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1 =)

B Ao dA SR 1382 ¥z
FA7) 318(68.9%), AR} 1421(31.9%)
I 7t 498)(72.1%), <A}
1981(27.9%)2 zt FolA 7t BTHE 1).
Ao AR e HZATAA 1AFE 554
dom 10494 1947} 243 (53.3%)= 713 1l
2 Aot £ 2ATFL 4AFE 5349
Boom 104 lA 194 7F 363(52.9%)
2 7bg R Aot (& 2).

Table 1. Sex distribution in patients with partial epilepsy

—oled7] - HAF - ka9 - A} - oA —
2. {2 (brain lobe)o]| 2=

H] 24 7ol A

7|.xlu:|AO| -E':‘TE

=2 o1

AFA 2980(644%), 574
1

148(31.3%), ¥4 181(32%), F5¢ 1806
2%)2] EXZE RYxn zHFAME AFFE

398 (57.4%), =59 248(35.3%), TAHY 3.
4%), 5 28(29%)°] BXE BIom 4 &
B A AFgel M8 gdk (£ 3).

3. dae| Yy

Alzd e wE FEY 2d @S|
280(44%), B TEA BH GBo] 2:(44%),

3 AS7L 42 (8.9%),
B PR TAG ol g AN FHA

WP 797 258(55.6%), T F

Uncontrolled group Controlled group Total
(n=45) (n=68) (n=113)
No. % No. % No. %
Male 31 68.9 49 72.1 80 70.8
Female 14 319 19 279 33 29.2
No: Number of subjects
Table 2. Age distribution of seizure onset in patients with partial epilepsy
Uncontrolled group Controlled group Total
(n=45) (n=68) (n=113)
No. % No. % No. %
0-9 12 26.7 11 16.2 23 20.5
10-19 24 533 36 52.9 60 53.1
20-29 5 11.1 15 22.1 20 17.6
3039 2 44 3 44 5 4.4
40-55 2 44 3 44 5 44

No: Number of subjects
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Table 3. Distribution of epileptic foci according to the lobe in patients with partal epilepsy

Uncontrolled group Controlled group Total
(n=45) (n=68) (n=113)

No. % % No. %
Frontal 29 64.4 574 68 60.2
Temporal 14 31.3 353 38 33.6
Parietal 1 22 4.4 4 35
Occipital 1 22 2.9 3 2.7
No: Number of subjects
By OwAEY FEY LA oA AAA AN 24 Y eATe B B9
B4 Ay dael WaAH A97 63(13 AR BS99 wAYA fowol
3%)2] HEE BHAoH o] T FF FEA EH & 744 =24 % b 2 ohEe] w Ay
I} oojabA Al A oy RS WA S o] ¥ AFE HEHT 35H(77.8%), =T
A7t A BT, ZAFANE B3 $EA 20N ThE AP K5 B2 7
gzl @Eo] 78(10.3%), ol xbA HAA FAA dol 2AYTE FAHCR 795 thp<0.01)
H A Ezho] 2981(42.6%), G FREA S (£ 5). °]2 F¢ D2 (dominant seizure)2] 3 El
olAA ANY FAY AR Bao] PAH 7 W PAAEY nzdFdde ve P4
F7F 10(14.7%), 5% F24 @2 o)Ak gzo] 8e|(17.8%), B35 F-EA T2e] 30 (66.
AN A DA wael WAE AU %), ol AR AR AP D @) 79
196(27.9%), T BEA BAEG REQ R (155%)2 2§ REA @70 A% By, 2

A7 oA AAA BAAE A wto]

A A7} 3A@a%) FEE B0 oA

Table 4. Seizure types in patients with partial epilepsy

Ao A &g BRA dzlo] 108(14.7%), 5%
REA wzto] 24(35.3%), ol A4A ANA 737

Uncontrolled group Controlled group Total
(n=45) (n=68) (n=113)

No. % No. % No. %
Sp 2 44 0 0.0 2 1.8
CP 2 4.4 7 10.3 9 8.0
GTC 6 13.3 29 42.6 25 31.0
SP+CP 0 0.0 0 0.0 0 0.0
SP+GTC 4 8.9 10 14.7 14 12.2
CP+GTC 25 55.6 19 279 44 39.0
SP+CP+GTC 6 133 3 44 9 8.0

No: Number of subjects

SP: Simple partial seizure

CP: Complex partial seizure

GTC: Secondary generalized tonic clonic seizure
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Table 5. Single versus multple seizure types in patients with partial epilepsy

Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %
Single type 10 222 36 529
Multipie type 35 77.8 32 47.1 0.002

No: Number of subjects

p<0.01 comparison between uncontrolled group and controlled group by chi-square test

B Zrg watol 34AG00ME oA AU
A A ol 73 e Ao 39
wato] Pejo] ME FAY FREE FAA
o2 $93AATE<001) (F 6). TUA Lol
U 2HA 2] FRel we zA 2 2
A Z(cluster seizure)FF-S X<l A7} v
ZAF 163(35.6%), 247 48(5.8%)= LFEbk
2 F3HA 72 Y el(status epilepticus)E B 7
ot MZAFE 148(311%), 2R T 58(7.3%)=
aasel 24 waely A4 nAPHe
Frol e Ade 2HFEE FAHLE &
] 5 thp<0.01) (X 7).

B 2A oA €9l Bl 163 (35.5%), ¥

Table 6. Dominant scizure types in patients with partial epilepsy

2 F7F 298(64.5%)R 2.1, 15 =
£33 FFA4A Zdel 22 1081(22.2%),
128 (26.7%)% HA3] wWhow ZFTAMe
Al Fdo] 528(76.5%)% 7MY wskow, o
Z ¥ &3 FRAAA #hel 77 78 0.
3%), 48(5.9%)= Bskx A" 9o KT
e A 2AYEE FAXHCE fo3tdct
(p<0.01) (E 8).

5. X|2M BE KU w5
Aol Aol f¥Ate MEAFAN 1

Mol 216 ez HFE 73 Yoy AT
M= 1 Mol 348 /HEZ HTF 99 7MY o
Aok A gde L Aee N2 od 22T
oA 4 28 olito]l Z+ 394(86.6%), 363 (52.

Uncontrolled group Controlied group p-value
(n=45) (n=68)
No. % No. %
SP ‘ 8 17.8 10 14.7
CP 30 66.7 24 353
GTC 7 15.5 34 50.0 0.0006

No: Number of subjects

SP: Simple partial seizure

CP: Complex partial seizure

GTC: Secondary generalized tonic clonic seizure

p<0.01 comparison between uncontrolled group and controlled group by chi-square test
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Table 7. The presence of cluster seizure and status epilepticus in patients with partial epilepsy
Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %
Cluster
absent 29 64.4 64 94.2
present 16 35.6 4 5.8 0.0001
Status Epilepticus
absent 31 68.9 63 92.7
present 14 31.1 5 73 0.0023
No: Number of subjects
p<0.01 comparison between uncontrolled group and controlled group by chi-square test
Table 8. Causes of seizure in patients with partial epilepsy
Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %
Unknown 16 355 52 76.5
Known 29 64.5 16 235 0.0001
febrile seizure 3 6.7 0 0.0
head trauma 10 222 7 10.3
CNS infection 12 26.7 4 59
CVA 0 0.0 3 44
others 4 8.9 2 29

No: Number of subjects
CNS: Central nervous system
CVA: Cerebrovascular accident

p<0.01 comparison between uncontrolled group and controlled group by chi-square test

9%)ol 1, ¥ 13] o|st= 2z} 62l1(13.4%), 328 (47.
1%)2 S22 o mE Hde] 2¥P=E F
Aoz #9233 tH(p<0.01) (F 9).

Asm U YA FHojo e

;L
2T 8 (17.8%), ZHZAHE 4
o FAnE Fubgdrt e B¢ vzd

oA 18(40.0%), =HFAME 62 (8.8%)=
A73srd g AR Folo] FHR{Fo] o2
e 2AREE FAHCR FAHAH
p<0.05, p<0.01). A7 WAMAE A HAME F4H
A oldAaFe] AUW ASE ¥ERITAA
1938](42.6%), AT & 238 (33.8%)ATh (F
10).

7. Hut AAH
o]} Aol AN AL v=HFo] 434
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Table 9. Duration and frequency of seizure before evaluation in patients with partial epilepsy

Uncontrolled group Controlled group p-value
Duration(mean) 72.97mons 99.38mons NS
Frequency*
high( > 2/ month) 38(86.6) 36(52.9)
low( > 2/ month) 6(13.4) 32(47.1) 0.00004

No: Number of subjects
NS: Not significant at p<0.05
* p<0.01 comparison between uncontrolled group and controlled group by chi-square test

Table 10. The abnormalities of neurologic, psychiatric and neuroradiologic examination in patients with partial epilepsy

Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %
Neurological* 8 17.8 4 5.9
abnormal 37 82.2 64 94.1 0.0441
normal
Psychiatric**
abnormal 18 40.0 6 8.8
normal 27 60.0 62 912 0.0001
Neuroimaging
abnormal 19 422 23 338
normal 26 57.8 45 66.2 NS

No: Number of subjects

* p<0.05 comparison between uncontrolled group and controlled group by chi-square test
** p<0.01 comparison between uncontrolled group and controlled group by chi-square test
Ns: Not significant at p<0.05

(95.6%), A 7ol 40a(58.8%)2 JEIFo™ AAZ B Aol FA G HHo] A
AN A o] dAae] fFel e A = A9 s F vERATE 7Heldel 109
FA=EE FAHZ foAdAthp<001) (GE (22.8%), 4-670%1 73 §-7F 2774(60.0%), 378 °]3t

11). Ql AL7)l 8H(17.8%)01 1, AL Tl

Table 11. EEG findings in patients with partial epilepsy

Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %
Abnormal 43 95.6 40 58.8
Normal 2 44 28 41.2 0.0001

No: Number of subjects
* p<0.01 comparison between uncontrolled group and controlled group by chi-square test
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ol 18(1.5%), 4-67§<1 -7} 1678(23.5%), 37N o] B3 AL Hilew dAGdH #dd <
olgte S1B(75.0%)o.2 et dA Y #d el Qg wg dye 2P Ee FAHS
H S Wol 7HFE FEX g R W 2 198t th(p<0.01) (£ 12).
Table 12. Effect of seizure control by variables in patients with partial epilepsy
Uncontrolled group Controlled group p-value
(n=45) (n=68)
No. % No. %

0-3 8 17.8 51 75.0

4-6 27 60.0 16 235

7-9 10 22.8 1 1.5 0.0000

No: Number of wubjects

* p<0.01 comparison between uncontrolled group and controlled group by chi-square test
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-Abstract-

The Factors Related to Intractability in Patients with Partial Epilepsy

Yeung Ki Lee

Department of Neurology
In Chon Kil Hospital
In Chon, Korea

Yeung Ju Byun, Mee Yeong Park, Jung Sang Hah

Department of Neurology
College of Medicine, Yeungnam University

Taegu, Korea

Se Jin Lee

Department of Neurology
Yonsei Medical Center

Seoul, Korea

To evaluate the intractability of partial epileptic patients by variables, the author studied 113 patients
(uncontrolled: 45, controlled: 68) who were admitted to the Department of Neurology, College of Medicine,
Yeungnam University from January, 1991 to August, 1993.

The results were as follows.

The items related to complex partial seizures, multiple seizure types and a histories of status epilepticus or
clusters of seizures were significantly associated with drug-refractoriness (p<0.01).

A high frequency of seizures before evaluation was associated with a poor outcome(p<0.01). The presences
of known etiology of seizures, neurologic abnormalities and psychiatric disturbance were associated with
limited treatment responses(p<0.01, p<0.05, p<0.01). An abnormal EEG findings such as background slowing,
focal slowing, epileptiform discharges or secondarily bilateral synchrony were statistically significant (p<0.01).

Age at onset, sex, distribution of epileptic foci, duration of seizure before evaluation, family history and
abnormal neuroradiologic findings were not statistically significant.

By these results, it was suggested that having at least four factors of the above variables were associated

with limited treatment response.

Key Words: Partial epilepsy, Intractability, Risk factors



