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Thalamic Damage in Temporal Lobe Epilepsy with Mesial Temporal Sclerosis
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ABSTRACT

Purpose - To investigate the frequency of the thalamic damage and its relationship with clinical data in pati-
ents with temporal lobe epilepsy and mesial temporal sclerosis (MTS). Methods - We evaluated 45 patients with
temporal lobe epilepsy showing unequivocal changes of unitateral MTS by the visual inspection of magnetic
resonance imaging (MRI) compared to 20 controls. We presumed the inferior margin of the lateral ventricle
{IMLV) posterior to the foramen of Monro reflects the volume of the thalamus, and investigated the thalamic
damage by comparing bitateral IMLLVs on oblique coronal T2 MR images posterior to the foramen of Monro.
The relationships between clinical data and the presence of asymmetry of IMLV were evaluated. Resufts - None
of the control group had asymmetry of the hippocampus or IMLV. Asymmetry of IMLV was observed in 42%
{19 of 45) of the patient group ; IMLY was downward on the ipsilateral side in 40% (18), and on the con-
tralateral side of MTS in one of the four patients having a larger lateral ventricle on the contralateral side of
MTS. An asymmetric sinall fornix and mamillary body was found in 42% and 29% of the patients. respectively.
in all ipsilateral to the side of MTS. A history of status epitepticus (SE) was more frequent in patients with
downward IMLV ipsilateral to the side of MTS than in patients with symmetry of IMLV {five of 18 versus one of
26, p=0.011). Conclusions - This study suggests that the thalamic damage may be more frequently associated
with MTS, when compared with previous studies, which applied more strict methods in evaluating the thalamic
damage. There is a significant correlation between the presence of asymmetrical IMLV and history of SE, and
our study suggests that excessive and prolonged seizure activity related to SE, can provoke thalamic injury in
patients with temporal lobe epilepsy and MTS. (J Korean Epilep Soc 6 : 110-116, 2002)
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Fig. 1. Coronal oblique T2-weighted MR images with 5-mm sections show the right mesial temporal sclerosis, and ipsilaterally
downward placement of the inferior margin of the lateral ventricle (white arrow) and a larger right laferal ventiicle on alt four
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Table 1. Clinical characteristics of patients and control

Control (n=201

MST group {n=45;

Age 327 29.8
Sex (F @ M) 713 28 117
Asymrnetric formix 1 19
Asymmetic mamm 0 13
Asymmetric Vsize 4 26
Asymmelric Vmarg 0 19
Asyrmmetric Tsig 0 0

Abbreviation : MTS, mesial temporal sclerosis ; mamm, mam-
millary body : Vsize, ventricle size : Vmarg, inferior margin of
lateral ventricle : Tsig, signal change of thalamus

LV7F 8155 obdg Bolon 10E eis) #ass
o] Phslgleh MTSSF S3elM IMLVY skt o &
9)Z e 1 1799 82 & 8HE EEF iR 2
i ) olake] dakelM el A7t Agker 6%
eras) g4y lo) PHEERITh(Fig. 1).

QA MTSS) 50 % IMLVS 318 Bl gt
9k IMLV ] ujy) J 98 Bolx| g gl mlaE ol
LTS ) wirlstelA) IMLVE) 8FFg 8ol #hxhks Al9]s)
vk wlh g ARl NLVE 7R ke e e A

1A e Aol Mz 16.1(4
742l ghatof A=

Al 127(+7.7)
7.5 Al eE vl ARl IMLVE
8 27| ke 7880l 1 u]r,}]il}d—il Holx] o
o gl 1= 16.2(+8.6)doldth BltiE A IMLVE
71 ghakelix 3’&7(‘ sher 7ha kel 53(£9.2) #1910
WA S BolA) ok AlelME 3.3(+3.4) H vk A
A Al A ey e e ﬁltﬂi‘ el IMLVE
74 1819 g4 7N 107 o) 3ol
o &%) upy pefalts 1070} T A
thAl o] Q= A9 18 F 4 vs 26W F 78 &
=R A wAEe a Al IMLVE B9) 189 &
sha) 2 (el adgdan Bl S HolA) ok 26% &
3”*‘°ﬂ*1 srejgich wleiA Eel IMLVS A7) AgEks
eAE A o olujolis iAol WA HA| i’}"‘t}. Aol
Aol VIV e} 7H45 3 (status epilepticus) 2= 2JviSl
] ghzhigioh Blg Al IMLVE }X‘ 189 ¢l
oo algl om wbuof i 4
VMLV Fo M= 1gelalnt (G

}']1 ot 5{?'5]'?}[\‘(;% 011) (Table 2).

B e
Hayt 7F

EUR A S

: - O:] j’],/\;lo

, 7~ "z 5] & O S

e GUESE 18
<

- Holz) oFe- 2ev

-
ok
1

C.

Deasy 502 2150 MTSE 747 5379 84 & 81

J Korean Epilep Soc -~ Volume 6 7 December, 2002

Al ol 0L Y

Table 2. Clinical variants in patients with MTS and Vmargin

Veargin

Symmetric Asymmetric

Age 30 yrs > 10 13 NS
30 yrs = 16 5
Sex Female 14 13 NS
Male 12 5
Onset 18 yrs > 18 16 NS
18 yrs = 8 2
Duration 10yrs > 7 7 NS
10yrs = 19 11
Frequency (/month) 5> 22 14 NS
5 = 4 4
No. of GTC 10> 16 N NS
10 = 10 7
S.E N 25 13 0.011
Y 1 5
Hx of CNS insult N 1 5 NS
Y 15 13

Abbreviafion : Vmargin, inferior margin of the lateral ventricle
GTC. generalized tonic clonic seizure ; S.E. status epilepticus :

NS, not significant. = chi-test
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