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—Abstract—

the hij i is crucial in i of
temporal lobe epilepsy (TLE), the seizure semiology in relation to the extent of
hippocampal atrophy (HA) has not been well addressed. We attempted to
investigate whether the extent of HA contributes to secondary generalized
tonic-clonic seizure(2GTCS) occurrence in TLE. Clinical information in medical
records, archived data of video-EEG monitoring(VEM) of 11 TLE patients were
reviewed and findings of temporal lobe magnetic resonance imagings (TLMRISs)
of those patients were analyzed. According to the extent of HA and the
presence of amygdala atrophy(AA) in TLMRI findings, patients were divided
into partial hippocampal atrophy group(PHA) (3 patients: HA limited to a
partial portion of hippocampus), diffuse hippocampal atrophy group(DHA) (3
patients: extensive HA from head to tail of hippocampus) and amygdala
atrophy group(AA) with HA(5 patients). We analyzed 2GTCS occurrence
rate(rate during previous one years and during VEM period) between PHA and
DHA, between AA and only HA group, and between AA, DHA and PHA.
There was no significant difference in age, sex, onset age, febrile scizure
history and seizure duration. Both 2GTCS rate of the previous one month and
that during VEM monitoring period were not significantly different between
DHA and PHA, between AA and HA, and between AA, DHA and PHA,
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either. We preliminarily conclude that neither the hippocampal atrophy extent
nor the presence of amygdala atrophy influenced the occurrence of 2GTCS in

TLE.
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Fig. 1. Angulation for coronal imaging in 3-
dimensional acquisition technigque.
Vertical lines are imaging planes
perpendicular to the anteroposterior
imaging line between orbitofrontal base
and splenium of corpus callosum.
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MRI firding of a patient with partial
hippocampal atrophy.

Signal intensity is increased in right
hippocampus (black arrow) on T2-weight
fast spin-echo imaging.

Fig. 2. MRI fmdmg of a patient with partial
‘hippocampal atrophy.
B. Smaller hippocampus with gliosis in right
hippocampus (black arrow) in inversion
recovery imaging.
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7t XYHES 44 Qe (Watson § 1992). T2+
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Fig. 8. MRI finding of a patient with diffuse

hippocampal atrophy. Atrophy of

hippocampus is extended to the tail of
right hippocampus (thick black arrow) at
the vicinity of crus of fornix (thin black
arrow) on 3-dimensional acquisition
technique imaging.

Fig. 4. MRI finding of a patient with amygdala
atrophy.
A. Signal intensity is increased in right
amygdala complex (black arrow) on T2-
weighted fast spin-echo imaging.
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2 hilanans ik o
Fig. 4. MRI finding of a patient with amygdala
atrophy.
B. Atrophy and gliosis in right amygdala
complex (black arrow) in inversion
recovery imaging.

2 #=aigch(Kuzniecky $ Jackson, 1995b).
HAS A% A2E dvtel $3e4 wipd] ol27]
7AA GA %o e A$E v diffuse)
o2, dvle] YREeRE A% Qe F¢E ¥
24 (partial) 22 EFAA}Fig. 2-4). VEAS}
dvte] %, A¥ R vIFe ZAE Duver-
noy (1988)4 Watson's (1992)9) 3l 1At
aasisic

2 HAS| Alst HEU AAS| RR0| mE 3T O
A ER U BN Yy

1) AAZE 91E HA 826 9):
#84 HA #(PHA) (G %), 24 HA &
(DHA) 3 )

2 AATL 1E F(AA) G ),
(HA) 6 )

3 AA (5 ), DHA (3%) % PHA 23 )

3, BNl o4 RE B

471 3 74K W Azl de BAE 9, @
W, @4 29 $AY, 28 93 % ¥ olf 7]
2 ol 2 FolA ¥l ¥4 I

4, B2 2GTCSS 84
471 3 71 A Al gleid A2 ddzt R

AATF RE 2

VEM 713t ge} 3 2% R5st 3 w7 Rl
q# 2GTCSe M= Fol 2 2zl Hl= 2H
A3k

6 82 24 Yy

W @457 Ae BAZ Q4 vIES AFW0)
olg Hget. ¥FP Ao dHAHE Chisquare
2%, 9% ¥%el dsidE Mann-Whitney Test
1 Kruskal-Wallis Test 5] A&

E-
1. o RS (Tables 1-1, 1-2 1-3)

04 BAEe) 94, 99, 94 B8 3AY, =
&A% 23 1@ 71 T QoA Al 7R B
Ay 2564 & 2] FARHeR R
Hel7t A

Table 1-1, Clinical History and Demographic
Features in HA without AA®

Sex(M:F) Agelyr) Fbr Sz Onset(yn) Dur(yn)

PHAG) 211 2549 2 129 53
DHAG) 211 1439 2 114 1035

* No Significant Statistical Differences between PHA and
DHA

Table 1-2, Clinical History and Demographic
Features in AA and HA’

Sex(M:F) Age(yr) Fbr Sz Onsstfyn) Dur(yn)

AA() 23 2439 3 129 535
HA) 42 1449 4 118 1335

* No Significant Statistical Differences between AA and HA

Table 1-3, Clinical History and Demugraphm
- Features in AA, DHA,

Sex(M:F) Agelyr) Fbr Sz Onsetln) Durlyd

AAG) 2:3 2439 3 129 535
DHA® 2:1 14381 2 10 1321
PHA() 211 2549 2 418 1635

* No Significant Statistical Differonces between AA, PHA
and DHA
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Mossy Fiber Sprouting 4 (Sutula, 1993)3
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Table 2-1, Occurence Rate of 2GTCS in PHA and DHA without AA*

Previous 1 year VEM Period
Total Seizures  2GTCS Rate Total Seizures 2GTCS Rate
©=13) P12 (=89 (=18
PHA@®) 4.7 4.7(0.1-13.8) 3.3 4.5(20-60)
DHA(@3) 23 2.3(0-40) 37 2.50-50
* Mean Rank (Range of %) by Mann-Whitney Test
Table 2-2, Occurence Rate of 2GTCS in AA and HA®
Previous 1 year VEM Period
Total Seizures  2GTCS Rate Total Seizures 2GTCS Rate
(p=71) (P=14) (p=.65) (p=10)
AAGD) 6.4 7.6(2.0-40.0) 65 42(029.49)
HA®) 5.7 £70-13.8) 56 7.50-60)

* Mean Rank (Range of %) by Mann-Whitney Test

Table 2-8, Occurence Rate of 2GTCS in AA with HA, DHA and PHA"

Previous 1 year VEM Period
Total Seizures  2GTCS Rate Total Seizures  2GTCS Rate
(p=21) (P=0.07) (p=.86) (p=0.08)
AA(B) 6.4 7.6(2.0-4.0) 6.5 4.200-29.9)
DHA(3) 3.3 2.3(0-1.1) 6.0 5.5(0-50
PHA(3) 8.0 7.00.1-13.8) 5.2 9.5(39-60)

* Mean Rank (Range of %) by Mann-Whitney Test
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