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= Abstract =

Kainic acid(KA), a powerful excitatory analogue, induces limbic motor seizures
and damages the hippocampus and limbic regions in rats. This study was
undertaken to observe the behavioral pattern induced by systemic administration

of KA in rats.

Twenty-three adult male Sprague-Dawley rats experienced convulsions by a
single intraperitoneal injection of variable convulsive doses(20, 30, and 40mg/Kg)
of KA respectively. The behavioral patterns were monitored for 3 hours after

administration of KA.

Most of the rats exhibited limbic motor epileptic activity. Severe limbic
convulsion and status epilepticus progressively increased .with the increasing
doses of KA, but the time sequence in the onset of behavioral stages induced by
administration of variable doses of KA was not significantly different.]
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Table 1. Behavioral patterns induced by systemic administration of kainic acid

No. of cases(%)

Behavioral pattern

20mg/kgn=7) 30mg/kgn=8) 40mg/kg(n=8) Total(n=23)

Stage 1
Motionless & staring

Stage 1I
Wet dog shake

Stage III
Facial clonus
Forepaws tremor
Head nodding
Myoclonic jerks
Stage IV
Alaxic gait
Circling
Rearing & falling
Tonic-clonic seizure

Stage V
Status epilepticus

7(100)
7(100)

1(14.3)
1(14.3)
2(28.6)
5(71.4)

1(14.3)
1(14.3)
1(14.3)
3(42.9)

1(14.3)

8(100) 8(100) 23(100)
7(87.5) 8(100) 22(95.7)
1{12.5) 1(12.5) 3(13.0)
1(12.5) 3(37.5) 5(21.7)
2(25) 2(25) 6(26.1)
4(50) 5(62.5) 14(60.9)
3(37.5) 3(37.5) 7(30.4)
1(12.5) 2(25) 4(17.4)
4(50) 5i62.5) 10(43.5)
4(50) 5(62.5) 12(52.2)
3(37.5) 5(62.5) 9(39.1)

30mg/kg % 40mg/kgEs T
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Table 2. Frequency of behavioral stage induced by systemic administration of kainic acid

No. of cases(%)

Stage’
2 20mg/kgn=7) 30mg/kg(n=8) 40mg/kgn=8) Total(n=23)
I 7(100) 8(100) 8(100) 23(100)
I 7(100) 7(87.5) 8(100) 22(95.7)
m 6(85.7) 5(62.5) 5(62.5) 16(69.6)
I\ 3(42.9) 4(50) 5(62.5) 12(52.2)
\4 1(14.3) ~ 3(37.95) 5(62.5) 9(39.1)
* I : motionless & staring, I : wet dog shake, 1 : mild limbic seizure,
IV : severe limbic seizure,

V : status epilepticus.
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Table 3. Time sequence in the onset of behavioral stage induced by systemic

administration of kainic acid

Onset time(min)

Stage 20mg/kg 30mg/kg 40mg/ kg Total
il 25.3+ 5.8 27.7+ 85 33.4+17.4 29.0+12.5
(20-39) (14-38) (20-70) (14-70)
il 45.8+19.4 48.0+ 8.6 46.4+ 9.6 46.5+14.5
(34-89) (40-60) (42-65) (34-89)
I\ 92.3+12.3 76.8+ 2.4 82.8+31.8 83.2:429.3
(78-108) (74-80) (45-138). (45-138)
A 121 106.0+ 8.6 117.8+28.9 114.2+22.8
(96-117) (68-145) (68-145)

Values are given as mean* SD(range)
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