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Ci

cal Study of Benign Childhood Epilepsy with Centro-Temporal Spikes

Young Soo Yoo, M.D., Jeong Geun Lim, M.D., Sang Doe Yi, M.D., Young Choon Park, M.D.

Department of Neurology, Keimyung University School of Medicine

This study was retrospectively undertaken to evaluate clinical manifestations, clec-
troencephalographic findings, response to antiepileptic drugs and prognosis of 80
benign childhood epilepsy with centrotemporal spikes(BCECT) patients seen between
1967 and 1993 and followed up for more than 2 years.

The age of onset ranges from 3 to 15 years. In 93 percent of patients, seizures
appeared between 4 to 12 year-old, with peak of 5 year-old.

The main manifestations of partial seizure were hemifacial spasm(53%) and
oropharygeal signs(52%) with hypersalivation, abnormal sensation of mouth, gutter-
al sounds, swallowing difficulty and feeling of suffocation. The types of seizure con-
sist of partial seizure(86%) and partial seizure with secondary generalization (34%).

Distributions of seizure attack were nocturnal sleep(83%), diurnal sloep state(d%)
and waking state(13%).

The typical EEG findings were slow diaphasic high voltage centrotemporal spikes
with unilateral 94%) and bilateral foci(6%) with normal background.

In addition to typical EEG findings, there were associated with multifocal indepen-
dent sharp . 9%) and sharp-wave di 8%).

BCECT patients were well controlled by antiepileptic drugs and had good prognosis.

During the follow-up period (2-17years), we observed that all patient were well
adapted to school and society. Seizures did not ocour after adolescent period.
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Noe

HT 2RFHTo @ Vo] AAEA AL
e Bole $A8 A Aoy EFREe] &
@ A9 29 ohig} 54 PATFEoEY 9L
el =L dtm Aok dustd AA £3 Ao
o owae] Yo B AT ol Aot AF
& dEFE BN Avle Aol B F
e Bl A7) Wgeleh. olddtal LAFH
Tome Fghe wae YW ozt 2 9
A, Hae dves f1, 249y, 2l o
#714 (circadian cycling) % AFSo] n2id 3
Aol

DAFFIS RN BT I BU
€ #cl7] 2 (Benign Childhood Epilepsy
with Centro Temporal spike: °]s BCECTZ
e dAHes R BHE 3, el F
A FFR0 Ite Molm, IFY TWAYo]
sheo), Hel F3lg o] wAA ¥, AL
A FHE Holg FTATRA AFFIoH
(Comission on Classification and Terminolo-
gy of the International League Against Epi-
lepsy, 1989).

ol AAZA e FEYFRY FAFFE
& FRYo] SuE Fe folHY, FEIUL ¥
¥ 94 %2742 (benign partial epilepsy with
affective disorder} R F4AFF2oRIAF] QL
©H(Loiseau, 1993).

BCECT® Nayrac% Beaussart7} *3h<l 43
%% (electroencephalographic clinical syn-
drome) F FAFFEo2 A slgsgon
(Luder®, 1987), °1¥ <i# Y% (Gibbssh
Gibbs, 1960; Lombroso, 1967; Blom¥, 1972)
& B olwd 2 FYE BAFFReln

BCECTE §3A #4089 #AF4F, 7
747 9 A54AESE 2oln oA A
Aeg FNE FE o, Yuady 4R
uFgES FAU% ZF%0l 2434 (monomor-
phic) 9] ©]%34 (diphasic) %& 1M/ (triphasic)
ot 9 F9hg Hol F2AQ Miks Bolx &
on] FHzsle) oA JPFYH FIHY HAst

&30 & fdEc 22n PPBA Az WY
gl Fool pARAe U Yo} EE OF
o 9%E AR Fom wE G717 AEA
A4 284§ Bdch{Lerman, 1992).

BCECT7F M3l #Ashs MEe 8as o
4ol wigt gt 104elste] =E A
8% (Doose$t Sitepu, 1993), 154/°]3te] 2& 3
49 14% (Lerman X v, 1975) &2
16% (Blom®, 1972) % 5-144 Apololde
24% (Cavazzuti, 1980) 522 Bago] glo] 2ok
FAFAA =T we AYE ¢+ Aok

BCECTE S4#Q Hsad g4t a9
3 HAFFTos IHTE EA YALAE ¥
Tt HIZRE ole] W@ 14o] Aeis]o] glo}
A 54 3AFFFez A9EA @AY g2 F
< 42 exde Z$7t Uk BCECTY 3@
o] oRtFHEAlY] F2 T4 m REEY 24
D} 2 FevIe @R gEFol e F &
Zuie] oA s} Fdel He A7 wob
A @A} B3Agel ¥R F4E A
PEE YE o9 999 F Av(Lerman,
1992).

BCECTel B3l Suhclxs 2519899l &
43A77 wag v gort ok E BCECTS €
A¥Foz BCECTE ©E iz Adsle] 2%
| Aast 4¥8 AWk AWt FF dse=
BCECTel #% 944, ¥#ad 2 ¥
Qolis o}g# BCECT e F9& 271417
71 gt & 47 ek

Rk U

19673 1498 19939 89AR AEvidw §
Abgdel alste] o] gisle] HspAAE 4
A gAle] Hap15E 299 ATt HES
< BCECT¢l ¥#aze Aw72el d3sivha
AAse 19839 Hsb 3ol ¥E7EA 2
$HYAY 99F el BCECTS 2Astm 22%
2del4(6.5+3.99) FARTE 80 ()55
411888 & Wiz sdch

BCECTS! ¥stade] 273 uBese] 3

gololokta FA% FFRo oAEE PY
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AR} Qi S 2000 ol kel Wt B
belel (Fig 3,4) 716k the 244 Asjoh st
7 e Ao sislon] (Beydown, 1992), U4
H AWITE PEEEEY 5L PRUALTUY
ol YoM A A4 wAE BUY 5T 3
out e e Fehel wael YRR A4 Bk

el wndiE Q289 Ay olaaig
el® BCECT= 9442l Aw)zald Asjge
T fe} FRURAS EHHE WHo] AW B
AJHE BCECT2.2 Ri(BlomE, 1972; Ler-

ol lx, 114(13.8%) 1M Hde] 7H5de]
AeHTable 2).

Table 2, Past and family history

History No. (%)
Past history

Head trauma (mild) 9 (1.3

Febrile convulsion 8 (10.0)

Difficult lzbor 768

Encephalitis 368
Family history of seizure 11 3.8

man} Kivity, 1975: S i¥, 1989
Ambrosetto G, 19928 297} 2elA, AREe]
A% A2%H A 5 A0e ) doj el
A3 HAFFL G 2D #5 Ui g
& EYAT fae d¥PdH Had]
BCECT$t €33t ofExge] F& weg B
HAoh] @4 2008 T3] 2ABSATE

z 3

1Y ol AYE HYRE

F 80elFolA gk 374, AA7L 4362 vh
HlE 112 o5ix NG dYRXE el
301(3.7%), 4-6A14 3691 (45.0%), T-941<1A
2391(28.8%}), 10-1241914 15¢1(18,8%) % 13-
1541618 391(3.7%) 2 BAE] 4-124004 T4
92.5%) 2 Bi¥-2-& A sHeeHTable 1, Fig. 1).

2 BAY U IEY
AGZAN T 994(11.3%), 42U 8
A(10.0%), ¥t 791(8.8%), =Y 31(3.8%)F

3, wEe| e

BE AN BEAht @7} L] AR

& B 1eig F 99 160819 wAE ¥
AsR o)A dAeFezs ojggo] Fd
Autg BRW 1062 (66.3%) T4 wate] Aen
Aol FAFAFTEIA-HESMAAER 2
Ad ARk 29401 (18.1%), FAFAF @5 2
#7} 2691(16.3%), FAFAF—TEHNT 2
A9 A7 1981(11.8%), FAFHF-HZY
Ae} AP A EFoE APSER A7t
174 (10.6%), VHARRF-ASYA| e 244
A EFBEFEAAY 033 R 2T
ENZ AR 297t 1500 (89.4%) o150ch

agu oRHez AN} AN B 97 54
(83.7%) el em olFe] WHYUAFUZYA
9 A AR EF-AE AYHAL A
7b 2240(13.8), BELVAFoANER YRR
4 A7t 1941(11.8), FAFAF-FEHA—-A
Agz AGsd A7t 134 (8. 1%) ek (Table

Table 1. Distribution of sex and age at first and last attack
First Attack Last Attack

Age

Male Female Total (%) Male Female Total (%)
0-3 1 2 367 - - -
4-6 17 19 36 (45.0) 6 3 912
7-9 10 13 23 (28.8) 13 6 19 (23.8)
10-12 7 15 (18.8) 20 19 39 (48.8)
13-15 2 1 307 7 6 13 (16.2)
Total 31 13 80 (100) 46 E2 80 (100)
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3 45678 9101112131415 Age (yrs)

Fig. L

Distribution of age of first

e attack and sex

Table 3. The types of ictal progression of 160 seizures

Focal seizure with

Focal seizure only No. (%) Secondary generalization No. (%)
OP-4S—HS 9 (18.1) HF—UA—GTC 22 (13.8)
o3 26 (16.3) HF—GTC 19 (11.8)
OP-4AS 19 (11.8) OP—AS—GTC JERCRY
OP—UA 17 (10.6)

HF—-UA—UAB 15 0.4
Total 160(100) 106 (66.3) 54 (337

OPjoropharyngeal signs. AS:arrest of speech, HF;

hemifacial signs

UAjunilateral tonic-clonic movement of arm, UAB;unilateral tonic-clonic movement of arm and leg.
GTCigeneralized tonic-clonic movement with loss of consciousness

3.

160319 43 BEMUYF} FUFAFA 2
7 85e] % 84el 2 7V} EF AFAY. FAFAF
E 29 8401(52.5%) = Heiehd gy 259
(15.6%), 49 o142 2391(14.4%), 2
3 1491 (8.8%). F&7 121(7.5%), 24 10
o (6.2%) %tk ool AXYEAFE 854
(53.1%), F&4A 611(38.1%), V5879 1

43 A EE 3791(23.1%), BE &9
g3 e &5 159(9.4%) ArH(Table 4).

4, wate] W Azich 9 gls

3 ANTUE ¢ 5 YYD F 4758F

Table 4. Semiolgy of 160 seizures

Symptomatology

Hemifacial signs
Oropharyngeal signs
Hypersalivation
Abnormal sensation of mouth
Guttural sounds
Swallowing difficulty
Feelings of suffocation

Arrest of sp
Involvement of unilateral arm
Invelvement of unilateral arm and leg

400 —



\‘ww“"'\\l\r’\ﬁ/\f’vm'\mwww“wﬂmw’w "J\\/"VV‘””"""“'\/\”

Fig. 8, EEG of 7 year-old boy. Typical manifestation of triphasic or diaphasic sharp wave left centro-

temporal area in BCECT patient

olA 4138 (86.9%) ¢ W2t FHFH sdon,
clFe] oRIFEFe] B HAY A 3958
(83%), #5aZFd B3E sy Z$E 183
B.9%) 192 A9 F] B2 AAS B 3e 628
(13.1%) 0195k o|sho] Pate oiFHFo] B
sk okbgEFAMNE SR Wtk 2en
ARFAAT Bl 9UY ALE 628(13.1%)
A @el whEA FRAFANT 9A @ge ¢
# QAcHTable 5).

5, wEaz

80732] BAe)A il R sS4 WEl
At 240] 9AH AtE BAdon o|Fo] ¢&
°l 324(40.0%), el 439 (53.8%) 90, 2

Fdl 240 99 Z4E 54 6.2%) A0k 23
188319 Har1S 3ol AU SAste] B2 (gen-
eralized spike-wave discharges) 19 257
17819.0%) 222 24714 58(2.7%), 2%
o 1231(6.3%)14 71Z=1 25 (Fig 5,6), &
%4 584 <3H(multifocal independent sharp
waves) 7t 9919 2471 158(7.9%) Sich

ARABE ZA4HA B 4,939 5434
2 A 2344 H9AAE A} A e
o 24 71k 97 25,67 Lok

6. 2x|=el R AEoRF X 2R
@S82 phenobarbital 324 (43.2%),
carbamazepine 15°1(17.3%), valproic acid 10
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Fig. 2. Distribution of age of last seizure attack and sex
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Fig. 4. EEG of 8 year-old girl. Activation of sharp wave during drowsiness
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Fig, 5, BEG of 6 year-old girl during waking state. Single generalized spike-wave discharge

A(11.6%) 3 phenytoin 791 (8.0%) o153 E5F
AR2¢ phenobarbital® valproic acid 7l
(8.09%), phenobarbitals} phenytoin 640 (6,9%)
9 valproic acidsh phenytoin 5e (5.7%) 2tk
(Table 6).

AR5 YA A ARWLEE 167U

Table 5. Temporary distribution of 475 seizure

attacks in 80 BPECT patients

Attack timing No. (%)
In sleep 413(86.9)
Nocturnal 395(83.0)
early night 321(67.6)

early morning 74(15.4)

Diurnal 18(3.9)

In waking 62(13.1)

ARG 1490 (17.6%) oM Fapo) BF A,

Table 6, Prescribed medications

Drugs No. (%)
No medication 601.5)
Monotherapy

PB 32 @39

VPA 9(12.)

CBZ § (10.8)

PHT 7.9
Polytherapy

PB + VFA 70.9

PB + PHT 681

VEA + PHT 568

Total 0 (100)

PBiphenobarbital, PHT;phenytoin,
CBZ;icarbamazepine, VPA;valproic acid
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AR Dan,
Fig. 6. EEG of 6 year-old giral during drowsiness, Generalized spike-wave discharge

T-12092 ARG 5 (6.3%) AN E AEIIHEL  3T-48YR ARG 1041(12.5%) B 487HLel Y
o @ao) B QiR 22 13247092 A2F  ARF 2000 25%)0 242k 1o, 3, 4el, 1000
1141(13.7%), 25-367093 2R3 1490 (17.5%), o4 wate] gIglck(Table 7).

Table 7, Duration of treatment and response of medication

No. of patients
Duration (Months)

Subtotal With seizure attack during medication
No Treatment 6 (1.5)

1-6 14 (1.9

7-12 5 6.3

13- 24 1 (3.9 1

2 - 36 14 (17.5) 3

37-48 10 (12.5) 4

over 48 20 (25.0) 10

Total 80 (100) 18
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7. ol

2-17d(6.5+3.99) F<b 42 80le] # 3w
APRLE 46414 99(11.2%), T-941914 19
<l{23.8%), 10-1241°14 39 (48.8%) % 13-154
oA 1391(16.2%) 2 58] (72.6%) 7} 7-12414
W AF LA sigen, 164 ol47A B
& 89 o gicHTable 1, Fig. 2).

[ANNEL FEARE oA L& 8l F folel]
e 289 Aol ggiz, 2944 Ahde] gisle.
U 328A TR gde) dHct. @9 FFE
215X 157R3b¢] oFE FoA71bgdel AAA
FHEE Mol HBE TUY 5090F 409014
£ 2 Adel AL 10464 Apge] glgient
A AZF 23] ggich.

BE B 80eS] AFREE 8274 (13,7445
Aelgia, 204013t oA shndge ¥
AgRn Uhen, 204 o4 de 247 224,
2541, 264, 27TMZ 4Folgen, D89 AYe
2z egoiehy, BAkl, @b B AgEdless
AHQ AR 4R shn dgich

z #

BCECT® 2dl%<h cleigxtEe) <5l Ahso
A FFZolIN 2 A= geksieh

2 rolandic epilepsy (Nyracs Beaussart,
1957), midtemporal epilepsy (Gibbset Gibbs,
1960), sylvian seizure(Lombroso, 1967),
benign epilepsy of childhood with centrotem-
poral spikes(Blom, 1972)%°] glet} Comis-
sion on Classification and Terminology of
The International League Against Epilep-
sy(1989) 9141 benign childhood epilepsy of
centrotemporal spikes?hs - AL AHgstn gl
k.

BCECT®] €191 Braysh Wiser (1964, 1965)%
o) Aol g vl Feoll wel tese dE
A3 $4943& @ohx FFER Heijbel 5 (1975)
& FHAFE F3od Brays Wiser’t BCECTS]
2944 $9F0¢ Hds) F92 E9 Doosesh
Baire(1989) & BCECTY 5354 Hsade o

ol me He lYse HHsE Aol Mem
clei@ e wgel fREtm PYok a=lm o]
A FEAAY BHL dHoz B3 JgE T
£ EUE AR o8l ZEEra fokLuder
5, 1987), olEi@ dAAARE INAY, T
4, FFUAAG 9, 2 HE4F0] gen
Beaussart(1972) & BCECT#7e] 10%914) £
A H&gel dgtkn En#n Lermandt Kivi-
ty(1976) & @A47- 7%, Fredel 4% U9
o Bagch B dFdNe 3AZY SR4Y
9.5%, GRZBY 8.4%, FRAYl 4% AYTtn
Eagich & d7dss 3ARY 2998 9.5%,
YEA8 8.4%, T B 3 Meol T.4%,
49 3.2%%° golX BCECT#AZSH Aguiz
I3 ol AFAAEE vlasA) RYAT ol P
IHAAEC] BCECTY w83 dudel gl 7h
3% AAResieh

BCECTY) A& 154918} 2o} 100,000%
@ 217 (Heijbel ¥, 1975)3% 7% (Loiseaus,
1990) 1%, el AN A ke Hl&L 15-20%
olz JPulE 1.5:1¢]% (Beaussart, 1972 Ler-
mand} Kivity, 1975) Z@dae HF 0942
5-1041914 BCECTS 70%% #x\@ctn aisict
{Lerman, 1986). L@ 3-144clm 4-104]
ol 7bg Wol WAL su 164 ol Tk 2L B
A gethn gch(Loiseaus, 1983).

ARED AFANE GUdlE L2103 dRjel
A 2 AEZE Rk wgkn 2EAPEIEE 3-154°]
A3, 4124 2LAR 87%E AAAM 3
719} Bash wlsgch

g sFF WH AVRE T5%7F oRbgA
FAM AT Aol Ayl stal, 15%4=
) Agae] 2% adglen 10%ME A4F
AN BRE sem, B PYRFE FEAF
£ GEARY RFs BAIge] ARIIIEL 157
AR BEm 13-20% =9 Ghpeed dae] 2
F7h Ao 20%AME el FEt T s
A%= sdgaz Ah{Lermand Kivity, 1975;
Loiseau, 1988).

AREe] AeE S BazEel &3 Az
2 7198 4 YW ZE dae] §EF olx ARE
helld QA ARt BHHUS) @Fol Ler-
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man3t Kivityh Loiseau®) 91754 374 #lmsh
7l WEG SReRFA Wae] BE He B AT
s Blgsigon), SRiFRES WAl SRzl
gl 91918 & Lermansh Kivity§el 94723
st gelsigic.

94 039 PIe A, Lo, 9, ¥
B ol o gYRE Adem Ha WE &
2, 9%, o, AFEFRA AN, LA, P
43 20y Aol s o294 sl
FEAA, dele] sl el <4 e
ol w2 olAkd AL FUR F= ek olsh
ol PAFAFL WEVARF W2 st
w ¥ dgdos o, 94 9B 2 Fevlge
AFE 29 P& AN} T2 lower rolandic
fissuresl|A] ¥ o] sylvian fissuree] §el A
3438 (precentral gyrus)sh F3418 (posteetr-
nal gyrus) 2 Asksle o)k AHLombroso,
1967). el APAEAE e oA A
WA oA W FRuAel g okie
Wl YA ¢ A5l oA Ao
Slash: 297k B 0 WA ARkl AehLom-
broso, 1967; Ambrosettest Gobbi, 1975;
Loiseaut Duche, 1989). ZIe]it efh#Ze]
Wael g Wkl WRRAe ek
A Fokn 4aael FE oA AALAE
of Wesig/] WESl BCECTS 84 244 21
AY-WIRVAE 251 FE Beh,

ArEel A9ANE Pael A AFEE TAF
Ak B A3} A7 o 50%2 A B
A AR olaN Bn Fed
AR AINE TAFAF-TLHA-A
A% ANHAR A9 8% Y st
. ol AL ol B ol
£ AURF-AE4A) 94 % A EE
—elaa Alske AgAR 29 18.8%2 7}
% 2o

R ARES At Ba) AF 9 ARy
& J19Ie] gold A4, 3 59 8 27loh
ARG RAE @ A9F Wt BEAL 7]
o] ¥R WA 2 JFEE BN Bate]
2 gek W) WAL Wt BEA) A9
W7k QE cktragel wae 4 AT Bl

[
S

e
I
2

o

A AR Rl oA Aoz oy
WEE o §€ Aol gzEc,

FYAQ HRade WRLES PP, @Y
4 (monomarphic) ©]44 (diphasic) & 444
(triphasic) 24 (high voltage) <3t §& £¢
(blunt) A& 74 F77k F4(C3 or CHT &
(TS or T4 ol Holuj cshfef] ofshuct we
A7k $5 FWEIE 8% (Blom, 1972 Ler-
man® Kivity, 1975; Luders, 1987), °l&jg
elsih $8 E7lel H& £ WEER Held (Blom
o} Heijbel, 1975: Clemensst Majoros, 1987),
A7t mAs A5 oe B4 T2 9uE 29
RE duph dE FE sler), 60-70%<14 <t
7h Bl 2Asht A Hag 71 E U
FeME g7t 7158 29 Ak do
(Beaussart, 1972).

AYAA BCECT H57| 54 F43} F55
o cisbslol vk (multifocal) # F55-0] 4 2
el FREEA ol@ P volrt B4 B
o] xol™ (Beaussart, 1972), Gibbssh Gibbi
(1960) % Luders (19872 #3470l 333l
el st FEEAN U7 S54E 015
ot ek

Telm AU SA T (generalized spike slow
wave; °J3h GSSWE kg 7-25%% =0l B
52 go} (Bernardinash Beghini, 1975;
Lerman® Kivity, 1975; Pertersen®, 1983),
de Weerd®} Arts(1993)& 43t &%) Jap
7b A 43<fl4 AHAL BPECTS 493
% 299 26dc01E GSSWE 0T A7 9
Qom, GSSWE Bt el 1delAst A3
#¢l BCECTS 94%4€ Hes veiAl eeleln
€ WA 24, A4 03 e EEE By
A, Hrhae)s AT SR vk GSSW7H
#e] glgw BCECTSH| o 132 ilsjuz
3 Pk

AREE APAGNN HA5F 42 F5F
e FoHY FARE Mel: 2 BCECTH
e e PERRE B ¢ Adr] WE
o R FA FARE Bl <E gdgled,
SGEHAERIHE 158 (7.9%), FEFANHA4
FAshe 172)9.0%)14 2901+ BOECTS o
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Adgel B AL B dE Gtk

o2& BCECTSl °F2A|24)2%& phenobarbi-
tal, phenytoin, carbamazepin, valproicacids
9 ofge] Ae §¥oz USARE SAE
Whg-& Bols (Lerman® Kivity, 1974; Deansh
Penry, 1988), °F 20%°lAE Aol #7eln
TR R Afdoz WAL dhe F¥E glout
°ﬂ$—c gl Ve Ashe clst A2 Fob

2 #@tHLerman® Kivity, 1975 Loiseau$,
1988)

£ AsdNE dEART UdT FERY 972
AAZ el AR 1842 AP 56 @
7HAel BBBA R Ausger] 2 wee e
FUO 220 ALK GARAE $Pen T
449 Bae] 9% Atele @A Lo AT &
AEAE TP shach

AEE goll Qo Bl =HE B, 23 =
o) @zte] glew N5 slof HeAe] BE A
29 A7l 3 Az7Iteek A2 28 £ 339
Bol AW ARF A wm IFF A€
AR, B YKo fFE S, ¥R T
A B4 WA 23 o)l FuA ZL ANA
#Fo] GARMel g 2n 2EAPe] of
A A+ FF DA NS e APl 9
71 wigel AEE Az Aol Foha stdth
(Loiseau¥, 1988). 221t Ambrosettosh
Tassinari (1990) & 823842 Az& 2d 23
ARE WA 2P FE Uz Hre f¥
e A5Y g AWIE A 48 B
7t 98¢ st BCECT#A: $%3A A8
& @ €8l fvkn FgE

BCECTE 25%0] ¢ 2%°14 & e
Wao] slkm st Yadrlel dRE ¥
(Blom®, 1972; Lerman® Kivity, 1986:
Loiseau®, 1988), Aol HolM Azl 3
%ol fwsickn Aok (Blom® Heijbel, 1982;
Lerman® Kivity, 1986).

2 AFeNE Sk 24F A3 T8delM
7V, otm 8 AR gEe) HeS 2 da vk
Zeh 2040 de] ARl BEHD A7t 4elste]
H2 ok gez olF Be oA d¥Y9 s
9 AFE @71 A FARA] Bastele 43E

FE

o
ol¢h Zo] BCECTE ZeolilM 713 £3 3
oln kgl Hie st A7 oS B2 Al
S429 Hsedn gae dePtes Pl
Awsel dados gAe 23 At Tht 2
A9l RREA A7 Fohe 2§ AR st
o @3UL FE A0l 7 Fesitn gaus

o

AAEE 19679 1976 19939 897A] B
B sl AN Har1F3 3 P
4oz BCECTZ Adel 7Fedn 2-174% 8%
9 80012 Pz 25U, Huad,
AEtg g < FF doprsivh

1 odule 1120193, 28] $¥e 3-
15422, 2 FoiA 41247} o 93%& A8
o

2. AAYY ZF FHgdel 9d(11.3%) 24
7ol 84110.0%), ol 74(8.8%), =hel 3
4(3.8%)14 AR, 1144(13.8%)1q 222
7452] glgieh

3. el ZAze] AF2E AZIAYFY U
FAF7E gken, oA Aoz o
ol FedAe @ F97k 66.3%2 ol 7U
FAF-TEAA—AAA 2 AYsigd 297t
7V gk, ol AdERez oPsad B¢
€ 33.7%% A3AYE QYA 2P
B FE-olAY Al A B4 7
7wk

4. FFF] BRI 87%AA Rt L 33
FaANel o] 13%el4E 28 deM ol
%k

5. 7t BAEe o2] Hr1SFo] 759l (94%)
A s BaelR siglem 594(5.3%) A 2
At FFAN 153, AYE A% oz
AURYRATNE 8.9%, 7.8%E 42} 12530,

6. §3A A27FEHB26+2008) ¥
© BCECT®AEE Aznkgol Fgkonl 6elolr
€ AzaARn AAFAL Ao 5604 @
FHe 9732 A=W 18AM4E FERY
PEEE LS
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7. BAZIVESY PAUA ARE FAL 5041F
40elel A kel Adel giglen] Wael Aol 3
AL 10 A FAF Bl goien, dEIA
o #Apge] AL Fgus Hya] 2% A
A T8l BEIF BN AFE £ e
slgiet.
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