ol & 323l AEA] 2 269 A 2%

Guillain-Barrée £33 714 9] A =3

A ez o s e o ekl

0187 - dEY - 0|8M - MY - HiFE

I. M B

Guillain-Barré $%#-2 F£a4 T2 4 R
BE¥9% (demyelinating disease) 2. 24] 18591 Landry
D7} ascending paralysis 8 Xt o] F 1916w Gui-
llain, Barré @ Strohl2%o] g o2 A4 &-Fr}
¥, ZAMkabdl, S E gl Abasl JAAAE
4 9 vy fZE o FEE PR F AT
2ab 9le olel 1940:3 Haymaker®$o] Landry-
Guillain-Barré F 53] 2t W9 sle] shte] 53 3
oz AAsgeh 25 o S§apENO o5 Acute
infectious (or idiopathic)polyneuritis, post-infective
polyradiculoneuropathy, post-infectious polyneur.
itis § «iskx WA oa Base Hfom Fud4H
= ED, &Y, €%, ®WEY F4 ¥ d4Rzns 9
b AAEE #A gdzt ARdda g3 B
FAE el 4 AskgiRl Guillain-Barrg 3% 714 %
Ao 2 A e Fo gk gAy Fag kg olel
R s ohge 1 4AE Bashs vt

I. ZEECHA S Y

1971d 14455 19784 1247hx) 8dzt Adgw
o sahg & H FA A kel Lol gy
Guillain-Barrg £330 2 2 cls 716 & sato)4lo

2 dgles Z Axkr]EL Ravn!Psl Asbury'®e] 2

B e ARE Fgen QHd, Ay, dxd ¥
ARY AU E, 98 ¥ 944, AR AL,
HA g £7, 84 D dFF2R e 24
Ao}

*E R 198IYE AR TREN R o] Bo] A2,
# %814 98 19AH

B 2 & 4 H

1 g U dEY Yads

Z 719 F Y=brl 4490 (62.0%), S zk7b 274 (38.0
%) 24 e v F 1L6: 18 daelA o gy
oo dWEE 2R A 2464 Az 564 24 Y
HE A8 EolA £ 5 et 9ot 340l (47.9
%), 1oeiell A 156 (21.1%), 20ule]4 84 (11.3%),
30914 6 (8,5%), 40w B 50wlell A =2} 4ol (5.6
%) 24 204 vl uke] B &&dlA 69.0%9) & wradul
= XBgrti(Table 1).

2) A= % HEY wMauE

dEY HANEE By 1970 Bl 5ell, 19720 %
46l, 19731 E 79, 1974WE 74, 19754 %, 104,
1976\ = 1561, 1977 E 8o, 1978wl el 156 B4 o
EX AN e BH S354E it ARy
WA EE ok AddAE £ 4 9oy g5
7H&ell oFzt 2 ANl 25} E gtk (Table 2).

4

3) Y3, YA B olety HAAA

9o AYARE B 716F 3200 (45.1%)7F 4
FAZE MR el 2F AN E el 269 (81.3%)
2A A sk, e EH o] 44 (12.5%), $1%
o W AgAd =Ed ot A2 16449 (3.1%) ¢4
I AGAZe) EH AR 25 A& 394 (54,
9%) %1 vH(Table 3). AL o7 v T why
7R 8 Az 1~4F9 0r 3260 F 234 (71.9%) 0l A
230 ol b g v},

YA dAFA4oRA Ay =Y FL &
ubn] Fale] Al (100.0%)NA gz A= 238
o ZulalHAbL 414 (57.8%) v Helvh 29 Atx
7b Al m 4 ol AbgkFe] 2540 (35,2%), ZFEw
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Table 1. Age and Sex Distribution

Table 4. Symptoms and Signs on Admission

Age Male Female  Total(%) Symptoms and signs No. of cases(%)
~ 9 20 14 34(47.9) .Paresis or paralysis of the lower
lo~19 10 5 15(21. 1) extremities 71(100.0)
20~29 5 3 8(11.3) .De(:ipéct;r;cégg reflex, abscent or 71(100.0)
30~39 4 2 6( 8.5) . Paresis or paralysis of the upper
40~49 3 1 4( 5.6) extremities 41( 57.8)
50~59 9 9 4( 5.8) .Dysesthesia or paresthesia 25( 35.2)
. Respiratory paralysis 19( 26. 8)
Total 44(62.0) 27(38.0) 71(100.0) . Urinary difficulty 12( 16.9)
.Swallowing difficulty 10( 14.1)
Table 2. Seasonal Distribution .Facial muscle weakness 8( 11.3)
.Dysarthria 6( 8.5)
Seasons No. of Cases(%) . Constipation 5( 7.0)
Spring 13( 18.3) . Myalgia 5( 7.0)
Summer 25( 35.2) . Back pain 5( 7.0
Fall 26( 36.6) . Headache 4( 5.6)
Winter 7( 9.9) .Nausea or vomiting 4( 5.6)
. Neck stiffness 2( 2.8)
Total 71(100. 0) . Diplopia . 2( 2.8)
, . Hoarseness 1( 1.4)
Table 3. Preceding Illness . Abdominal pain 1( 1.4)
Illness No. of Cases{(%)
Table 5. Sites of Motor Paralysis
Upper respiratory tract infection 26( 81.3) = -
Unknown fever 4( 12.5) Sites ' No. of cases(%)
Gastroenteritis 1 3.1) Upper and lower extremities 43(60.6)
Insecticidal ingestion history 1( 3.1) Lower extremity only 28(39.4)
Total 32(100. 0) Upper extremity only 0( 0.0)
Associated with:
Cranial nerve involvement 7( 9.8)
o] 19¢)) (26.8%), ® m-Zuke] 124 (16.9%), o 3&l-¢et Respiratory muscle involvement 11(15.6)
o] 104 (14.1%), k= AR vka] 84 (11.3%) 9 2 7% Combined cranial nerve and
respiratory muscle involvent 8(11.3)

B TEE 27 40 (5.6%) A rH(Table 4). o[+ A
AdR oA YA Fa] AL 5 (7.0%)e 4 nlg
(37°~38°C)e] Uglem 2% 3el& side], 1dld
Av mazdel 8= gt AYLAa e 2 o4 o}
Elgtow A7 F4e) lglnl 15418 F=bsbgw] gk
WA 7 et 7 8ell (11.3%), o sk (A9, 105417 )e]
109 (14.1%), 282 T3l 7k 69 (8.5%) gleh. &
Fobalg FH0E 2 5HA whel e A (100.0%) 41 A,
AL e 31 whul & 434 (60.6%)N A B 4 qlgleH, &
AAnk vkl E ol & 284l (39.4%) g o) vbR) AL whu]uk

5l A¢E 195 9ot

B R E= A ek rhel sk R &R R
HA A ebu] 7F Euk A 76 (90.8%), TEFZ vk
b B ol 1160 (15.6%), HAH R EFZeby
oFz}7b Faiml ol sk 84 (11.3%) ek, THE 4] go
2 ZEFERE Ve A5+ 194](26.8%), °1F T
E 8 (11.3%) A& A= ANEE AP sty .on
o] E BxlEL HEIEAE AL e (Table 5). o]

— 165 —



—Jung Kyu Lee, et al,: Clinical Studies on 71 Cases of Guillain-Barré Syndrome—

Table 6. The Cell Count and Protein Content of C.8.F. at Initial Lumbar Puncture

Cell count(mm3) No. of cases(%) Protein content{mg%) No. of cases(%)

0~ 5 : 58( 81.7) 28~45 18( 25.4)
46~75 20( 28.2)

6~10 7( 9.9 76~100 13( 18.8) -
101~150 8( 11.2)
11~62 6( 8.5) 151~200 6( 8.5)
200~ 640% 6( 8.5)
Total 71(100.1) Total 71(100.1)

* 210 213 320 398 510 640 mg%
Table 7. Changes of Cell Count and Protein Content in C.S.F.

Cell Count(mms?) Protein content(mg%)

Cases Time on adms, Ist6 wk. 2nd wks on adms, Ist wk. 2nd wks

1 0 0 - 28 35

2 10 9 4 398 72 100

3 4 2 7 40 48 59

4 3 2 - 83 35

5 0 0 - 72 42

6 0 7 - 510 98

7 0 0 - 72 80

8 5 16 - 210 136

9 0 5 — 116 48

10 2 0 0 72 112

11 0 0 — 59 112

12 0 2 - 28 59

13 0 1 — 59 92

14 62 2 - 89 42

15 0 19 - 50 80

16 0 10 - 49 98

17 32 9 — 72 42

18 0 - 78 40

19 1 - 320 343

20 1 — 24 57

52 Aukal= 584 (81, 7%) A £AH Y Vel R /100 ml o] &}ql H-$-r} 3¢ (4.2%) A gz, 29& G4
134) (18.3%) A = A3 z4Egod ebgdd 1z Hdd dgdeh AT 5460 (76.1%) 7} A Aol
el gt 3, 10,000~15,000/mm3ql 77} 154 (21.1%),
15, 000~18, 500/mm?®*7} =} 7} 26 (2.8%) ol .2, Wy

4) FApad 7 SoEe 24l 1761% Wqdo] 3o, Egrgo] 3o
YA FAY FERYNEA L 2 g4EE 10.0gm AV EFe] 14 T FHP.LH YA 10dE SR
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Table 8. Patients Status on Discharge

Results No. of cases(%)
Complete recovery 46( 64.8)
Incomplete recovery 5( 7.0)
Not recovery 5( 7.0)
Discharge against advice 6( 8.5)
Expired 9( 12.7)
Total 71(100. 0)

Table 9. Duration of Recovery

Duration No. of cases(%)
Below 1 month 42( 82.4)
2 months 6( 11.8)
3 months 3( 5.9)
Over 3 months 0( 0.0)
Total 51(100. 1)

Table 10. Periods From Onset of Begining of

Recovery

Duration No. of Cases(%)
Below 1 week 10( 19.6)
2 weeks 19( 37.3)
3 weeks 15( 29.4)
4 weeks 4( 7.8)
Over 4 weeks 3( 5.9)
Total 51(100,0)

Zd Tl ggch YT AZSEE FAolgon, &
AL 2742 w2ztde] QIR 39E ANddae B
F AAelgdel. AL FA AW Aol DA ¥
A 4-9k-2 84 (11.3%) ol A uk 200 mmH,0 o] 4}¢] g} 0.1
A B 659 (91.5%) el A 0~10/ mm33l 2 6} (8.5
%)l A e 11~62/mmse] Q) 2.0 ) J-Ho] o] s} ),
shul A ek 3 A 28.0mg% 2 3 3 640 mg %7}
AP om 2% 46.0 mgFhol AL R ALm 9L 534
(74.6%) 9127 Vel 184 (25.4%) N A= F A
Stk (Table 6). 2o HA4} 4] 471 11/mmd)
Aol glnl 6ol A 1F FL 25 Foll AAAE AYY

T ASiRl 24lel A A ESE 10/mme) stE ZhaEly
L, SR F shw ko] A Al A FAHNY
Bl 189 hwl 1 E2. 25 Fo AAAE A T4
AR 45 3ol A= chwigheko] 46.0mg%o] At
L2 YA A AT Gy AT okd A

© W A B Al Aleel A g 4ol gl v} (Table 7).

5 Ala W ox

A5E A5yt Adol i A5 282 AHFH
Z74 Ee8yg g APt FASA FEAE 71
T 644 Foda g AL S 1ked 1 mg
# & g7 38 Vo] Feglon Z4bo YR w
B 5% 2 Aueagdel. 49 ze 1~904 ol ¢
ow o] FzkE A= H-o] 46 (64.8%), B4R B
o] 5e1(7.0%), A3 3 EH= g F 54 (7.0%),
o) 5] 5QA 2o 2 Bl A9 64 (8.5%), AUt
A%k 99 (12.7%) gl ok (Table 8)., ¥4 w3
g ns s HYd 16¢F APy Asx 9
A3 A& T 4 ddnl Ao sl Qe Lot}
of B8 Abbgd e By Lol 4545 44 (8.9
%) o1 B-& 2691F 5 (19.2%) 24 o] B A}upgo
&obrr) Foheh, BEErbalgl o Fole) FAlE uwy
Akt 94l F 8¢l (88.8%) ol A &g 51e] 3 114 (21.
8%) A ZF-Zokl7F FukE 9

B B2 7-g Bl b R ol Wt 4240 (82.4%)
24 ol glm 3 He] 4l alk 14X gdvh 4
WF g 5] A AR s 1~6F Aolg e
¥l 353 516 F 44¢) (86.3%)7F 35 oo 3] Ko}
A 2+5] ¢l o} (Table 9, 10).

V. 2 & 1ot

Guillain-Barré $32-& 374 oJef g=lEe] &4
2% WA 5 Acute infective polyneuritis'®, infec-
tive neuronitis'®, Guillain-Barré syndrome!®, syn-

~drome of polyneuritis with facial diplegia!®, radi-

culoneuronitis with acellular hyperalbuminosis'®,
myeloradiculoneuronitis with cell protein dissocia-
tion'®, encephalo-myeloradiculitis!®, postinfectious
polyneuronitis® 5 ¢ 2 w 3= g},

of AR Wqlel At AA oA FaEd 9
A4 @ Wl Eel AAH o olAx Eniga
Aol g

+ 48 Hgesd nid Adde 5 4 dew B
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o olgs Ao FHFRAAEA, H{FY, &, + F
Well =¥ Virus(Coxsackie?®?, Echo type 6%,
influenza A © B2, cytomegalo virus 3 Ebstein.
Barr virus £)297} $85 9l B¢l cytomegalo
virus @ Ebstein-Barr viruso)] I3t &g A4
2 Zu o AW virus G4 & A Eger, =3t
Z+% A F(Diphtheria, g4 % LZ A7, Hemo-
philus influenza, syphilis ), malaria ¥ ameba %
o) s Ao ek Bark YoV sl o
# 7hed 8.91o] Guillain-Barré 579 A RA e Ha
ojeby AT A sl ek FdA o
Aol %, AQF W AFAAEA AL APAF
Z oy g RaE gloa)hinse, o) by BAlg) uhy
ARl Wl Ae dFel gk

W o go] wrgdyl #H 2ol 244 Guillain-Barré 33
2] i R ddgdyer A9 A
ol AuiA e, o] W EYE AR B 1955
W Wakesman®Pgo] FEAHFLE Er oA R
sciatic nerve 1} spinal ganglion ¢] emulsion ¢ %&
it gl 24 AADE g e oW CS.F
AAs $x479 T £A0] Guillain-Barré %
FFa fAEE Rastgd e 2% 19631 Melnick®®
= 384 9 Guillain-Barré £33 2=} sF-2u 199 (50
By A FERA A6 gk A AgAE A
S24 sakdd FA & Aelstx dglvh 1960
3 Knowles® = &8¢ iubirt 24734
El A ul Holgh waldb-gg ¥oloe R A2 "o
2o o5 Aoz mausigul. 1971d Rocklin® 5o
Guillain-Barrég 33704 22417334 =55 45}
Fol] ¢l&l4 MIF (macrophage inhibitor factor) 7} 4§
ARS 2agorA §lubTe wiAHE siuluk-gele)
4 2, 19754 Abramsky®V%o] Guillain-Barré =
Fo dxPYAA AFE S e dE2AFTE A
2494 PLrj&gkged zay J=7E ¥4
myelin 8| Bo} & s1& = (P,L)o] 7 4| 24 = o)
go] Walolgbn Fastg e, @ 19813 Cook™®E-&
H.uAde|vrl circulating antigen-antibody complex
2} auto-antibody &) 2}-g-off & %kclm Baslg ). o)t
e AT o FAEY A4 Aoy & 352
B¢ TR AQRHe ¢+ Ao, ¢
2476 AR AZYAAG T2 AGGAG

A7 G uke-¢] A8y Guillain-Barre 5338wy |

Aoz 444 H2 gk
EFFEY U 53 dwe TRAASE

A7 224 P4 WE, 459 K8 AT
Aell o= A ¥ Schwann A 28] =43}, axis
cylinder ] BF 8l FHoln6d~30) 7 Yo E o 2
B 534, ARAAZE, AFAGAE, 452
FTAAE 5P WIdE | F ArHH,

AW 3 d5d wgwEd ke McFarland 59
o8] FPE-LH g o) ey} v klin shgond
AAEe AL 1.6 1EA ¥ ggton, o%
Marshall®s} o] #5650 A5} -4 seh. &
% Haymaker §9.¢ ZqlFoj A wgnl 54 Belx 3t
Q.00 Wiederholt3O 5.0 T e 2po]: gtz 3h
grk. B L dHFAAY B 5 gon Hop
Wz 3g gewn) WX el 20~300e) B
gvla &hgich, Petermant®E, 71 E¥2 ALohdd &
dl 41 ofF 2/37F 84| ol &t A WA rla &giclh A
LE9] 4 A &= Zhao 542, Merritt?®, Peterman 540,
AF0 4Aa A gk

AAY TPNEE ud Fiben 598 AlAx Eol
Ael @bz slgla, B =y AW LNl Es}
o dhe Rast e bl 2959 kgl v
E RHIE YD, AaEE B rlSe] EL2NE
¥ H3yle 24 Zhao §8 oA e}

o] FFTAA WHE APAE E 5 ded,
Haymaker®F o8] &=}£5~1L36q) &) 51w <F 2/3
A4, Eiben®%-& 52%14, Zhao'®F-& 47.4%) A
AW Ade] dgvtn Rastgo AxEY A$:
45% % o7k wotrl, AzxPEe 4AdA olE A
A8 giifol AVE FFF(8L3%)OI L 194
AAAE, EHd, EFAFTFE] AL ol ¢
& o] FapEsvLG] o) F8F e} 3Tl

shul e 2 BE AxFEY A 71dF A - skR
2 AR ol ) 43¢, sk Ay S5k 284l g o,
ARk A¥E o= Ads ggeh el Eiben®E d
Ravn's}t S8 A 5192 HAs e,

WA bl & B4 42O~ RWEA FE AE
& Ry AAEY AL 76 F 154 (21.1%) 24
ol ZA0(25%), AE(21%)Y AAs} v £st.en
HA A ek} A-gw A Ak & 156 F 8el BA S
B MRSl Eorom o]k o B Shr}IVILITAL a0 B
AA g Fdsteh, AR 15 E A7,3,4,6,5,9,
10,11, 1244173 8 Alelsd A 1,85 AR ] AWA o
B E2EE0. Byl oA HuBae 24%W~29%
H30 4 B g glgen oi-E Y W2 FFid
HEHY Y AL3 g b, Aaee A
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N E i make] 129 (16.9%)h A & 4 glged
ol W A9(4.2%) 2 AY(14%)9 AA3 2ol s}
et s AL TR 59 (7%)A A B S
R =s o] = Marshall®5-(4%) & Wiederholt?® %
(2%)4 4A5=E Abol 7} gk,

EA 8 f-FHFol gele] Gardner® iz ] =) o
A %A cllglake] 2718 ¢ls] blood brain barrier
F o) % gl w54 pore sl whef Exjel] 9
8 ez ARAge] gram o] Hofabde] doln}t
i shgla, Merritt® e M3 ¢d o) e 3
7hob BgEeke g Qg Hokarge] sQgtetn dhe
bl 2 ¥ Ex Gilpin®”%-2 354 5 34, Feldman*®x
& 269 F 19, Drew®35-9 1o] B3, 79| 4o} 36
AT 2ol 2 vlmH ZEW AAEL HE B 4 g
et

E o] Xy 4] 4.0 wla) 4 £ EFY (albumino-
cytologic dissociation) 2. % &2 ¢ 4 g, 9
Aol A7lel Wk Y ALY S gopo 525}
vk gbd gke] Frbsta ) 24 10/mmie] 5HE 1}
ERg o2, A x}go) 79 whil A 247 -2 534 (74,
6%) iz, A EF7E 11/mmdo) kel A 97t 66 (8.5%)
ek ez gk gheke] A Akel ol 7b 184 (25.4%) 9
ok B v kel —’v]ﬂi S7HL A E 3,000
mg%e) gl *, Ax1Ee F¢k 640mg%ch. o
Ay . 1~6FFd] s AlREn, 4
AEA Faol v B4R dzbx) wge] Boge
ol e ASE Ao, Ly o BAAq) ¥ 3 <
&7 WA ZEFYHY s1Ad Wi Crozier?d:
Al 29 454 +F.28 a5+ perineural space
4 27 AA 5B e AL Fasl) =)
WL FabskAl Eole A Fubelge A4 =n] uwf
o dFe] gonE MEfE A4S feln )
gk,

ol FF % AAUARNESEE o kol 4
AQ= e EAHERR (distal motor latency) E o3
HiE BREEWRY £ gxm ol: $Euleie) gy
35 fAgE & ¢ drkn syl e,

EHe 28 oM E A BE el Fo s
8T EFL EFrbulel AAs] $)std W@
T FAR F 8 AR 25%~30%0] 52 24
g AFZFE APt of Frps2esn 85w}
Hl7h A s 27148 ERlaW S Agsld F458
Y T A+

Steroid # 2+ 19500 e 351 By o] Y<qle) =H A~

Al ek 2A 8 AFgEo] gov 2 A 84 A
& 2ol wet 2ol § Swick®E ofd ¥
e o] HEAANE GFA T AEe) Aon
24 EsdAelglele Buoll v 2 GoodallE o
g b ih3Ing.0. steroid 7h W A3 QA% 35
A7l el 38 dgke] gAY 283 o Vs
+ Eel grta Bustglel. 3 steold EE W oA
AR A8y Fxleol4 Guillain-Barré 3 Fo] wiwt
ety Ras gleleed, wala ol ® B o) ste-
roid 2] & 151}‘3] Hatd = AEE g2 Ko e,

2ol WlAE Ad FEEY =4 AAAE G2
goerng BAA G Hrtelr s S sl 1R
‘;]_ﬂl).

3| Zoll 914 ¥ A28 == A}Y A (plasma-pheresis)
& A Est Y F dfelA Bl gl Xa
Ha gleouers g gl Ag=lsl dx, AAg Ras)
gl obd rtslssl Zekdbel, AREL 7165 64
o)l prednisolone 1% 745 1kgw 1mg & 1
F~277k BopaRA Erle] P aWE AYaid,
71.8%1 4 38§ Hokrl.

2y FadForr TFTobd, I EA g,
SRIA B LEAAF 0o A E B
T EZube 7F 190 (26,8%) G wd °l B2 slwx A
o AFEEFo ) g Eslgen o) sFul 9elsb Aldt
Aztd e apstgich, 29 TFAAE 116 (15.5
%), =2ztd 64 (8.5%) 4k

e dFE o A 3] -5 =50, ulhg Ry g
Ho] AlZH & A7 AR 1F~8F0]0 gz
HA7AAE 72k 14 ool 184 Y] YE4E
QTR a3 AAge Bazle] izl zhels) gldd
2~0%51hel ] duofefl A g Abubgo] WA whe A
L2 ¥usEgch AxEY AL iy Re g He] 4
ZE QR AV e A 14797 i e
oF 3 Holgl o AlEe A T4 S 94 (12.7%) &
A7l BaalEe] Ababg Wedel glew o} s
Aot 45615 44| (8.9%), o B-& 264 F 54 (19.2%)
2A o] 2o Abpgo] dolf] ARl Eoke),

LA EF Aue o diwks] =Evba sy,
Merrilt®& 37¢] % 14, Peterman*® 1745 24, Ravn
1 12791 4ol A Aol glgivtn Baatg e
259 B 719F 1ol 7F b3 E 309 Fo At
el 4350 845 5eh
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V. g B

1971 19%e 1978 124€ 7] =k gz AFul®
o YA E Bd A i @ Lobsbel] 4
o Guillain-Barré $¥FL.2 A ekE 71 & HALR
QA g Tl st e AEE dgrh

1) Ae gl 22 49, 27922 ddd e
oF 1.6: 1ol 9 BEL 244 564702 G 2H
2% 4ot @ 304w wke] F-250] AA 4 80.3%%

2) AAA SN EE dA F FA gged o
=y G EE BHY Age] gt

3) AglRale 7161 3241 (45, 1%)914 & 4 99
3 o] 269 (81,3%) 7 A E Ao E A Bk
W AEAESSE 48 18 E 5 UdsH

4) YU F4E G Y FAE A4
2 & gqw, AAE Addd £AF9AY FE
H g on 347 rhl & 156 (21, 1%) el 4 B4+ A slvh

5) YA 478 71dF 53¢ (74.6%) 14wy
Bk Frbel YA E4E LYol A E2FY A 3A
= f2/mm®) 9w = e I 640me% Y.

6) 2282 71.8%52H HE7ARY szt 3AY
ol A 12.7%4h &obe] Auk&(8.9%)
o] of £ Abulg(19.2%) X} Wkl

= Abstract=

Clinical Studies on 71 Cases of Guillain-Barré
Syndrome

Jung Kyu Lee, M.D., Mun Sup Kim, M.D.
Yong Jae Lee, M.D., Chung Gyu Suh, M.D.
and Young Choon Park, M.D,

Department of Internal Medicine, Keimyung
University Medical College and Hospital,
Taegu, Korea

A Clinical study was made on 71 cases of Guil-
lain-Barré syndrome admitted to department of
internal medicine and pediatric, Keimyung Univ
ersity Medical College and Hospital from January
1971 to December 1978, and the following results

were obtained.

1) Among 71 cases of Guillain-Barré syndrome,

male was 44 cases(62.0%) and female was 27 cases
(38.0%), Sex ratio 1,6:1. Age distribution showed
between 2 to 56 years old and age below 30 years
old amounted 80.3%.

2) The seasonal incidence showed relatively

high in summer and fall, there was no specific

tendency of annual incidence between 1971 to
1978.

3) 32 cases(45.1%) of the 71 had preceding illn-
ess, 26 cases(81.3%) of the 32 had upper respira-
tory tract infection and 1 case developed Guillain-
Barré syndrome following insecticidal poisoning.

4) On admission, all 71 cases complained of
weakness of lower extremities and the deep tendon .
reflex were either diminished or abscent. The
cranial nerve involvement was found in 15 cases
(21.1%) of the 71 cases. '

5) Albuminocytologic dissociation of the cerebro-
spinal fluid was observed in 53 cases(74.6%) of the
71 at the time of admission. The highest of the cell
count and protein contents in C.S.F. was 62/mm?
and 640 mg% respectively.

6) Overall recovery rate was 71.8 percent. All
of them recovered within 3 months after the onset
and a mortality rate was 12.7 percent. The mort-
ality rate of the child (8.9%) was lower than the
adult(19.2%). v
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