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= Abstract =

The Guillain-Barré syndrome (GBS) is often regarded as a predominantly motor neu—
ropathy with few sensory features. But there are many variants in GBS. However, pain
is a common symptom, and that is often a diagnostic and therapeutic problem in GBS
patients. Although pain is acknowledged as a common symptom, the various pain syn-—
dromes seen in GBS often go unrecognized and may be undertreated. Serum creatine
kinase (CK) elevation is seen in approximately one third of patients in the first week of
GBS. Although the CK rise has been associated with the presence of pain, this was not
always the case.

We have seen 3 GBS patients with classic symptoms or not, with or without pain and

serum CK elevation or not,
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A = A 5-10% ] FApellA v]AFA A dAFE B

v} (Kissel, 1996; Emilia-Romagna study

Guillain-Barré 233 (GBS) & 27k oI+ group, 1998). GBS o4& nje|7} F54kelu} 7}
1099 1-292) wbulE g Rol: AAAA  FL AW 55E A Ad X588 5
Fog TAAY AAvule] 7R £ delolr}  FE A$E ok ¥ €A creatine kinase
(Ropper efa/, 1991). o] AZE 90-95% oflx] A (CK)E GBS @3 1 3ol oF 1/3 AX )4
A9l glAlekAlg Mo|mg Aulo] fLolsh} U F71R sl 3 CK F0l) B59 dgo] 9}
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chze s 34 old WAL AYEE AL
Ut} (Ropper & Shahani, 1984).

ARE-L A2 35e) GBS HRfoN 2] A
Pl Aol MY Ag, FEo] Endl
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8= Table 13 v}, B4 717384 33 4
G2} A7) SAF FAOR AR o)A A2k w)
¥)7} kA2 R YE = A o gl R FE)
3-4 47} Q= AL 248 By AASE JYs]
gk, AR A} ok otwdAlAwly], 3}x]
THE Y3l 9l Ax)e] AukAl ZE B4

Table 1.

o}, Ax2AA A CK £ 715 U/L 74 7))
e 7kskelem 2R EA
A 858 AATYFLAE 250, Immuno-
globulin-& 0.4 g/kg/day & 5 97t AlFALE
<83 €% CK & AAstE ot Aoy
3kA] kAl o] R4l
Y2 A7k 36 A9 Ayt FAHLZ )R]
A ARbElo] Az| 2 Al dEle A Fajulg) A
7184 5 =R, 5, Foll 550 AA A
A7) Aol FEX B} BYXNEE UY F
254 o)A AUx sAdo] glo] #41 AR
slsic}. AANA AFA sl o ZAukael 2
HekslE B} six)e] 457t v o’ o4
4 RojulA Aile] zAkAle A3 glgict HH
AR gle 259 mg/dl & F71E Qo

¥4 CK& Jgolgon] 245 BAY 855
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Clinical presentations of 3 GBS patients

w2} /33 A o2} /36 A WA} /31 A
F24 AP 259 (3-44) AP &8E 2F) | APH 2579 1F)
Gk Apzle) s}4d Wi A}zl e} AFEA) wlha A}z 2] e whw)
ApFAy A7 % 7 - A7 74
% el - e, 5, & -
HJAY - ~ AAEAZ
A7 2%
=417 24 A AIAwln] - -
-9 A2 5/5, A2 35 AAF5/5 | AR 45, A28/ QA4 Akl 290% 35, A2/
ZAukA} ] -+ / B+ As)A): Faka) AR +,++ /[ BFA] -
SLRT A A A A A A
A7
5459 gl (mg/dl) 63 259 20— 51
84 Creatine Kinase 526 — 715 — 77 35 — 28 680 — 1325 — 268
(U/L) (AD1) (ADS5) (AD10) (AD1) (AD2) (AD1)(AD3)(AD6)
S PR E&—’}“—%ﬂ— *J?é_%%% K52 ﬂ_?é%’%‘%
A A2RAAE S 54 RN E
28 IVIG IVIG IVIG
e
=9 it AshA]: 4/5 AR 2915-4/5, L9F3/5
kAt A = / BA] +, % kA Faka AA £ / 3R] -

SLRT: straight leg rasing test
A D : admission day
IVIG : intravenous immunoglobulin
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A7AE ) vty 30 HERAAYTE
Bolvl, Immunoglobulin& 0.4 /kg/dayi
5zt AEAS T ozt s =G o A
HhAbe]l 42 ¢4l

A AAELAFTE 43 | 31419 &=t
AT 1 el AA A A A 2bE]e] A

A2 AYsis 4YY IS Foe 29 4G

2 uidsigich A3 A Abslalel| AdwkA
9l 29 ok3lE Rglo) JYRI) o] okgh oFAF
< Ho|wA sk vkl §igich HEeaA
Al AArolgl et 83 CK+ 1325 U/L & o}
F F7HEglen ZAE A L5 AHEY
Z3 54 DxAA4EEE Rl Immuno-
globulin & 0.4 g/kg/day & 5 Uz} AHFALE
8L o7k B g o Ax] kA A slE
siet.
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1916 ¥ Guillain, Barré ¢} Stohl ¢] 23] &+
ol #FAF 54X JAFFLE Badt o
# (Bosch & Mitsumoto, 1996) GBS ¥+ #4
AAninje) 717 EG falo] Hle), o] FFT
o] A3Al A EAL sha]oll A AlztE o A
A2 WA A Wsls Ea g AL 2Ale]
o} 2y FAFE Asix] ot Ak 1)
njEl A$-olls HAlAelek A&7 5] o]
A E3) ke o 20% RN TERA
o] A7y ) U 3fEo] A&l (de
Jager & Sluiter, 1991; Ropper, 1992). GBS
:@.X}.‘g] 90_95%_0/] ﬁ o] O]]A-]—‘; ;(»]%:]7(-‘0] o]A]-o]:
e Bolrg Axte] JEA] ¢ho} 5-10% <]
FhAlofi A= cfekdt WE (variants) < 2dc}
(Ropper et o, 1991). Axjol= Ag A o) okak-g
Kol GBS ol|Ax% ekl olAbHo A (variab-
ility)& 2 5= o). g S A5 334
G2} Ao} o] Akx]ell A & eke] A)akE]e] 3}A)
2 YR £5 gl AaEe] 31 A @A As-
o} 7o) oo} ZEE Tt I F-olA] )3k A
vl A E 4 ik, = £ oko] vl A

=EAE Ay
< -‘?‘—"] = g
of 15% oflAl ektwivlE Bl = gl=d] o] =)
7} A7 AS-olle FYSe) REYE
+ ok @ ASE ik A7Feoly e
o 5-15% A=A Reled ojde AW
3} 7o) W s} (Kissel, 1996). 22lel= A
A el GBS oll4] Euke = glE =F FACE
o A{A Z7hAE (facial myokymia),
ztaA, HuAFAE, B, F55F, 23X
Z9k7] (priapism), A3e|wpe]se] gl EF
A3 Al GBS o 4 = A & T4
o gt az1Aol4} (dystonia), BF oA &
A (action myoclonus), 2%A44E (muscular
fasciculation), <J2Aleldsl, A@o|vt AR
Z3%5o] slt} (Ropper e o/, 1991).
U dugk 2 el GBS o FHk=
o] (Variation) o o FFTFE
gl °]E F = A¥AA GBS ¢} A9
A} ok ;\E ek, ol¥l F3-Eell o3|
of H3laL Alxjol= AT GBS ¢ @ 3
ntolE7]x] k7% g}, 2 o]
GBS ¢ 3 &3 A== o)f A
A7) Aol Hagche A, A4
chijol Frigtchs A, AR AL B
A3 E ofate] sle A, AR w4
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(spontaneous resolution) ¥ Zgo] gl
A Fole} (Kissel, 1996). ojgl wE o= Miller
Fisher 357, &4 ¢ &WHE, «F FWE, &
A A 2EA7 R HE, JF - AN -
gkl ebs Bols Fw e WE, diF-Aie
(paraparesis), 3 w4 4% WF 5] 3l
(Ropper, 1986; Ropper ef o/, 1991; Bosch &
Mitsumoto, 1996; Kissel, 1996; Bruggen e
al, 1998). 2T+ 2|8 5 (1998)L GBS oA
ko] shgle)ektuln] B F-FwpE FAlel) Bl
Zdg Rusigcl

FEL 7 GBS Bk A 9l A 8A] A
5 oo 5 i} ohofdt T84 A 7

(numbness), A Z#7 (hyperesthesia) ¥ *]
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Z}o] A} (paresthesia) 528 &= 4= gir}. 27|
o] F5o] A% A 4549 AAYTEd=
thityd oy A9 ARES WA Ads)
Al Zel 84 1859 Landry & GBS $3}¢]
AtAlel] A E FEe] lsickar Wi 19169
Guillain, Barré ¢} Stohl & 224 w) o}3l=]=
F5o| 9k e} (Ropper & Shahani, 1984).
Haymaker ¢} Kernohan (1949)2 50 %2} GBS
BA5 28l el 27)e) FEol vk
gt} Ropper & Shahani (1984)3 29 *d¢] GBS
A Sl AFA o R 2ARE A3} 559 o] A Wt
W7 E-F ZFo] £38 A (charley horse)
7} vlsdt B TS Bolvia b 41
ol x)3= 2 eko] A7)7) 1-5 Y Hel FFo] AYs]
ek ek 2E)3 FE-L uERe AF, S,
o] sHEellA A Espe wtel] o] <lslEn &
ek AU Al AL o] ddtE gt
o] geka Yok, =3 552 GBS @AfellA] W
A PaAlds FAATAY 4S5 F5Ale)d)
£ 2 e] slglelar sl 21734 (neurogenic)
W3}l wlizell A7 82 WAdo] GBS oA 55
+ 927 Aol o). I T FE M
ofaf 2l Tgol|x] A A7 AAge] dvkar shHA
z7]ele 580 lgd 6HeMEs dHE 35
7kA] chekdt A xe] $8Fo] A .
Clague & MacMillan (1986)2 GBS ¢4 &
ol AgE ¢ gleng A AFr} Fut
® 25 3ate] hEIGA] F GBS « 45 F
ojo} ghe} it} Ropper (1986)+ GBS <]
Wz HpalfaslE o} AslEd ue]
5 v Rz Fof sl A" FF
o] A7l 2 2] #xaE 23}, Rosenfeld ef of

(1936)& &3] & A% M 14_ X2l w5
o] §i Mg o|AHAY FE5& 713 GBS A}
o] morphine sulfate & 7 —]’ 2| AR 24

AFAe g x7d 5 9gdelar o). Genis exof
(1989)2 A3 $-52 GBS oA &3 F4ed
o) BE& AsT 2o A%k oAl TR
FFT Dl AFA whgol glek shEA
9w e] GBS ¢4 #-&%2] morphine sulfate

2 °]-§-§l Auke] AERNEE FES UEY

°E x]g_zﬂ- 2= oloh;}.:;r_ s!lr,]. -ql- o]
GBS«] 61% oA A3k 555 2eldda 5
3 FEE 85N, EF, dElte shA]elA E3)
I AR 9} Fo] AbRhel Holl= A7) dbel] of 4]
Bl ofH el ofsfRictar Fet.

Ropper ef o/ (1991)2 GBS €] 15-20% 4]
S50 Fakgcly o}, =3 MGH 34}9) 60—
70% oA T-5o] ksl 2 Jele 1) B4,
3z], Ao} o] F S8l AHLE WlE
AREE 2) Laseque AFE 51k vl F ol
FFA7RE, AT Aol Bl B =3

& R 3 el AVE 55 5o oA
2 Eslca g 23 5L 5, SR,
NE AR (quadriceps), €28 (hams-
trings)ell &8 AL feollAl A, A, F
735 gl Bz Azicta ). =7 FE
< Z7)de 5 AR ¢ o Ash F4TA
= Wl AP A BE 2F 104 -

A 24] Aole]] 3lER 5 FFol A|&H
oJ8ke- —rxlt ?%‘T‘:— 32 3t} Manners & Murray
(1992)= TLEAFSS TR A7) Ak
xli*lﬂﬂ ‘x_“}];ﬂ 3¢} 2o} GBS #ALE B
34 GBS & 7H4l £o1EE el o] AsiAe
AE AAEH 255 Bedvk Y. Pentland
& Donald (1994)= E%& GBS YA 3-71%
712} e 4 e E3F FAbelela skl &
747} (paraesthesia)® ZZEAE 42-75% 7}

2 vehdrla v, &3 553 zhdo] z2e)
Uelue WS 55-84% 2al Y, aew 3%
,] '%EHL' 7‘31. ]/J—71-7L ‘/H (axial), ul Al
ALEF, M= l' =% (meningism), &5%%, ¥
AR 2 YA% (visceral pain)@ 7o) ‘;‘r"hﬁ}‘:}
I spE A o ite] T8 Alzke] vbwA] b
Ao A= Pt

r"l!1 s
o ot

SRS

269 (47.3%)2] At HEL A E5)T BA] 3L
EuE EES 34302 2 F M ER E

FEFEE 53} okl A1 AEEES o)y
27 S EEOIDT A 1 g 2
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5 - Fuleg)2A] ARlE%, AR, 3EAA
uhabe) | ApEAA AN 27 FEE Sckn
o} 23 e T8 Ass AAFS
(disability)ZH= Asteo] A gl s}, =3 GBS
219 74.5% 7} oFH kA A 2] AFAIE DL
Pom 29% = FE5) FLF il =9 F
A4S ghokrlal et ZAEA e g WalA] GBS el
A F55E B AT 552 &3 275412
2 AT 2ag 42 sh) JdA] 59
AEE U g Sk A ofH, 53 o
ol 7] FFL wHF 8Fd A drf &
A oj Az A FEL HFHe] 5
T AEAE &)y e 5-10% o] FApgA =
712t A& glefa o

Ropper & Shahani (1984)% GBS 3215 5
%ol Eulgl 139% 1044 €3 CK 7} 37}
Fa 5o gl 895l 1 9elld CK 7}
S7rE glebar oyt i FE54 FEe] CK
7} S e AL opEla sl A CK o &
7he S AR Agdolela gich &, &
A5 SARESAY S5l A AR 7t
FALg 28 2% CK7l WEdra &
o}, 223 CK & FE+ A4Sl 50-700%
72 SR 4 olokal shEA A BRpea

Ju % o

#efo] 7] YAl 6-11 A7HA] CK 7} 7))

ks gou} FEo Hxe}l CK AAodl=
FAde] glekar el Joy & Oh (1989)%5-2 54
°] glo] ¥4 CK7} 214302 F7Hd 19734
A AR} THF2AAANE T Fe e A
$-off 7h2 Amo|A 27| Aee] TEHF]
etz ek Ropper ef af (1991) GBS ¢
b S o) o 1/3 94 ¥3 CK 7} T2k %)
o}l EhA] o]AL Al FFR 4 (isoenzyme)
7} 71E)7] Wi ol k. 28w ¥H
CK & 19 4 wi7kx] F7he 4 glont 25
3 kg o} 2 A5 dulde s HA ol
ohal et B CK7F S B A5 A2
73A0) gl Ao A 2ol Ak 2™

Apre WA 5 siekn Bk = o A5
£ 59 olfglo] YAAe) Tz 8% CK

7} Z71 A$% glekar k. Ono eral (1998)
2 57¢] GBS ol w27 28227AAE
Al Az Fen|A A BE FAlA AL
9} AlA-L (phagocytosis)e] Eo]i, xxj&n]|
7oA AR (filamentous body), AFHH<]
23235}F ¢4 (subsarcolemmal aggregate), &
2jZAYAke] &4, T4 AFA (concenteric
laminated body)=°] el vjel €A wlo)
Boltyx shaA] GBS 2] w7 28] 8
s oY FHe] W3y} GBS ¢ WErAds F
L3 A 9F Flojgt Fo

FH GBS 27} Wl sl =i A
Abe} TEFALE A 9] EHed 2 F 53] 2
£ 8934 CK & 27M1Z 4= 3ich. Ander~
son & Damsgaard (1976)+= 10 B ¢ll4} digoxin
< TEFAE A3 83 CK 7} #9354 713
o] 48 A7 A&Gstgem 2 F 6HellAs
CK 7} A5 8% 9glckz 83132, penta-
zocine & §FA1E 9 HolM= CK 9} lactate
dehydrogenase FEE547) 2514 Fok= 4l
= A 5 P R R e B L I A o - o
Wiyl Ffols 8 CK o) 718 FosiM £
Aslof glclar 3}, Armstrong efaf (1976)2
TEFAE GH CK 7L A4 2] 497 A
shgdon] R FAF 12 21706l 51% 9] $z}e)
A CK 7} AwEglsL FAF 72 X774 CK 7}
Z7tsle] gigietka el 28y Konikoff ef o/
(1985)& THFALE 2k 447 9] 3RS 7% o
Ak CK7F fe3tA] S718tda oled 25
MM- FE84LEE o] Frpstglen 2 5 199
A& MB#Fe] Frletgletar et 2 A 2
S 84 CK & 7M7) & gl o
Utz shidAE 55 7k #8249 ¥3 CK
7t T& Aol I A SE5FAE wSEAFE
ol F Hr1e & AU Surber e of
(1988)> T5FAF 12472 24 93 CK 7}
A Zrheekar $13 Houpert ef o/ (1995)% oF
oA SEHFAF L o] S8 £4Fe] AR
E 2E 84 CK 2715 &3l $93132m Perez
et al (1996)= THFARE 3ake] 58.3% oA &
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A CK 7} Z7Fslgl.em 7+ ¢kA| " 2 chlorphrom-
azine 100%, diclofenac 74.2%, metamizol
60%, o1&17}A] FAE & -l 60% A CK
7} Z7kskck o), 18] diclofenac & &%
FAG ALollE EA CK 7 ARk 10 w7z &
ZFsksivkal A ofAle] FRo weld ¥H
CK ¢] Ao & zlo]7} giehar 3

AR gLl e B GBS F £#109) )
AEuj7tA] SHF2e] WYL e IAERA
2% 334 @A 2k s wpejel oFF dE
Shol] 2]&A o] AR 50 §lewA ¥H CKE
Z71skg e} immunoglobulin & &AL &
F%50] AEdA CKE AAkste 3943, 36
Al Az} 2l e 9l S Fell X&)
& 2sig o} ¥4 CK & Al AAelgle
o immunoglobulin & AWYFAG F £5&
A2} 7 73595, 31 A GR1Ekaks Ak
5ol o] A% vhu)E RojdA FE2 A ¢
Ao "4 CKE oFF F7hEslen) immu-
noglobulin WA & CK X 2kx} A A szl
ALt ARE2] A= 2 FA o] vl
A%, F%5ol dewA ¥y CK7 S A4,
%] glo} 83 CK & A A%, 28x
F50] glgiey ¥4 CK & oFF 3718l A=
g § 99k FF GBS i 2 FA4e] u)
A As, 8 5, €4 CKe| T7H
55l I8k W S s oS #alE 7}
A5 Ag g xgwslof & Reg A7E

t0

ot
23

<] GBS ¥ApellA] vl A<l A

FuERA 83 CKb
" 7, 580l FEge ¥Y CKe A
2+ 2 T lgled ¥4 CK7 5
=
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