg*kg ™!, ip) of isatin on seizure parameters
in fully kindled rats. The afterdischarge threshold (ADT) was determined 0.5 h after
isatin or vehicle(DMSO) treatment by administering a series of stimulations at 2 min
intervals beginning at 1 V and increasing in steps of (.2 V. The threshold was defined as
the lowest intensity producing afterdischarge with a duration of at least 3 s

Dose Number Seizure parameter Stage 5 seizure protection

Group

/mgrkg ! /n ADT/V Seizure severity /%
DMSO 9 3.91f1.61 5 0
ISA 25 9 4.00£1.54 3.33+£2.50 33.3
DMSO 9 3.91t£1.61 5 0
ISA 50 9 4.28+1.69" 1.89+2.31 77.8°°
DMSO 11 3.61£1.66 5 0
ISA 100 11 4.22+1.78" " " 1.18+1.99" 88.9" "
DMSO 9 3.89£1.39 5 0
ISA 200 9 4.22+1.70" 1.67+2.50"" 50.0" "

Tts. "P<0.05, "7 P<0.01,

P P<0.001 vs individual vehicle controls.



2R Acta Pharmaceutica Sinica 1999,34(1):1~4 3.

100
2
a
2030
k-
£ oso b
E
5
=
040 |
00 s % a5 60 90 120 180

Interval time/min
Fig 1 Time-course of afterdischarge threshold

(ADT) increment after a single dose (100 mg*kg !>
ip) of isatin. The increment of ADT between isatin
treatment and individual vehicle control in the same
rat was calculated and showed as means of nine rats.
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Tab 2

(PTZ, 85 mg*kg™ !, sc)-induced seizure in mice

Effect of isatin (ip) on pentylenetetrazole

Group Dose Lateflcy Tonic seizure Death
/mgkg ! /min /% /%
Control 21.7+8.7 90 90
ISA 50 11.8+£7.07 100 90
200 21.1£13.9 0" 40"

Ttsy n=10, " P<0.05, "7 P<0.01 vs control.

Tab 3 Effect of isatin (ip) on semicarbazide (SCZ, 200 mg*kg™ !, iv)-

induced seizure in mice

Group Dose Lateflcy Surviva.l time Tonic seizure Death
/mg*kg ! /min /min /% /%
Control 71.9+21.7 86.0+23.7 90 90
ISA 50 59.7+22.7 73.2+42.2 100 90
200 51.3+12.0" 87.5+£29.9 1"" 90

xtsy n=10, "P<0.05, "7 P<0.01 vs control.
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THE INHIBITORY EFFECT OF ISATIN ON SEIZURE ACTIVITY
IN AMYGDALOID KINDLED RATS

Li Fengqiao( Li FQ)» Yue Wang( Yue W)s Minami M's Zhang Jian(Zhang ]) and Liu Zhantao( Liu ZT)

( Department of Pharmacologys Medical School of Qingdao Universitys Qingdao 266021 ;
"Department of Pharmacologys Higashi-Nippon-Gakuen Universitys Hokkaido> 061-025 Japan)

ABSTRACT AIM: To study the effect of isatin on amygdala-kindled seizure and the anticonvulsant effect
in convulsion models. METHODS: The electrophysiological and/or behavioral indices were observed and

recorded in the amygdaloid kindling model of rat and several convulsant models of mice, ie maximal electroshock
seizures semicarbazide (SCZ)- and pentylenetetrazole (PTZ)-induced seizures. RESULTS: In fully kindled rats»
isatin, tested at doses of 50 to 200 mg* kg ' ips significantly increased the focal afterdischarge threshold

(ADT), reduced the seizure severity and the percentage of generalized seizure ( P <0.01). In addition, isatin

was shown to dose-dependently antagonize maximal electroshock seizures with EDsg of (123 £31) mg*kg !

[satin at the dose of 200 mg* kg ! specifically modified the tonic component of sc PTZ or iv SCZ induced
convulsion ( P<0.01) and thus reduced mortality in PTZ-induced seizure ( P <0.05). CONCLUSION: The

present data demonstrated that isatin exerted inhibitory effect on kindled seizure in fully kindled rats and on

convulsions induced either electrically or by chemicals, indicating that it might possess anticonvulsant efficacy.

KEY WORDS isatin; kindling effect; monoamine oxidase inhibitor; amygdala; epilepsy





