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Influences of the Hippocampal Lesion on the Epileptic Seizures in Cats
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Fig. 1. The lateral surface of the cerebral
hemisphere (cat).

A, frontal lobe; B. temporal lobe; C, occipital lobe.

a, lateral fissure or fissure of Sylvius; b, sulcus anterior;

¢, sulcus posterior; d, sulcus suprasylvius.

1, anterior Sylvian gyrus; 2. posterior Sylvian gyrus;

3, gyrus ectosylvius (X indicates the site where incision was made);

4, gyrus suprasylvius
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Table 1. Interval between INAH Injection

and Ist Seizure(min.)

Hippo-
Group| Normal | Operated
\7 control control o?gstuesd Remarks
M 76.55 81.55 | 112.62 | Without Ist
and 2nd
g 10.68 25.68 14.19 | seizure in one
cat of the
oM 3.78 9.08 5.36 | hippocampus
operated
N 9 9 8 group.
t-Test:

Normal control vs. Operated control t==0,508 d.f.==8 p>.20
Operated control vs. Hippocampus operated t=2.945 d.f.=7
p<.05

Hippocampus operated vs. Normal control t=5,490 d.1. =7

p <. 001
2) VIEIERFEEE 32 EBAEIIXS BE: -
£ 20 HRAA MY F BEfEAlS MRS HEE
23 R PR FEEmENs iz 2R
ot B TR IRHERRLS 84 21 R %
Rol A€ wuvh H TREREY G BETEN
o] Histlis L avbx] & EWIt glo] BelA] fhed o]
Ax HEMEE: F 23%d Aol ohdrt *37—}%4- 2l
WEFMIER 1 81(No. 72)+ WifHolA it debet 7
o] FWl = Fi{Fol Aelvtx] ekokm = & 24 (No.
64, 920 slelA= gl el AN F2H #F
2 7R QoA km dgtEd (B 7, o] 3 =
5 HEY el AR ksl o) HEE H

Table 2, Interval between Ist and 2nd Seizure

(min.)
Hippo-
Group| Normal | Operated
campus Remarks
| control control operated
M 21.77 33.40 56.80 | Without 1st and
2nd seizure in
g 8.44 54.09 20.89 |onecatand with-
out 2nd seizure
oM 2.98 19.12 9.34 |in two cats of
the hippocampus
N 9 9 6 operated group.

t-Test:
Normal control vs. Operated control t=0,599 d.f.=8 p>-, 20
Operated control vs. Hippocampus operated t==1,102 d.f.=5
p>.20
Hippocampus operated vs. Normal control t=3.571 d.f.=5
p<.,02
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Fig. 2. The hippocampus is exposed by opening Fig. 3. Scar formation following operation (oper-
ectosylvian gyrus (normal cat). ated control group).

Fig. 4. Lateral view of the hippocampus destroyed Fig. 5. Dorsal aspect of the hippocampus destroyed
by suction Chippocampus operated group). by suction (hippocampus operated group).
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Fig. 6. Generalized couvulsive seizure induced by INAH
(normal control group)

injection

Fig. 7. The two cats in the figure were injected INAH at the same
time. This figure was taken 150 minutes after the treatment.
The hippocamus operated cat standing in front(No. 92) had
only one seizure 140 minutes after the injection, and is still
in good condition. The cat lying behind, operated control,
is in almost agonal condition after several seizures.
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Table 3. Total Number of Seizures

Group| Normal OperatedI gﬁgﬁs Remarks
- control control ‘operated

M 10.88 19.11 4.75

o 2.60 11.32 4.91

oM 0.91 4.00 1.85

N 9 9 8

t-Test:

Normal control vs. Operated control t=2.007 d.f.—8 p>».05
Operated control vs. Hippocampus cperated t==3,263 d.f.-- 7

p<. 02
Hippocampus operated vs.Normal control t1=2.975 d.f.~-7

p<. 05
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Hippo-
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ABSTRACT

Influences of the Hippocampal Lesion on
the Epileptic Seizures in Cats

Petrus Suckjin Yoo, M.D.

Department of Physiology, College of Medicine,
Seoul National University, Seoul, Korea.
(Director: Prof. Chul Kim, M.D.)

Cats in which the hippocampus was bilaterally
ablated by suction through overlying neocortex
(hippocampus operated group) and cats in which
only the portion of neocortex over the hippocampus
was opened (operated control group) were prepared
and their course of experimentally provocated epi-
lepsy by INAH injection was observed compared
with that of normal control group (cats without
operation).

The hippocampus operated group showed :

1) a longer interval between INAH injection and
Ist seizure,

2) a longer interval between Ist and 2nd seizure,

3) less frequent seizures in the course,

4) more favorable prognosis than the other groups.

Thus it was the author’s impression that the
hippocampus operated cats seem to have stronger
resistance than other cats to the experimentally
induced epilepsy by INAH injection, and that the
hippocampus has some role to facilitate epileptic
activity through the hypothalamic activating systm.
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