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1. ¥35Y - NU—fEE
Clinical Question 7-1 7. SZWiasH
£S5 « NU—REBREIED LS ICZHT 50

O F T - NU—EREIZEARNICKE - IRKERICEDVTEZIENS.
0 A4 DHENRE I IR B ORI E 2RI OMERD /= DHITIRILD.

g o BRTFEOBMMBEERIBEL LD, RERKER, BE4LOEFZEIC, ORRREIFHE,
1 OfRBOER, OWBIREICEIDXIFEREL TR INETHS (D~ODFFHH
LDV TIERE CQ 28R,
Wy,
BR- 868

¥ v« N —JiEfERE (Guillain-Barré syndrome : GBS) % 1E L i3 % Z & A% GBS &
DIFERTH B, AHTIE, GBS BWO—MI S MG OWTRIIRT 5. . S N72B Wik
HIUTZWNARLD Z LIRS NS,

R - TETVR

GBS Ol 2 & LTI, National Institute of Neurological and Communicative Disorders
and Stroke (NINCDS) I2 & % b DR B AHXHTH 55, 1L 4 AD expert D opinion 12 X -
TI978 FFIER SN2 b DT, UBOWETIE W "W (TEF VALV, ) AXodb o
E LT, 1993 IRk & 7z WHO OFFIRE RIS X 58D H ) (TEFT ALV VD), i
BLIZIFFNETH S05, BIRFERED A TOZWICE LS EINTWS 2 2001 FI124 7 ¥
DTV —=THh 5 GBS IZOWTOBMHEEPRE SN TS Y A, 2T 20 AD expert 55 7%
% panel |2 & o THES, RESN72DDTH L (TETALANIL V). BRRER 2 3l OFEA
KBWHHEE 25> T2, MIBIBREDOZHLWHIZSN TS, S5, KT 7 Vv—7
(R OFWHREE DL BRENTVDS. L LRDS, WINOBKERED expert opinion (2& &
ToTHY, EBIZINSDOBWLIEDOBWIERE - FFRELR LIIHE ST i,

IS OB BRROENT WS X HIZ, GBS DBWHIHEARMNITRIEE - BRRER 25D
WTTFENLBDTH L. HIGITIIIHIE L BEHRIEBDO AP HBIMIITTRETH 5. HAFREHE,
WRAEBMA, Y70 F Y FHUR R EoMiBBAEL, EREDRI, ZROMRE DD ITH
Mtk %.

N ot

1) [No authors listed]. Criteria for diagnosis of Guillain-Barré syndrome. Ann Neurol. 1978; 3: 565-566.
2) Asbury AK, Cornblath DR. Assessment of current diagnostic criteria for Guillain-Barré syndrome. Ann
Neurol. 1990; 27 (Suppl): S21-524.
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3) Ad Hoc Committee WHO-AIREN. Acute onset flaccid paralysis. Geneva: Division of Mental Health,
World Health Organization, 1993.

4) Van der Meche FG, Van Doorn PA, Meulstee J, et al. Diagnostic and classification criteria for the Guillain-
Barré syndrome. Eur Neurol. 2001; 45: 133-139.

N gzt - sEICLEDREN

PubMed (#:%% 201242 H 20 H)
"Guillain-Barré Syndrome/diagnosis"[Mesh] AND criteria[ Title]
Mg 6 1

EFRES (B3R 201248 H 2 H)

Guillain-Barré JiE f#: /MTH and #2 it
Mk 355 14
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FSV - NU—FEESE

Clinical Question /-2 7. ZWiRsR
F5 2 « NU—IEEBEDZRMDT=8 1217 D N\ I IRl
i)\

AR

OB TIIREBEERBKRERDOADSFF2 - NL—ERBEOBHIIAETHS. fth
EERORIP, KUIERLRZEOEDHICELDRKRIEEZRETTS (/L—KFC1).

OREHRIREIMEBDORNDPBELIBEICHREZINDS (JL— K C1).

OMREEREZRRETHIETEEFNRERFZ S OFAITHNADL SEZESA SN,
PHORE - BEELLHICEVOTHRINS (JL— K C1).

OFH>T)F Y RAKIIBZIORREDNFERICE S, BICBEISE D FITIIEITHH
"Zh3B(JL—KCH).

OFDMEEERIMRERICIS U THAELHEMREZEMT S (JL—FC1).

BR- 88

¥ v - WU —JEfERE (Guillain-Barré syndrome @ GBS) DK 12 8\ T & O % fifr
FTREPE, BIREIZE > THELMETH L. ERELLIREIHEBLIZVEVI YL
72T T, AT R AR S M A W REMED D 5.

R - TEFTVYR

GBS BB IIBW T EDMEZ AT T REPL V) BEIIOVWTO TR T v A% Fio 7z
72137 <, F12 expert opinion & L CHERDSEREN TS T (TEFT VAL V. &8
BEOFMIZOVTIE, ThERO CQEBML Tz & 2w, KCQ TRENEThOMA %
179 WEND, EORED DD L) RIZOWT, ERMBE»L T LD 5.

WA RERRA IR BERE L, E72vb @ 2 EEHIIBHEE DT RAZ DWW TIRRREE - JRE L
bR v, MBEMHZ 25 USMEREOWERNS S L 5 & v ) 1T, HEHZIICE VTR
DA B 5. MOREBIHA & [FAR I BRI 12 SR 205 B ClI AT L 72 < THHED v,
T 72, WEMRAEDIEE 26, T TIMBOF R 52 I ThiuL, B L OB
BT )LEHIZ LY Lo L, BT VWIEEIZIE, 2HHoBETEAD BT
5 V) EEAMEONIE, GBS ORI 2 X AT R & 2%, HELEHIRATH 5 HFHE
HIZBWTIE, EREBESICZWRENH L L IHERT 5.

MR 2 b & 3 2 BRABA AL, BIH TR T 5 &5 ICHREBIIC BT
HWIKER AT L. e ORI RSA DN HEICE, P L bR ELZ RET
SHWHREMED G <, GBS LW T& RS — RIS EERZ BN L7200, HHIBHT - e
B OWFZLD., e, FHRABIRIOWEEL RERINTwS. RERIK, HIH,
RRPFROND 2L BHAHETH L. Lbd S R AR ORI 2 T2 SN 5.
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MG > 7)) F ¥ FHURIE B IICLHTIE R WA, FBREFEL, MEZBHOID0H
DS R . ’%ﬁ*ﬂ,ﬁﬂf“ﬂ)ﬁﬁ‘lﬁ’ﬁ SHWZ E LR TH L. FFISEHWNICR ) FEFN B\ ThtT
MHERIND.

Z oM, CQT7-31Zih~R3% &9 % 5B E DRI D 72 D\ U B R A D UTHATT 5.
FREEDEEDN L Y5 OBFHERBE MRL  JEHIVEDU BB A3 5D I 5 3565 DML 71 ) 7 Ml 7
EVDITOHNL.

N et

1) Van der Meche FG, Van Doorn PA, Meulstee J, et al. Diagnostic and classification criteria for the Guillain-
Barré syndrome. Eur Neurol. 2001; 45: 133-139.

2) Hadden RD, Hughes RA. Management of inflammatory neuropathies. ] Neurol Neurosurg Psychiatry.
2003; 74: ii9-iil4.

3) Kuwabara S. Guillain-barré syndrome. Curr Neurol Neurosci Rep. 2007; 7: 57-62.

4)  Burns TM. Guillain-Barré syndrome. Semin Neurol. 2008; 28: 152-167.

5) van Doorn PA, Ruts L, Jacobs BC. Clinical features, pathogenesis, and treatment of Guillain-Barré syn-
drome. Lancet Neurol. 2008; 7: 939-950.

N gzt - sEICLEDREN

PubMed (#t3 2012 42 J1 20 H)
"Guillain-Barré Syndrome/diagnosis"[Mesh] AND "Diagnostic Techniques and Procedures"[Mesh]
Besrfig 335 1

i (MR 201248 H 2 H)

Guillain-Barré JE 7 /MTH and #ifts
MRFE R 182
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I. ¥35v - NU—fEERE

Clinical Question /-3 7. ZHiiah

52 « NU—HERIOFERPEREICIE ED X S5 E DN
hdD

OF T - NL—EGRHOENDZIE L TREADEEDHIFEND (R 1). hb

[1)] ICOWTHRBHBEROIEDNF T2 - NL—ERBEOZEICEVTEREINS.
= 0 ZDHICHMRBEBICOVT TR REREF > LBFIENF 52 - NL—ERE
DEECHI=BIENLELLN.
W,
BR- 88

7 ¥ - N —JiEfiEht (Guillain-Barré syndrome @ GBS) 1355 — M ICIRRIEBR CTEFRSI NS
FRTH L7200, FIEDIICE, WRAEHSD LW —ALIZLIIRERS NS, GBS
CHBLT B a2 BT A ERBICOWTRINT 5 2 Lid, BRFE L, B TEETH L.

3 - TEFYR
ACQIHLTIRToOME L, JEFHE  EBEBDPAONLDATHL (TET AL
V). R|ACEIIZREBEFIE LY o 0) BREENIEKNE , EEILERZ DL
LC, SUEMEECHEEg mE% S af F=a—as85— 55 ik 26 ©
critical illness polyneuropathy (CIP) ", EREFMIHE, JHMIEIUBRE % D3TS5 s, K
XTI S N7225, KREITIRF A VLD, W77 Tldnry7ay 4V A7, HA
Wige s A Vv A2, SVERRUR FVE RARO I A FE I X 5 SRR BB 2 & 729 2 L S S
NTHY, QHICHELEXDH S 5 GBS & UK MR E T, 4 OREIE NI H D

&1 GBS CERIZET HKEE

TEARR  ERiAEREE (MEfEEsEE, A7)

BHENR - BHERE  RMEHEE CEEEEEELR ), HETHEEiEA, HIREEE, ik
1E2E - HFICIMIRBIARERZE, BMERANA

AIAEE  RUA (REKBER), BF1IRKE IT>7O071LA 71

THIRIRES | IRREE (BRI =7 - BEEEBEHRER L), HRRA (CMV, Bl
ANILRR)

AEHREES . A8, 1L, Y7707, HIV, BEBERRERILT « U7, IEX,
YO NZ2—0O/NF—, #RXEEHZMAE critical illness polyneuropathy,
U2NEE - IRER, EESE=1—0/3F—, ZILd—IEZ1—0/8F—, B
BV MmE, BEYE=1—ONF—EICE>VURTFY), dEEZ1—0O/8F— (&
*7%&E), CIDP

HIRHIERIEE | EEMEE AV XAGE, BiE s

KR ZRHA - EEHX BNHRAE BBENERE(ED Y 7 ALE),
critical illness myopathy

38



275, M SHEVERLBETES FEM = 2 — 178 — (chronic inflammatory demyelinating polyradicu-
loneuropathy : CIDP) & D BN WTid, WD CQIZHES (CQT7-4, CQT7-5&M). &
PERRERL T 1) TIXENLHEBTH 20, GBS HOBMTIET S =2 —uF—%2 25 5.
DMENERERRDIENE, FEHEIR, REORZG EENOKRA VM e n b, WEITEEEEE LS L
ZRONLMART VI — W= 2 —a/8F —12BWT, GBS HROETEEB M % 2§ % 53
WwESNTBY, EELET L 0 YT, FICE Y2 XF 2 TGBS BRICAMRIET %
Za—unF =g I N TV B CIPY L, WIIE - Sl 4% EOFEIERE T ICU &
Lo TWBBIIHRIET 2RO = 2 —a/8F =T, @EIX, FPRIRHET TR0
N%. WM GBS & OEBHIAMIEL % 525, CIP Tl ICU AZRNIEMUBT OIBIED 5\ 2
ENEELRENNRE R 5.

HIE GBS 7° total locked-in DIRREIC T TE L, HASEMED O IIMIE & BB L 72K & 72 541
DG SN TS 57 EHIIE N TWB 2 & 23 2 72D I IEMAT A3 o T B 2 M
L% b,

1) Burns TM. Guillain-Barré syndrome. Semin Neurol. 2008; 28: 152-167.

2) van Doorn PA, Ruts L, Jacobs BC. Clinical features, pathogenesis, and treatment of Guillain-Barré syn-
drome. Lancet Neurol. 2008; 7: 939-950.

3) Riva N, Cerri F, Butera C, et al. Churg Strauss syndrome presenting as acute neuropathy resembling Guil-
lain Barré syndrome: case report. ] Neurol. 2008; 255: 1843-1844.

4) De Toni Franceschini L, Amadio S, Scarlato M, et al. A fatal case of Churg-Strauss syndrome presenting
with acute polyneuropathy mimicking Guillain-Barr syndrome. Neurol Sci. 2011; 32: 937-940.

5) Fahoum F, Drory VE, Issakov ], et al. Neurosarcoidosis presenting as Guillain-Barré-like syndrome: a case
report and review of the literature. ] Clin Neuromuscul Dis. 2009; 11: 35-43.

6) Moriguchi K, Miyamoto K, Takada K, et al. Four cases of anti-ganglioside antibody-positive neuralgic
amyotrophy with good response to intravenous immunoglobulin infusion therapy. ] Neuroimmunol.
2011; 238: 107-109.

7) Bolton CF, Laverty DA, Brown JD, et al. Critically ill polyneuropathy: electrophysiological studies and dif-
ferentiation from Guillain-Barré syndrome. ] Neurol Neurosurg Psychiatry. 1986; 49: 563-573.

8) Solomon T, Kneen R, Dung NM, et al. Poliomyelitis-like illness due to Japanese encephalitis virus. Lancet.
1998; 351: 1094-1097.

9) Solomon T, Willison H. Infectious causes of acute flaccid paralysis. Curr Opin Infect Dis. 2003; 16: 375-381.

10) Murphy C, Bangash IH, Varma A. Dry beriberi mimicking the Guillain-Barré syndrome. Pract Neurol.
2009; 9: 221-224.

11) Koike H, Ito S, Morozumi S, et al. Rapidly developing weakness mimicking Guillain-Barré syndrome in
beriberi neuropathy: two case reports. Nutrition. 2008; 24: 776-780.

12)  Wohrle JC, Spengos K, Steinke W, et al. Alcohol-related acute axonal polyneuropathy: a differential diag-
nosis of Guillain-Barré syndrome. Arch Neurol. 1998; 55: 1329-1334.

13) Trobaugh-Lotrario AD, Smith AA, Odom LF. Vincristine neurotoxicity in the presence of hereditary neu-
ropathy. Med Pediatr Oncol. 2003; 40: 39-43.

14) Gonzélez Pérez P, Serrano-Pozo A, Franco-Mac as E, et al. Vincristine-induced acute neurotoxicity versus
Guillain-Barré syndrome: a diagnostic dilemma. Eur ] Neurol. 2007; 14: 826-828.

15) Coad NR, Byrne AJ. Guillain-Barré syndrome mimicking brainstem death. Anaesthesia. 1990; 45: 456-457.

16) Stojkovic T, Verdin M, Hurtevent JF, et al. Guillain-Barré syndrome resembling brainstem death in a
patient with brain injury. ] Neurol. 2001; 248: 430-432.

17) Rigamonti A, Basso F, Stanzani L, et al. Guillain-Barré syndrome mimicking brain death. ] Peripher Nerv
Syst. 2009; 14: 316-319.
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N gzmst - sEICLEDRERN

PubMed (#2012 42 H 20 H)
"Guillain-Barré Syndrome/diagnosis"[Mesh] AND "Diagnosis, Differential'[Mesh]

MEgRHEA 217 1
ErREs (MR 201248 H 2 H)

Guillain-Barré JiEfiEh: /TH and #5172 W7/ TH
MegRE AR 81
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Clinical Question /-4 7. ZWEash

SMFRAEOERMRAE RN SRR — 1 —ONF—&F
T2 « NV—EERHI ED & S ISR T 5

F72 - NL—EFRBEOZERICHEVTIE, [IUFEOEEREEHRBEES IR 1—
O/NF— (CIDP) O#13%& A TWAAIREMZZE X THEBED HS.

g RIEFHTOERNIS—MRICHRH#LD, ZRLBREEZZET S0, FRALICEDS
R’ BROEER, BREMEESPCHREAMEREI LS, RTREPASHTEVRED
BHeR I HEMNTIE, FHICRMERIE CIDP OFEEZ2ZRT 5.
V.
BER - B8

Ptk 2 P L 1 £ 56 = 2 — 1 785 — (chronic inflammatory demyelinating polyradicu-
loneuropathy : CIDP) D—#8OREBNLEMNEFIET 5. ZD &) BB TEMPNIF T > - N L —
JEMERE (Guillain—Barré syndrome : GBS) & i)l 95 2 & ZWEETH 2. FEIER OFA S GBS
EAETEE L7 CIDP 2 &5 T & d, RN, PREECBCTHNTH S Z LA
nas.

W - TEFYR

CIDP DL E Bl % Ho 7 ME T, #16%72° GBS B SMIIET 5 2 i shTws 12
(TEF VAL V). Odaka 51, 44 GBS & Bl S ML BB 5, 2%HHEET
Wo AU LT-H EICHEI L, BRIIC CIDP OBk Zi- Lz LTwa Y (TET
AL~V V). Dionne 51, # A0 EHFZET, 30 o AIDP & &, 15 Flo &Pk IE CIDP
(acute-CIDP, A-CIDP) BH& DR, EEAEMAEMZ LKL T Y Z08E, A-CIDP
T, FWREEREENS C, BAMREEE - B AR - (PR S - JfTIERD D e\ e
Eo¥E A W L Twa, BEAAHFNRAETIIMEIENTE oo/l LTS (TEF
VA LNV Nb).

Comi 51, 55 BIOH%A I EIER, 50 FIOHIN XFERF 2R E LT, THINROD Fas 55 T
a7 R =3 A%, Fas BREEDMEFLTWAZ & T, A-CIDP % GBS %5 X L THIIZ
FUMTEXZEHWELTVEY (TEF VAL Va).

N ot

1) McCombe PA, Pollard JD, McLeod JG. Chronic inflammatory demyelinating polyradiculoneuropathy: a
clinical and electrophysiological study of 92 cases. Brain. 1987; 110: 1617-1630.

2) Gorson KC, Allam G, Ropper AH. Chronic inflammatory demyelinating polyneuropathy: clinical features
and response to treatment in 67 consecutive patients with and without a monoclonal gammopathy. Neu-
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I. ¥35v - NU—fEERE

rology. 1997; 48: 321-328.

3) Odaka M, Yuki N, Hirata K. Patients with chronic inflammatory demyelinating polyneuropathy initially
diagnosed as Guillain-Barré syndrome. ] Neurol. 2003; 250: 913-916.

4) Dionne A, Nicolle MW, Hahn AF. Clinical and electrophysiological parameters distinguishing acute-onset
chronic inflammatory demyelinating polyneuropathy from acute inflammatory demyelinating polyneu-
ropathy. Muscle Nerve. 2010; 41: 202-207.

5) Comi C, Osio M, Ferretti M, et al. Defective Fas-mediated T-cell apoptosis predicts acute onset CIDP. |
Peripher Nerv Syst. 2009; 14: 101-106.

N #x%==t - sECLEDRER

PubMed (#%# 2012 42 H 20 H)

"Guillain-Barré Syndrome/diagnosis"[Mesh] AND "Polyradiculoneuropathy, Chronic Inflammatory Demyeli-
nating/diagnosis"[Mesh]

MERREA 381t

ErEE (Misk 20124E 8 JJ 2 H)

Guillain-Barré ik / TH and 2 FEMEAURERE E- 12k Sk BRI / TH and 2K
WA 70 £F
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Clinical Question 7-5 7. ZWiasH

EELERE) - BRMTS > « )NU—IEER S 1B HIE
PR ZFAR— 1 —ONF—FED & D ISR T B0

FZ52 - NL—EREOD 1 FFEOEBET, VEEREICBERIALONDS. 0
BE, BUEREEHEESRIR- 1 —0/\F— (CIDP) £EDERFIHEBEE LB,

(o] FIE O ELIEDIEIADIEE, 3 ELIEDEENHNIL CIDP EZEZABDNETHS.
= KYVEREZEWVEBREEDFZY - NL—ERBEOTNICEISZD, ThSDESH
TRERFLF T - NL—ERBEELTORHZRETSHIEIEBITNIE, CIDP
EDERI—MRICBERTHS.
J
BR - B8

CQ7-4 LB T 2%, ¥7 - N —JEfERF (Guillain-Barré syndrome : GBS) JiE Bl 0 — 12
BT, BRRICV o 2 AR L ZHERDSHRE T 202 H 5. £72, BH - B L7 GBS
BEICBWT, XOHMEZBWTHENASNLEMN L PEARVBSHFET D, O X)) LEf)
T, SRR BB 2 FE M = 2 — 1785 — (chronic inflammatory demyelinating polyradicu-
loneuropathy : CIDP) & ORI SUE L %2> TL 5.

W - TEFYR

GBS 12 B1F % #) I ML HEAS I % DR HEE, Ropper H ') Osterman 5 2 12X > TR LH T
WG SNz Kleyweg HIIMEEsH % 47> 72 72 B 6 B, TVIg %47 - 72 74 FIrh 8 I Citi
W H (treatment related fluctuation : TRF) 23 SN, 2 DOEFER TG L o/z LTW
529 (TEFALNIL VD). Visser 1, 5 ¥ ¥ CTORIN X5 172 B 16 1T TRE 2%
IO NI, mAEN, FRSEEIE, GMI BuRETE, B IEREAT % & DRER] Tl TRF (X4
5NY, TRE TRIKEMEIGENEL (SNAP) DK FHIAL hroizl LT3 Y (ZEFVALA
JLIVa). Ruts 5%, 2PEFIE CIDP 13 B & GBS-TRF 11 % Ll L 724 A 0 F3Eh 5, FSIE
OELIEDIEIR DB, 3L EOMENSHIULCIDP £ EZLH5REELTWLY (TEFT VA
LA VD)., T, FHUERSIIRIMEWZET, 170 %o GBS E D 9 % 16 #1> GBS-TRF
ZHWIHL, Zhz 3B M5E CIDP & iR LC, TRFIIFAE S BUNISRZ 52 L, 2
DTRFIEHHH, 3MHEEZ S i3I & &R, SMWIIE CIDP D13 ) A —RTHER DS
Molzl LTW5 Y (TEFALANIL Va).

X Y% BWTO GBS OF5IE, GBS BED 2~5%TRINHILLEINTWE ™ Tk
9 P GBS & CIDP ORI E 7 %725, 2 M HDBEORAED GBS & L CORY - Bl
LG Z EIER TN, COHENEEESLTHL. Tobb, BWBELEHE, T4
L IEFNCELMBET S, B IEHICRS, BITEEEED, 2704 FORRESA
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LN, FHEROBRE I IER 2 L Ot A H UL, CIDP £ ) b HJEMEO GBS Th b 2 &
ERRTHLDE %LV (TETVALANIL V),

N et
1)
2)
3)

4)

5)
6)
7)
8)

9)

Ropper AE, Albert JW, Addison R. Limited relapse in Guillain-Barré syndrome after plasma exchange.
Arch Neurol. 1988; 45: 314-315.

Osterman PO, Fagius ], Sdafwenberg ], et al. Early relapse of acute inflammatory polyradiculoneuropathy
after successful treatment with plasma exchange. Acta Neurol Scand. 1988; 77: 273-277.

Kleyweg RP, van der Meché FG. Treatment related fluctuations in Guillain-Barré syndrome after high-
dose immunoglobulins or plasma-exchange. ] Neurol Neurosurg Psychiatry. 1991; 54: 957-960.

Visser LH, van der Meche FG, Meulstee J, et al. Risk factors for treatment related clinical fluctuations in
Guillain-Barré syndrome: Dutch Guillain-Barré study group. ] Neurol Neurosurg Psychiatry. 1998; 64:
242-244.

Ruts L, van Koningsveld R, van Doorn PA. Distinguishing acute-onset CIDP from Guillain-Barré syn-
drome with treatment related fluctuations. Neurology. 2005; 65: 138-140.

Ruts L, Drenthen J, Jacobs BC. Distinguishing acute-onset CIDP from fluctuating Guillain-Barré syndrome:
a prospective study. Neurology. 2010; 74: 1680-1686.

Grand'Maison F, Feasby TE, Hahn AF, et al. Recurrent Guillain-Barré syndrome: clinical and laboratory
features. Brain. 1992; 115: 1093-1106.

Das A, Kalita J, Misra UK. Recurrent Guillain Barré' syndrome. Electromyogr Clin Neurophysiol. 2004; 44:
95-102.

Wijdicks EF, Ropper AH. Acute relapsing Guillain-Barré syndrome after long asymptomatic intervals.
Arch Neurol. 1990; 47: 62-64.

N #%==t - sECLEDRER

PubMed (#%# 2012 4£ 2 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND ("Recurrence"[Mesh] OR recurrent[Title] OR "treatment related fluctua-
tion*")

WeFAEA 55

BErhEE (MR 20124E 8 2 H)

Guillain-Barré JEfEHE /TH and £ F8 PR AR

L

HARMEIAEVEBLRENE / TH and & H0

WA 70 £F
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Clinical Question 7-6 7. ZWikRsH
352 « NU—IEEEBID T %7 AR (3o hH

OFFY - NL—ERBEOFEFROFARFELT, E—IRTOEEE, SR

(o] E. TROFETELELRV L Campylobacter jejuni B#:, FEDSABRETOR
® DR, HHHEERE COBRAHHEEEA (compound muscle action poten-
tial : CMAP) DEIRIBAR LV LEKEEDHIFSNTNS.
V.
BR - B8

CQ3-1 ThhR72L 912, ¥7F ¥ - N —JEMER (Guillain-Barré syndrome : GBS) ®—#
DIEFNIHRBIEZIRT. SO L) RTPERARB, & 5VIEINFRAEIIHLIES %, ZZRHo
FRRIGHIHE, M T A= PO PR TENIEERITAE V.

s - TEFTVYR

GBS O FHHETIZoWTIX, Ol E a+k— MFZE ™ (TEFT AL Va), @ & i
BlxHRIEE W (TEF VALV Va), @F% A& 2k— MFgE Y (TEF ALV Vb),
@B A EIEFIR T (TE T A LNV VD) 7 & O T8 THREN L 72IFEr S B § 5.
ZDHH, O~@IET 5 16 LEIZOWTFRFUMAFEZRTICE LD, @DIZOWTIE 30
fild F ) OLEDIZ SN2 T DORITITEFD R\,

ZLOMRETHELTCFBRARKNTL LTHRODLN TS DL, B COEREE, Rikd
(ZOMFETH MU LR E L EINTVD) BHIFoNE. FRIOEITEG: R\ L Campylobacter
jejuni GO VT PHRARRT L §T5HEDNL . FBIE?H AR E TOWM oM S ITHEKE
N5 L) RBAETOREL FRARKNTLT5D00L A, -7 RICEET 2 TOM
M &) BT TR L7ZRNA S BFZE T, 2O RV E PHRAEVE TR L ST
W5 0 BERABEIINL TIE CMAP OMEAS FHRA R ZRIRT % &\ ) MG KNS < A&
SN, EIELT LML TRRERTELTCHEES N 2w, HLVIEREIICEENT
WHRWEEDSL W, BRAEHFINE S NS IMERER - FEEICOWTIE, CQ84 T3 X
I, UEFEZONE BRI TFHAR L ELT LD VIRV, GML JURDIFAEIZ DWW T
b, BANSEFIXIBIIIECTFRARNT-L 320030 HH 5755, i EWFECIEMmRIN
TR\ 7SI 2o, BRI - BRI O, -7 EEOFHRIRoRS 2 &%2F
BARKNT L LTHITF TV LHMEND .

NA F <=5 =TI, IWERETE T O neurofilament X° Tau & DRBMEATHAR & i < AR
5 EVHHIEAIE Y, Tau EEEEDPFEREARKTTH L ETHHAMESMRET 25, Th
TN OME ST 5.
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%£1 GBS OFERTFARF

s 2008 | % - -

2 OK— MAR 5%

(BImZ) 2000

s 1007 | X b = .

4 ERSERR R

(=) 2009 A A A A neurofilament
& Tau

G s | % | % AlA < > | “Favwn

%ﬁg@f@@? x | x x | o] x Al & N CMV R

2 BRI y x| x| x | x e

el 3K x

b EE x

ot R

XDPFEARAT, OFFERRFET, AFFREERFRESNERTERT
*inexitable, ** : nadir £ TDERRE

K212/ L7225 van Koningsveld 5 ° 13, ERREHD SHEETFHE FIIT 2L LT,
i (40 LAY, 40~60 7%, 60 UL ET=0%), TRHOLTOAME, =¥ M) —1%2HMO

GBS KEEEA QT D 32oh 5

L,

EF>ALANIL Na).

7272, O~QOWMED L IZhDETHAIT SNz DIFEETNTELT, W OhDHEAI
EIEBIS BT IEAFAE T B2 DA T 5 B2 Pk & bHE T, WA PR G EBE O
7% £ GBS @ subpopulation 7357 2 WHEEDE 2 bW B DT, FHRTFUHFIZOVWTOTE T
YADECHIERSIDYETHITONLE I ENEEND.
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T & 5 EGOS (Erasmus GBS Outcome Scale) £\ 9 2 27 & $¢
L oT, 6 7 HEOEITARER 1~83% DIEROHMPHTTFMTE L L LTS Y (T



5)
6)
7)
8)
9)
10)
11)
12)
13)
14)
15)

16)

%2 EGOSRXO7

A7

FEAEFMD > 60 1
41 ~ 60 0.5

=40 0

TROFAT GEERT 4 BUA) "L 0

) 1

Hughes Oi%geT L — NRE 0HBLLIF 1
(ABR 2387%) ) )
3 3

4 4

5 5

AEf=EGOS 207 1~7

XER S & IR 6 H BROKTIREDOHERIE, EGOS 227 3LITT
EB%LUT, AA7 7 TN 83% L ELENTUNS. FHMlIFTTIERHERD
e
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N #x%==t - sECLEDRER

PubMed (#2012 42 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND ("Biological Markers"[Mesh] OR "Prognosis"[Mesh])
Mg AL 406 7

Eohis (M3 201248 A 2 H)
Guillain-Barré JiE 5% /TH and (44589~ — % — /TH or V1% /TH)
WA 45 1

48



Clinical Question 8-1 8. EXARENIRE
BAEEFHNREBEE L AT OINEH

OFZ> - NL—IERETIE, WEFTEE U THR{EERE (nerve conduction
study : NCS) 2175 2 &ED#BINS (JL— K C1).

OB EEREOEB L LTI, Eh#iE, REWRE, BEWE FBEWHROESD
HRMEERE, o0 FIERE CRBIEMRZR<), EhiE, REWE, B

ig HROBREHRCEREEZTO LB INSZ (/L — K C1).

OMEATED 1~2 8%, BEICGUCTEISICREERYRT ZEHEH - HFBICHE
ADEEDHB (VL —KCH).

OFDMDHHER, AEBREFREN, WHRRETIBRELREDERIIRS>NS
(FL—RK#%L).

B= - 88

MR 2 K L T 2 HALER AR, 5~ - VL — iR (Guillain-Barré syn-
drome : GBS) O WICEE 2 &H 2 50 5. ERARFWHRAEL LTHEIfTS550? &0
blF, L 7 2 fREEMRA (nerve conduction study : NCS) (28T EOMATHH % #IR$
REDPORGFEZIRT LI L EZHNET 5.

W - TEFYR

GBS BHICB VW THELAAEMEANKRA L L TEOREZ T TREPIIOVWTO TS RIEF
YRFZL. BMEELR EICBW TR VLN TV 2 03 Mk RERE, L) biTE
IR EERE CTH D 1 MREERTICB T EOMREZEITT RENIIOVTYH, Bk
HETRLMDODH 2 DOV ALNS V37 F Az & EEEClE, B RemiE K
RS, TEPEE MR 2T OF R D —RITH S ¥ (TEFT AL VD). ROk TlRGEPES fiRe
AIECHHMREL D DU FN LMD H L0, WIBOMAEIKE N &, BIEPFE AR L WY £
ROEENFNZ L, FERETOMA DRENMEEETLAONRL T VI LPREE LS.
R BRI O W TIE, il (CQ8-2, CQ83ZHi) 3 5 & 9 IZ abnormal median nor-
mal sural /8% — > 7%, GBS, ¥#12 AIDP (2 ThH 5. IEPAliE, WEEANRE, & 51432
I U TR, B GRiit = 2 — a3 F — oS00 fetE b £ 2 C) OREAREER
THMAZDLDIETLVEIRTH S Y (TET ALV, MFRRERA D W TIIARRFZ LA
TWTR BN EBMHENTEY 8 MWEHio 1~2 8%, LEICSLUT, 512
T ETOEFIVEETHL (TEFT AL VD).

MR RERA DA T, SHHERIE, Dl BiMiREM O MBS PRIy o & FikE
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NZZRH S & 575, HEEHE Y LFHIh iy, L LAREIICEWT, BEED O
ZARTIET, MREEMEENTHL L Z2METE, PTHIMMELEN TEH L) RTHE
b Lnen? (ZEFTVALANIL V).

NS DS O YRR FH AL (SEP), AHEARME MR L OBRAEICOWTIid, ARMER
LR SN D937 —IRIISHEAT T RS L 1TV R T,

N
1)
2)
3)
4)
5)
6)
7)
3)
9)

10)
11)

12)
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Ho TW, Mishu B, Li CY, et al. Guillain-Barré syndrome in northern China: Relationship to Campylobacter
jejuni infection and anti-glycolipid antibodies. Brain. 1995; 118: 597-605.

Hadden RD, Cornblath DR, Hughes RA, et al. Electrophysiological classification of Guillain-Barré syn-
drome: clinical associations and outcome. Ann Neurol. 1998; 44: 780-788.

Van der Meche FG, Van Doorn PA, Meulstee ], et al. Diagnostic and classification criteria for the Guillain-
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Albers JW, Donofrio PD, McGonagle TK. Sequential electrodiagnostic abnormalities in acute inflammatory
demyelinating polyradiculoneuropathy. Muscle Nerve. 1985; 8: 528-539.

Brown WF, Feasby TE. Conduction block and denervation in Guillain-Barré polyneuropathy. Brain. 1984;
107: 219-239.

Hiraga A, Kuwabara S, Ogawara K, et al. Patterns and serial changes in electrodiagnostic abnormalities of
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Uncini A, Manzoli C, Notturno F, et al. Pitfalls in electrodiagnosis of Guillain-Barré syndrome subtypes. |
Neurol Neurosurg Psychiatry. 2010; 81: 1157-1163.

FAESL, N EEE, AMEFEA. BOEREAIORAE—S MRS ERIC X 5 85— HAH
FERR A 2HERS 2007; 20: 81-84.

Brown WF, Feasby TE. Sensory evoked potentials in Guillain-Barré polyneuropathy. ] Neurol Neurosurg
Psychiatry. 1984; 47: 288-291.

Olney RK, Aminoff MJ. Electrodiagnostic features of the Guillain-Barré syndrome: the relative sensitivity
of different techniques. Neurology. 1990; 40: 471-475.
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B gzmst - 8Z(CULEZRER

PubMed (#%#: 2012 4E 2 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND ("Electrophysiology"[Mesh] OR "Electrodiagnosis"[Mesh] OR "Evoked
Potentials, Somatosensory"[Mesh])

BegAEA 212

Erhss (MK 20124E 8 2 H)
Guillain-Barré fEWH: /TH and (FE4/ERL/TH or AT/ TH or A& A58 # AT/ TH)
MeFRAER 7214
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Clinical Question 8-2

8. EXFIRFNIRE

F35 2 « NU—EEHOZMICH O CTETHE I PRIRE
FEDL S ICEM DD

(0] REHE ~ 1 BELUAOSEHICE O THHRGERE CEEIAONDEEISS
AR LY,
(o= ]
BEAEEENERL (compound muscle action potential : CMAP) D{EiRIZXE
BHARED TR FANIZRIL DD H S.
Y.
5588

o - NL—IEEBEREOMHRMEEME (nerve conduction study : NCS)
I&, GBS D2, &2 fthiEER & DERDOIEATMDOFERE L TERATHS.

¥7 v - N L —JEMERE (Guillain-Barré syndrome : GBS) O GFAii | Ml AR B A (nerve con-
duction study : NCS) %5, Ji {fTbNTW27%5, ZOMEMERNICED L) LEHREHT LD
PIZOWT, FHICEETNETH L. b LERMNHRI RIS, BRI 2wl
BREFEAITEN TV 2O THIUL, THIIMZRNEIRIZE &), SRICLEERAEL TV R
B, ZOED) BBESD, NCS /Ul &3 2\ E A MAR O R EE T G5 5.

W - TEFYR

BE—IZ, NCSid, CQ7-2 THMBN72LHIZ, WHEHIIC X > T GBS THhb LBz T &
BTELRNVEL, CORNTROBAEMAGZHRETHLEEZONSL. L2L, TORIZOVT
TR IET Y A% Fo TURLAMTE, 728 ZITEARIERD A2 X 2550 & i L 717813 7
{, EHIMRBEDOMTY, BWORE - FHREZRERLZERIZL. BEIET LD
? & LT, Al-Shekhlee 513, F8JE 1 FLAN O AIDP 66 #i & critical illness polyneuropathy (CIP)
26 BIOELR AT AN 2 i L, BNEs% L7 Biiio L4 T highly suggestive DL L& 5§25 &
JRIE 64%, FRREE 96% MFEBITE/2L LTEY, H—073F A —4% Tl sural sparing (abnormal
median normal sural : AMNS /8% — ) 25&EE 48%, FHRE 96% &b A M TH o7z LT
52V (ZEFVALANILND). £72, Meulstee 5%, * 7 ¥ ¥ GBSHIZEICBWTHWHNA9
HHP O %2545 = a—unF—RilEEZRINL, Tho0) b0 e b 3HEA 2 M
FELLETRE L W) EETHR D &, WA (G8iE 2~15 H, Hfii6 H) TREEE 85%, Hul]T
(ZIREE 93%, HHE L OHBIZBIT HRREIL 100% Tho/zl LTWwE Y (TEFT VALY
Vb).

GBS DHHNZIE NCS 1Z5HF 2R S RVIEF S 2 7% DAFES 5 & W) WE23e 2287, HiGtd
e S, SEEOKENTIE, JIE 1 EUN, 234 HUNZ EoZHIICB T 1
EEPITRENALNDL ZEPHESNTEY VW (TEFTVALANIL V), HHZIICET S
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NCS Of HEERWEEZ 55, GBS O ERICRELET LA AL LTIE, HY¥E-F
WO - BRFER, ®ABROILE, SAHIGEERN (CMAP) IRIGOIKT, AMNS 788 — > 67
7Oy 7, BELZABEOHMBSY ZERHTFLN TS WY 72720, MERREICLS
Waller ZHEST & ECTOEET T v 7 M Ao MB, HHEMRETO FiioHEL L, HRE
PEETELRVIRDIEENTVE I LI BELTBIRETHS. /2, NCSHFE 7K
IEH T GBS OFBWIEEICHETE 2T Tldav. WRMAENIETE AT, BARKIC
MAEZBE) BT RETH L. FFICEEOFT R ZIEL M - IR TE 2 2800 3E 0 F g
WHAFLTED, NCS #MREL T 2B EIANIMANL T Bl & k% 7o 72 BRZ Mo
IHF A= MILoTHIATEND Z EDLEF L,

GBS 128175 NCS Db 9 O & DDFEENIHZRTY & FRERI ORI HIT 5N 570, IO
TR 2. BRAEHFSIREOFHHEICBT2EHEICE L TIE, CQT7-6 THil7/275
CMAP IR TR EICH WA AEZ R & v ) HEPHA S 5. McKhann 5 1%, GBS
study group 245 BlDOL RN T, PN CMAP IRIFEATRN PR TIRIRE 6T 5 2 & %24R
WMLTWE W (TEF VAL Va). 72 Meulstee 5 1 Dutch GBS trial @ 147 #li2 B\ C,
Y b)Y =R REMFED CMAP R &, /NMEYHER; O EMG @ recruitment pattern O 2 2793
SERIANTCTHOL L2 FPHETFIRIRZA L TO 2 HELTWE Y (TEF VAL Va).
72721, BEICOVTIL, HRNIEED ZER T 5 &, BREMZENI RIS L FRINT- L
ROV EROBITRENY (TEF VAL Va)., Zoftiicd CMAP OKIRIE, H
B WIEFEFATRE (inexcitable) 25 F B FMIET- £ %2 % & V) TEF ¥ 2 LX)V O EWIERE DR
T5L0O0 B (TEF AL Va), #iake EGOS A I T2k ENTuniwn X 912, JT4E
OFHEFMOME TRFIRINCEG B TEX 585 A — 7 PR ENLMEMTH 5.

N ot

1) Al-Shekhlee A, Hachwi RN, Preston DC, et al. New criteria for early electrodiagnosis of acute inflammato-
ry demyelinating polyneuropathy. Muscle Nerve. 2005; 32: 66-72.

2) Meulstee ], van der Meche FG. Electrodiagnostic criteria for polyneuropathy and demyelination: applica-
tion in 135 patients with Guillain-Barré syndrome: Dutch Guillain-Barré Study Group. J Neurol Neuro-
surg Psychiatry. 1995; 59: 482-486.

3)  BAMMEGHS - BAME RS R BEH T A N 74 YRS, MR RnHT 4 N7
A ¥ FF - NU—HEMGREE (GBS) /MM IHEMEBYES 5 = 2 — 1/ 8F — (CIDP) i# AT A N7 4 .
HHE RIS 2003; 20: 193-210.

4)  Gordon PH, Wilbourn AJ. Early electrodiagnostic findings in Guillain-Barré syndrome. Arch Neurol. 2001;
58: 913-917.

5)  Alberti MA, Alentorn A, Marti nez-Yelamos S, et al. Very early electrodiagnostic findings in Guillain-Barr
syndrome. ] Peripher Nerv Syst. 2011; 16: 136-142.

6) Albers JW, Donofrio PD, McGonagle TK. Sequential electrodiagnostic abnormalities in acute inflammatory
demyelinating polyradiculoneuropathy. Muscle Nerve. 1985; 8: 528-539.

7) Bromberg MB, Albers JW. Patterns of sensory nerve conduction abnormalities in demyelinating and axon-
al peripheral nerve disorders. Muscle Nerve. 1993; 16: 262-266.

8) Kornhuber ME, Bischoff C, Mentrup H, et al. Multiple A waves in Guillain-Barr syndrome. Muscle Nerve.
1999; 22: 394-399.

9) Roth G, Magistris MR. Indirect discharges as an early nerve conduction abnormality in the Guillain-Barr
syndrome. Eur Neurol. 1999; 42: 83-89.

10) McKhann GM, Griffin JW, Cornblath DR, et al. Plasmapheresis and Guillain-Barr syndrome: analysis of
prognostic factors and the effect of plasmapheresis. Ann Neurol. 1988; 23: 347-353.

11)  Meulstee ], Van der Mech FGA, Kleyweg RP, et al; Dutch Guillain-Barré study group. Prognostic value of
electrodiagnostic testing in the Dutch Guillain-Barré trial. Eur ] Neurol. 1995; 2: 558-565.
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12)  Visser LH, Schmitz PI, Meulstee J, et al. Prognostic factors of Guillain-Barré syndrome after intravenous
immunoglobulin or plasma exchange: Dutch Guillain-Barré Study Group. Neurology. 1999; 53: 598-604.

13)  [No authors listed]. A prospective study on the incidence and prognosis of Guillain-Barré syndrome in
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Problems in Neurology. Neurology. 1997; 48: 214-221.
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N gzt - sEICLEDREN

PubMed (#i%% 201242 H 20 H)

"Guillain-Barré Syndrome"[Mesh] AND ("Electrophysiology"[Mesh] OR "Electrodiagnosis"[Mesh])
Mokt 208 1

Erhss (M 201248 H2 H)
Guillain-Barré JEfEH: /TH and (B4 % /TH or B2 HT/ TH)
MR R 70

R
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FSV - NU—FEESE

Clinical Question 8-3 8. FEXARENIRE

BiRERI TS5 2 « NU—JERET S S OMBFS 2> - N
LU—iEl&EHE ED & D ICERIT 5D

i
%

OF 5> - NL—ERBEEZETORER (acute inflammatory demyelinating
polyneuropathy : AIDP) & # 3% # (acute motor axonal neuropathy :
AMAN) QRIS HREERBOHERICEDVTIThNS. #HREERE (nerve
conduction study : NCS) OFE{TAIRERIZEICIE, ZHICE DOV THBER Héh
FRUDZEENTHIEDHREIND (VL —KCH).

OERDEZEL L TIE, Ho 5 (1995 F) DEDMLLALSNTWVSD, Fhlls
IC Hadden OE%E, ZOMDEDHRERLBEDHRIBEENTVSDT, EDZHL
BHEZRAWVESBELEDPZBHREINETHSD (JL—KC1).

OB EHREEMRE TO abnormal median normal sural (AMNS) /X&—>/,
FERERODESEL A BOBEEREDPFH LI —D—ELTEAZTEELHS (V
L—R#&L).

BR- 88

WA, ¥ ¥ - N L —JiEfiE# (Guillain-Barré syndrome © GBS) % ! & @il 2R3 5 2
ERILLATONT VS, ZORMENLEINITHIBINIC L 5 XEND LR WA, JHERT A
BONDIERIL K R VOTERAEIAWT RIS L 2 0EPERL 4 5.

R - TEFTVYR

GBS D it #i7 (acute inflammatory demyelinating polyneuropathy : AIDP) & §li %27 (acute
motor axonal neuropathy : AMAN) D7D 720 DB MAEHEL, B RIMGIEEDZR {, T
expert opinion IZ& EF 5 TWah. JHIN TS D E LT, Ho DAL (1995 FORCHE Y & 1997
FEOFRLIR? ZHOTPICRR L LITER. I 1995 FEOIEPHDNL Z LS. Th
#R1IIRLZ) &, Hadden DIEHED 3B 5. ZOWMH I L b ITHITT 5 Albers and Kelly *
7% expert opinion & L TixE L7z EH#EIZHES b DTH L. MHFDIZITME—D@E T, (Z3E7
v 7 (conduction block : CB) % Hadden #£#E TIZBRED MM & A 7§75, Ho FH#ETIIAL S
T, BB ROMROAZRMLTWEZ L THD. AMAN THFHIHHICIZERIEDOHE
BEEICL o TCB 2295 2 EDESN TS Y 2 &5, Ho BHEDIZH AL Y #EYA»S L
Nig\wv., —7J, +7 ¥ O7 ) —713 primary axonal GBS D#Z Wikt L LT, I b DBk
HLIF S B0 EL TS " Vanden Bergh 51, & 51250 AIDP Ol fki
B+ T v &7V —T0H OIEM) 2B L THB Y, GBS TORKE X probable T 72%, def-
inite T 64%, ALS RHERIRME= 2 — 0/8F — & QI TORRIEIL 100% TH - 72 & iy LT
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4

F£1 Ho 5 (1995 %) IC&% GBS OREER, #FRIDBMEALE

OAIDP : FEOWITNHAOED%E 2 #iZLI ETHiEY.
1) MCV < 90% LLN (dCMAP > 50% LLN) or < 85% LLN (dCMAP < 50% LLN)
2) DML > 110% ULN (dCMAP > LLN) or > 120% ULN (dCMAP < LLN)
3) HEERLREEMDEDIEAR
4) minimal F latency > 120% ULN
OAMAN : F&E 1, 2 zimed
1) LD KD BRERBEERER L
2) WD DO##E T dCMAP < 80% LLN
Ounclassified : EEBOWTNICHEDH TIEE SR
MCV : BEIMEEESERE, LLN : EE TR, dCMAP : ERIRIEEOE A EESBAIRIE DML | EEhhiE
RAER, ULN @ E% LR
CZik 1 KV)

Wb Y (ZEFTVALNIL VD) (72721 2o coflEstgid GBS £k Th > T, AIDP &
AMAN ORI OFLIEDIREE - FEREZ 72D O TII R L, FE#EHKIL expert opinion &2
LHXRETH5D). AMAN 2\ L AIDP OZWHZ V5 & 121, SO EBOBMEED )
LOENEHAWTW SO0 PFEIZL TE2RIE: 5 v,

MEOIHKEIIODITBENIZIEDOONZHDTHY, EINVEELRDIOTIE AV LTt
5% Z 5 b, Hiraga H1d Ho M TAIDP & SWABITHOH2HOH v 7 ) F ¥ FHuk
(GM1, GMIlb, GDla, GalNAc-GDlalgG #ifk) 29 JEBITIE, M40, @R IER LT
W5 72250 B AIDP O#IEIZA->TL 925, B AIDP O X ) (T s A R A
EET LI EERL, SEICIEFILL THRBIZAMAN THALZ ERWLNICH LT L 2R L
72 (ZEFTVALANIL VD). RO REHFEE A ) B O BA LA M OB I, o
MIEFIC L > TOME SN TS 30 PLEDZ L5, Hiraga 51, #EKFHIC NCS D% %
BoT, FIES 3~6 HOR N CRAEREN I A TESHETLIENLE LVWEREL TS Y
(TEFVALAIL VD).

iR, A GBS Th2ho, B DIOBREIANIFHICOWVTIE, AMAN 28
W Z W EEZ 5N DLDENS, £ DFEHDDH 5. Kuwabara 51, Hizk D X 9 12 AIDP
A7 5T AMAN T CB ldA SN DHH, AIDP TIIEEHE 238 - TIRLE & BRI 5B & 7%
LDIZx L, AMAN TIEZ D F FEIZREMICS 2, (ZET Ty 7 PRS2 00w hho
Bz L LI EZRLTVE Y (TEF VAL Nb). GBS BT 5 EEDIFFEERAIL,
AIDP, AMAN 23t L C, MM fikEBI M (blood-nerve barrier) 25Ma85 72, EENMIRSEAKR, 4
PRAGRCHEER, HREAFMR O 3EITE £ 2 5N Twh, EEIRIFHERAMIE T CB & Z DR
25 &, mi CMAP RIGDSHI 2 SACF L, Zh@#ICHET 2T AR LN DL Y —,
PR ICIS L C CBASEEZ 5 &, FIEDHEAIME—DORFEFRL ), ZOHBRIIEHITHH
Byarlw)itHz s ?

Z Ofl, Kuwabara 513, GBS &K D45# & L CTHiss & 1T\ 72 abnormal median normal
sural (AMNS) 3% — > &2 & T 2 BREMRREORE X, AIDP IZEREMNICE W & &2 s
LTwa Y (LEF VAL NVb). F72, Kawakami 513, GBS 30 fl TOMETT, FEkIC
GBS 2R TLZ W L SN TV BE 4 A WA, HIE 3~6 HTld Ho 8 TD AIDP DAL
ANz b, E6IZIgG ]I ¥ 7)) ¥ FIEE AT HBITIIEPIALNL o722 & &2
L, JUROAHEEL ORI Ho 5L ) bEHTH-72L LT W (TEF VAL Vb).
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NS OESAFAIIT I 727 AIDP O~ — 7 — & L CHHTE 2 EED S 5.

N
1)
2)
3)
4)
5)
6)
7)
3)
9)

10)
11)

12)

13)

14)

Ho TW, Mishu B, Li CY, et al. Guillain-Barré syndrome in northern China: Relationship to Campylobacter
jejuni infection and anti-glycolipid antibodies. Brain. 1995; 118: 597-605.

Ho TW, Li CY, Cornblath DR, et al. Patterns of recovery in the Guillain-Barré syndromes. Neurology.
1997; 48: 695-700.

Hadden RD, Cornblath DR, Hughes RA, et al. Electrophysiological classification of Guillain-Barré syn-
drome: clinical associations and outcome. Ann Neurol. 1998; 44: 780-788.

Albers JW, Donofrio PD, McGonagle TK. Sequential electrodiagnostic abnormalities in acute inflammatory
demyelinating polyradiculoneuropathy. Muscle Nerve. 1985; 8: 528-539.

Kuwabara S, Mori M, Ogawara K, et al. Axonal involvement at the common entrapment sites in Guillain-
Barré syndrome with IgG anti-GMI antibody. Muscle Nerve. 1999; 22: 840-845.

Kokubun N, Nishibayashi M, Uncini A, et al. Conduction block in acute motor axonal neuropathy. Brain.
2010; 133: 2897-2908.

Van der Meche FG, Van Doorn PA, Meulstee ], et al. Diagnostic and classification criteria for the Guillain-
Barré syndrome. Eur Neurol. 2001; 45: 133-139.

Van den Bergh PY, Pieret F. Electrodiagnostic criteria for acute and chronic inflammatory demyelinating
polyradiculoneuropathy. Muscle Nerve. 2004; 29: 565-574.

Hiraga A, Kuwabara S, Ogawara K, et al. Patterns and serial changes in electrodiagnostic abnormalities of
axonal Guillain-Barré syndrome. Neurology. 2005; 64: 856-860.

Uncini A, Manzoli C, Notturno F, et al. Pitfalls in electrodiagnosis of Guillain-Barré syndrome subtypes. |
Neurol Neurosurg Psychiatry. 2010; 81: 1157-1163.

Kuwabara S, Yuki N, Koga M, et al. IgG anti-GM1 antibody is associated with reversible conduction fail-
ure and axonal degeneration in Guillain-Barré syndrome. Ann Neurol. 1998; 44: 202-208.

Kuwabara S, Ogawara K, Mizobuchi K, et al. Isolated absence of F waves and proximal axonal dysfunc-
tion in Guillain-Barré syndrome with antiganglioside antibodies. ] Neurol Neurosurg Psychiatry. 2000; 68:
191-195.

Kuwabara S, Ogawara K, Misawa S, et al. Sensory nerve conduction in demyelinating and axonal Guillain-
Barré syndromes. Eur Neurol. 2004; 51: 196-198.

Kawakami S, Sonoo M, Kadoya A, et al. A-waves in Guillain-Barré syndrome: correlation with electro-
physiological subtypes and antiganglioside antibodies. Clin Neurophysiol. 2012; 123: 1234-1241.

B gzmst - 8Z(CULEZRER

PubMed (i 2012 4F 2 J§ 20 H)
"Guillain-Barré Syndrome"[Mesh] AND ("Electrophysiology"[Mesh] OR "Electrodiagnosis'[Mesh]) AND
(demyelinating OR axonal OR "a wave*" OR "f wave*")

BefEA 109

Erhss (BZ 201248 A2 H)
Guillain-Barré JEfEH: /TH and Bifil and fil %% and (BAEFEY:/TH or A2/ TH)
WEFAER 121
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Clinical Question 8-4 8. EXARFNIRE

BgERI TS 2« NU—JEREE S S OMHRMF S > - N
LU —E&E DiRB & RE 9 5 B3l D

RE

figER! (acute inflammatory demyelinating polyneuropathy : AIDP)
K U'EZFER (acute motor axonal neuropathy : AMAN) (ClE, 2&ELTD
REIFRICEIIRUVD, AMAN [FRRUEH EFEFRAICZHENS.

E— X TOHAEIE AMAN DIEFS5 %<, AIDP 3¥)288Tr]ge TH > TH,
TDEDETICEET DHELHB.

AIDP [3FREE L LD BREFOREELHY, FLERLRBRWEREEDRRK
& AIDP DIESHELHhE LA,

MREE TORENR - AERERISGEVDDHEHDEDDIE, WEKZBHASHTIEAEL.

y,

B= - 88

¥J v - )N —JEMERE (Guillain-Barré syndrome @ GBS) % % & @il #2501 5 2 & 25,
FRRBNCEBRICED & ) 2 BREFHFOODPZWHICT A I LIIEETH L. TP YEIISH
ZIFIUE, WEOSFIIHIENEIROEZ W Th S ).

W - TEFYR

72T GBS OIRIITERIYICHREETH 5 & F 2 b, AIDP (acute inflammatory demyelinat-
ing polyneuropathy) 2% GBS ®[F#&af & L THWw ST Wz, 1986 4 Feasby 513, LMY
W2 SE B FRFEDT A 5 inexcitable & 7 5, TE T PHRARO GBS &, #isHA GBS & L TH#
HLZV (ZET VAL V), Tz LT, 1991 42 McKhann 5 1%, EZFI2HEHLE Tt
179 % 2 BEATYE OB RRE 2%, FBEVERFII BB O G 2 <, BAHIG B A O IRIFL T
DH%ERT GBS Th b I LzHWlL, DHIZZNIZ AMAN (acute motor axonal neuropathy)
DM ELG 2722 (TET VALV V). AMAN OFIRBI O BAE I E T b sk 2S04 1
FEEDE & 2o TV I EPERINY E5IT, PRTIED 2 ANEBHFEDO A & TR
AFEL b BRI R E 2 30 56 &, AMSAN (acute motor and sensory axonal neu-
ropathy) & #4202 —fRICAMAN OFEFERMEZ 2 5 b, —F, 1990 4, Yuki 51
Campylobacter jejuni (C. jejuni) At \ZFEHE L 72 2 BI O EME EHRO FHA R % GBS I2B W
T, MiEH D GM1 1gG Pk Ml Ch o722 & x ik LY (TEFT VALV V), Zhbifg,
A GBS & GML YA IZ L L T8 7 4 ¥ FhfkE OB NEH S5 &9 12745
72 Bbo X9 R R IRRET, L 72 Hifk & OB OA7AED 5, AIDP & AMAN (AMSAN) & 13
RIZFIIEORIT R B2 5 2 LN S 7z, M Z OWFFRIC &0 &) ZIRKRE
HEDSH LN ETHA.

57

B



I. ¥35v - NU—fEERE

Feasby & O OHLELN, MRAITETFEARLHMEF LN TED, KB
ThH, MFEMEZFHEARNTLELTHEDZLDOLH L9 (TEFT VAL Va). LaL, Ho
S, HEORERNICZHITSH AMAN & AIDP OILIRT, ¥— 27 EREEIE, AEAIE%L, &L
% AIDP 25 WHINNCH 5 2 & 7 (TEFT VAL Va), BRMFHImEIcEEenw e /]
W L7728 (TEF VALY Va). Kuwabara 5id, AMAN 3EGERIEE] & FHEARRE &I
oINS e R LY (TEF VAL VD). Hiraga 5%, AMAN 34 (nadir) 12
¥ 5ETOUMMPE DI L, AIDP Tl & DL, HBERTTRETH > TH ZOHET
A& R BBINEEICL VO TEEILEE LY (TEFT VAL Vb). CQ7-6 THZ: X
I, EAEOKETTIE, BREE, ST LI PERARET L LTEmII SN Twiwn, i,
Durand 513, PR Z L 7ZEIE, BBEEIOZ ) 3% o722 @i LTnwa W (TEF >
AL Va)., CQI7-6 THRR_5HN5 X912, GBS IZBIT 5 HEMRREEIL, A FRIchd
bLEELREMETH A7, THUE AIDP DIFHIZL L ABNAS T LT Asahina 512 & > TR
BEXNTVE 2 (TEFVALANIL Va), ZHUSBER & 270 o8 4 BLAE 58 2 47\,
ZOWRR T LR 5 BEEADPLENEI DML L V) NTERELRR, Y Mellbhs.

JREAERY & A THEFRN R ERD D 5D, WEHREEEZDREPIIFEH SN N TH 5.
BAMEHFIETIE, KT L BEATR C. jejuni JEHeBI, GMI1 HUiRFER], Sk EB) 7 o % Bl
T, RBFIRIOIEZ 07 ) VR (VIg), H5HWIE, IVIg+ A F V7L F=yu v 5L AH
BOEHH, ML D DRESH N LATRIEEIN TV L), TR b/ EF v A
ERVRRWEY (TEFV AL Vb)), DXy, BURTIIMA CHRBEEZZ 2 5 LN
HoHEOBWHIYE TV 21375\,

N ot

1) Feasby TE, Gilbert JJ, Brown WF, et al. An acute axonal form of Guillain-Barré polyneuropathy. Brain.
1986; 109: 1115-1126.
2) McKhann GM, Cornblath DR, Ho T, et al. Clinical and electrophysiological aspects of acute paralytic dis-
ease of children and young adults in northern China. Lancet. 1991; 338: 593-597.
3) Griffin JW, Li CY, Ho TW, et al. Guillain-Barré syndrome in northern China: the spectrum of neuropatho-
logical changes in clinically defined cases. Brain. 1995; 118: 577-595.
4)  Griffin JW, Li CY, Ho TW, et al. Pathology of the motor-sensory axonal Guillain-Barré syndrome. Ann
Neurol. 1996; 39: 17-28.
5)  Yuki N, Yoshino H, Sato S, et al. Acute axonal polyneuropathy associated with anti-GM1 antibodies fol-
lowing Camplylobacter enteritis. Neurology. 1990; 40: 1900-1902.
6) [No authors listed]. The prognosis and main prognostic indicators of Guillain-Barré syndrome: a multicen-
tre prospective study of 297 patients: The Italian Guillain-Barré Study Group. Brain. 1996; 119: 2053-2061.
7) Ho TW, Mishu B, Li CY, et al. Guillain-Barré syndrome in northern China: Relationship to Campylobacter
jejuni infection and anti-glycolipid antibodies. Brain. 1995; 118: 597-605.
8) Ho TW, Li CY, Cornblath DR, et al. Patterns of recovery in the Guillain-Barré syndromes. Neurology.
1997; 48: 695-700.
9) Kuwabara S, Asahina M, Koga M, et al. Two patterns of clinical recovery in Guillain-Barré syndrome with
IgG anti-GM1 antibody. Neurology. 1998; 51: 1656-1660.
10) Hiraga A, Mori M, Ogawara K, et al. Differences in patterns of progression in demyelinating and axonal
Guillain-Barré syndromes. Neurology. 2003; 61: 471-474.
11)  Durand MC, Porcher R, Orlikowski D, et al. Clinical and electrophysiological predictors of respiratory fail-
ure in Guillain-Barré syndrome: a prospective study. Lancet Neurol. 2006; 5: 1021-1028.
12) Asahina M, Kuwabara S, Suzuki A, et al. Autonomic function in demyelinating and axonal subtypes of
Guillain-Barré syndrome. Acta Neurol Scand. 2002; 105: 44-50.
13) Visser LH, Van der Meche FG, Van Doorn PA, et al. Guillain-Barré syndrome without sensory loss (acute
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motor neuropathy): a subgroup with specific clinical, electrodiagnostic and laboratory features: Dutch
Guillain-Barré Study Group. Brain. 1995; 118: 841-847.

14)  Jacobs BC, van Doorn PA, Schmitz P, et al. Campylobacter jejuni infections and anti-GM1 antibodies in
Guillain-Barré syndrome. Ann Neurol. 1996; 40: 181-187.

15) Kuwabara S, Mori M, Ogawara K, et al. Indicators of rapid clinical recovery in Guillain-Barré syndrome. J
Neurol Neurosurg Psychiatry. 2001; 70: 560-562.

N gzt - sEICLEDREN

PubMed (#i%% 201242 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND (subtyp* OR classifi* OR subgroup* OR demyelinating OR axon*)
Wesrfi 768 1

Erhss (Mz 201248 H2 H)
Guillain-Barré JEERE /TH and Bif and 32
MR 78

R
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I. ¥35v - NU—fEERE
Clinical Question 9-1 0. INEEHBIRA
¥ 2 « NIt DM ERIRE Cl3 & AN H

OF 7> - NL—ERHOBIICHE T 2 RERRDELD C MO OB REISHE
HE ¥EATVS (JL—KCH).
Y OZDMDELFN - REFHINA A —H—OFRAEICOVTERF SN TNSH,
—RREVICFIARTREEREBE LI B> TOARWN (T L— R L).

B= - B8
I RER AR L F T ~ - /N L —JEBERE (Guillain-Barré syndrome © GBS) ®D#Z Wi iZIA < I H
TWBA, ZIHh5E6N5HZNHRICO VTR 5.

fRE - TEFTVYR

Jix B BETE O & AR REE I 220 5 FHIHIZO H I CQ9-2 ThR 5.

BB O [gG IREEICBI LT, ZHPBITOME T GBS Tl RFICH L THEIC EA L Tw
72T HHEY (TEFVALNILND) &, TEEE P72 T5HE? (TEF VAL
Vb) 3% ) —E LTz, L2 L IgGindex IZ2W T, THH0 2 HifiZB T8 30% D
FEBIC EADHR LN TS, 1gGindex O AT IMIEHIREDUAER CHEICHEBETH Y Y
FENREPURIC X A MR M ofEE S (TEF > ALANIL Vb) & ORE O REME DR S
TWa., ) IT70—F)V IgG Ny FIINERR CIIMm S vy &5 0Iidmil sh T
LIMHEHERTH D EENTWE Y (TEFTALANIL Vb). BEREHIEN TORREIRD 5 v
R AR I B PUREEAE IS O WTIEREMICE Z S5NTE Y V2 EREE T oRE iR E bt
RIE DB E T v,

ZOMDBHFREEDNA A<= — 1§ HHEFE LT, OREEIZHEES 2 H O (neuro-
filament heavy chain : NfH, Tau &H), @MiEIEME - 770 7I12B#E 5 5 b @ (NSE, 14-3-3
#H, S100B, hypocretin-1), @IEFN~—H—ICHT 5D (FEANAL », #Hifk, TNF, 1
Y —uAf F k), OMEEAOWMBNEDOZAIIET 2 70 74 — AET oW d 5 ¥
(ZEFVALANIL V), Tau HHAE NFH IS L CTiZE DS, MIEAROT CHREREE T OB
PHEBICEMETH 7Y (TETVALNILND) P (TEF ALV Va). Tau &H L NfH &
F& LU THRIRICRHEL TWD 2D, TOMITIMRIEEDE L OMIHEE S LT
%. & 51T, NSE & S100B O fiti & MIEOMRIE & ORED HiE SN TV (TEF 2V ALA
JLIVb), SI100B IZOWTIIHREML#MEL D) —E LRV (LET VAL Va). 77
DX —75—"TdH% GFAP I[ZH T 2ME Cid, MEARE OBEIZAS TR ARW? (ItT“‘/Z
LAY Va)., fZEENIEEENICIE LT GFAP A BICRE o2 0MmE L H 508 (TEFT
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AL Vb)), BN ZBREDH S O (TEF VAL VD). Frval 7y —ToKTHH
& E N T 5 hypocretin-1 IZBIL TGBS T, 2O TOHMENH LW (TEFTALANIL
Vb). MHEELFOZELWIKF 2R L2 26T, HHo@EHEIR2 & IERZEF A SN T
Wk, 784V 72k - XATROBWIY—H—DOEDTH S 14-3-3 BZHIZDOWT, GBS
THEFEIRINEND Z LM ST (38 B 29 1 [76%]1) Y (TEF AL~ Vb).
14-3-3 B FI b IERE & R 2 LB L 72356, iR CIIABICHUED S <, b mho 7275,
FNPNOEERIEIR - FIEE - WAL RICIZETREO L Tw iR,

0 sk
D
2)
3)
4)
5)
6)
7)
8)
9)
10)
11)

12)

Mata S, Galli E, Amantini A, et al. Anti-ganglioside antibodies and elevated CSF IgG levels in Guillain-
Barré syndrome. Eur ] Neurol. 2006; 13: 153-160.

Vedeler CA, Matre R, Nyland H. Immunoglobulins in serum and cerebrospinal fluid from patients with
acute Guillain-Barré syndrome. Acta Neurol Scand. 1986; 73: 388-393.

Kanda T, Yamawaki M, Mizusawa H. Sera from Guillain-Barré patients enhance leakage in blood-nerve
barrier model. Neurology. 2003; 60: 301-306.

Segurado OG, Kriiger H, Mertens HG. Clinical significance of serum and CSF findings in the Guillain-
Barré syndrome and related disorders. ] Neurol. 1986; 233: 202-208.

Brettschneider J, Petzold A, Stissmuth S, et al. Cerebrospinal fluid biomarkers in Guillain-Barré syndrome-
-where do we stand? ] Neurol. 2009; 256: 3-12.

Jin K, Takeda A, Shiga Y, et al. CSF tau protein: a new prognostic marker for Guillain-Barré syndrome.
Neurology. 2006; 67: 1470-1472.

Petzold A, Brettschneider J, Jin K, et al. CSF protein biomarkers for proximal axonal damage improve
prognostic accuracy in the acute phase of Guillain-Barré syndrome. Muscle Nerve. 2009; 40: 42-49.
Mokuno K, Kiyosawa K, Sugimura K, et al. Prognostic value of cerebrospinal fluid neuron-specific enolase
and S-100b protein in Guillain-Barré syndrome. Acta Neurol Scand. 1994; 89: 27-30.

Notturno F, Caporale CM, De Lauretis A, et al. Glial fibrillary acidic protein: a marker of axonal Guillain-
Barré syndrome and outcome. Muscle Nerve. 2008; 38: 899-903.

Petzold A, Rosengren L, Verbeek MM, et al. Glial fibrillary acidic protein in Guillain-Barré syndrome:
Methodological issues. Muscle Nerve. 2009; 39: 711-712.

Nishino S, Kanbayashi T, Fujiki N, et al. CSF hypocretin levels in Guillain-Barré syndrome and other
inflammatory neuropathies. Neurology. 2003; 61: 823-825.

Bersano A, Fiorini M, Allaria S, et al. Detection of CSF 14-3-3 protein in Guillain-Barré syndrome. Neurolo-
gy. 2006; 67: 2211-2216.

N =zt - sEICLEDREN

PubMed (Hi%% 20124F2 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND "cerebrospinal fluid"[Subheading]
Mg 107 #

EehEs (Mizz 201248 H 2 H)
Guillain-Barré B # /TH and i /TH and M4
REFAEER 701
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Clinical Question 9-2 0. NABERIRE
5> « NU—AEEBOZMICE O MREE B ED

OFRIER 1 :BLATIE, 9 20~30%DEF TREMAREDIZEFEEAICEEES.

i VEORE CEEERBMAS LV EEE>THFIY - NL—ERBOBHEEE
¥ HICEZBNETIREY. YEREHSEET, ZOROBRYELOREICKSTE

BEREHBEICIE, ZOBHHERIEIEV (J/L—KC1).

B= - B8
F 7 v - WU —JEERE (Guillain-Barré syndrome @ GBS) D12 3\ TN EHET o & FI Ml
fREEIEZE ROV L DL SNTWEA, ZORKE - FRRELIFT .

fRE - TEFTVYR

Winer 5 ® 92 Bl & DR TIE, &HOHPHIZX 10~600mg/dL (P31 120) T, 20% D
FEBI CIZIEH M CTh o7z, EE EFHIFE 1 USRS N2 EICA BN 2% ho
72V (ZEFT VAL~V Va). Ropper @ 111 BlOH[ ] & ORGETIE, FiE 3 HUNIZ T
7o OBEEMRA T, 30 B0 (27%) CTHREAZIEFH#AN TS > 72, IERMHEZ R LEMN, 5
IE 1AM LN TIE 34% TH > 7245, FIE 2 8 H TIE 18% IR L7z, WO H SR <l
EHTEZORMRENZIFDH) B, 6 BITHRTEA EAVASNIZA, Mo 3FITIIFHRT
DIEFHPHINTH 5722 (TEFT VAL Va). Ravn @ 125 BloRa T, 19 61 (15%) TA
FEl 2 O W BN F R A CEAVIEFHETH 72, ZOHI L 6BITITHRY ZL OMAETE &
FUTIEFHBNIC L EF 5729 (TEFT VAL Vb)), b2SENCBI 2 &EA T, A
WE K 30% TIEH Th o 7275, BRI D T DN 7ER TIL ¥ — 7 I - BB R
BHRONDLZ Lol (LET VAL VD).

I BEAAR AT T L C O S I (X GBS IZHF R 2T R Cld vy, MoK - Hds 7 —
FEEDETERDLEIZOBMELFTLIDLEL-oTD. L Lad s, JhEfk 18
LAATIE# 20~30% DIEFI TIEE I IEWHHNO Z L D Y, FREROHER R BHT & i
ARDOENBEGHORRIZEWTIE, FHZMH~—7—L LTORRIEFL T2,

WA i A M RE O S ZR 2 R 1 ITRT. SO DB - WREDZE < TlaFbim 2 il
WEHO A% AL ENEL, ZORDSBMEREDSIEFE THoTD, #YELOMAEZ
Lo TEAMBMAEEDG A SNIZEEICIE, GBS OS2 L VM IFHFTL 0L %D ) 5.
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9. KEBRRE

*1 MNERRECHARREREOERE

oxXo> - INL—IEEEE

OBMREMREBEMELZFR - 2 —0O/\F—
OMEfRmMELZ R = 1 —0/XF —

ORMMRMEARILT 4 UTF

oxIaA—ILE=Z2—0O/NF—

offEM - FEXIMEZ 1 —0O/NF— (A EXR ETURFIURE)
O POEMS fEEEE (/O - RBAEEEE)

ORBEME7IOA N2 —0O/NF—
OBEMEEFERE - 1 —H/S\F—
ORAMABIANAT 1 —

oJOKRA NARBEES A MO T« — (7 YNR)
ON—>RK - rvA - A 7 —EMERE

O BEFEY DB NERR

O BitiR - FRAR D 1HiR BHAE

OBHENE BHEBREICKISIETHCEHETNROY Y
O FRYRARIEREIE T iE

Winer JB, Hughes RA, Osmond C. A prospective study of acute idiopathic neuropathy: I. clinical features !
and their prognostic value. ] Neurol Neurosurg Psychiatry. 1988; 51: 605-612. 2
Ropper AH, Wijdicks EFM, Truax BT. Guillain-Barré Syndrome (Contemporary Neurology Series 34), F.A. R

Davis Company, Philadelphia, 1991: 155-160.

Ravn H. The Landry-Guillain-Barré syndrome: a survey and a clinical report of 127 cases. Acta Neurol
Scand. 1967; 43 (Suppl 30): 1-64.

KIERT, FOREAL ANARIEY. ¥I ¥ - NLIEBREEEEERE—E 3 KA G072k
M —. SRR R B SRR IS B B AR AR SR 12 4R AR - 0 iHAgE
i, 2006: 99-101.

N & - sZCLEDRER

PubMed (% 2012 4 2 JJ 20 H)
"Guillain-Barré Syndrome/diagnosis"[Mesh] AND "Cerebrospinal Fluid Proteins/analysis"[Mesh]
RFHER 8 1

EehEs (M2 201248 H 2 H)
Guillain-Barré #EfEH: /TH and #Wi and (& F1HINE M EE or X B4 11 / TH)
MR 36 1
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I. ¥35v - NU—fEERE

Clinical Question 9-3 0. NERERIRE

e iAEE CHllAD E Rl a8 A TOHI55I1CE
ABNE C L uh

02 DFF > - NL—ERHEF TRERRMRKIIERE THS. MRKESIE

W BICF TV - NL—ERBEOBHZEET 26D TRAEWVSY, MEKIESZ2H/5
2 BICIEHIV BREPBRORERRB L EICRHTEIRAI V-2V IHHBEND (F
L—KC1).
v,
BR- 88

%L OFF v - )N —JERERE (Guillain-Barré syndrome © GBS) O4iE Bl C i Bl M i £ & 1
WTHD. LhL, MOHTIEGBS EEXLNLEMCBVT, MEISHELLTWwLIEN
0, ML O IOV THRT 5.

fREe - TETVR

Winer 5 92 B OH{IA] & ORES Tix, ML 116 (12%) TAHA LN, MlaEEZ o
PHIZ 6~103/uL (YL 8) Th o 7z MNSEIEZ 2 520 7= 8 & IR #EPHRE O I ARAARSRIUR: Y]
WZEE o2V (TEFT VALV NVa). F72 Ropper b O 111 BlOHila & ORES T, Mg
B3 14 61 (13%) THA SN, MIBOHEPRIEEERTIZ 0~230/uL THo722 (TEF VAL
~JL IVa). Ravn @ 127 FIOMET T, 34 61 (27%) T 5/ul ML EOMITLEIES % b 7225, &
DA b, 5~10/ul DEEED A 21 6, 11~20/ul 759 Bl, 20/ul %82 7-013 A BIT, ki
I 87/uL TH o720 (TEFT VALV Vb). bHENIBT 5 EFFAETIE 11.8% DIER]
THIEIEZ 25 S, MIEEIE 51 £945/ul TH-72 Y (TEFT A LNJL Vb). Rauschka &
1, Ml 50/uL 2 % 2 Bl & ZIAGIREM OMINEIE % & £ L7z 3FOHMIC L 2 HGET &
WHELTWaE, 205 OEFTIEIHRRMEMIET, 37027 7TOEMLOFT A LR, 16
T & fixis T RIS OSSEI RS SN Tn D, WINORER D GBS D5 L #E % ji
7oL, EHMREETD o 72 1 0% bk & BilETEL SEMER KO A2 D TH Y, A ik
DL - LRI OB G DL DFT L GBS O Z BT 2 b DTE v EffiimL Tw5s?
(ZEF VALV V). Thornton S, ¥ ¥ /37 T CTOHIEVEFLBETE KRR AR E IO W TH
HL, @k L7z R2B0RABIOH B, 296IAGBS TH Y, ZDH b 16 BIANLIE I HIV
Btk CTd o 72, NERRAMBEIE S (>5/ul) % O 7Em, HIV BEEEEI T 15 fid 8 4,
HIV BEEAICIiZ 12 B 1 FC, HIV BB CORBENARICE - 72, 72, HE SR
BH HIV BEE6I Tl 14/ul (L ¥ ¥ 0~63), HIV BEFITIEFH 1/ul (L > ¥ 0~6) T,
HIV B CHBICE o729 (TEFT VALV VD). 72721, HIV I EGHE IEREEICD
AR OB MA A S NS Z EHH D, GBS B L 7ML L 34T Lvwiin?
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(ZEF>ALANI Na).

T DA, GBS % %t ) SEBI TR RER OMIBEIG L & A 72 BT RSB L LT, &
PR Y OBEENERRE, Va4 F—3 A, Hunt e, MEKRER I GEZIEZR &), IEEVERE
fBige, ZIEvEMALEE, SRRV E R, SWEIRARE%R, FRHEE BERENSH T O N5,

N
1
2)
3)

4)
5)

6)

Winer JB, Hughes RA, Osmond C. A prospective study of acute idiopathic neuropathy: I. clinical features
and their prognostic value. ] Neurol Neurosurg Psychiatry. 1988; 51: 605-612.

Ropper AH, Wijdicks EFM, Truax BT. Guillain-Barré Syndrome (Contemporary Neurology Series 34), F.A.
Davis Company, Philadelphia, 1991: 155-160.

Ravn H. The Landry-Guillain-Barré syndrome: a survey and a clinical report of 127 cases. Acta Neurol
Scand. 1967; 43 (Suppl 30): 1-64.

AR, ARRE, B OtIA. ¥7 ¥ - NU—IERIEEENEAHE—E TIRT ¥ — RO R
H— RGOS SRR BB 3 2 WAITE PR L1 AR - S HE TR
., 2000: 83-84.

Rauschka H, Jellinger K, Lassmann H, et al. Guillain-Barré syndrome with marked pleocytosis or a signifi-
cant proportion of polymorphonuclear granulocytes in the cerebrospinal fluid: neuropathological investi-
gation of five cases and review of differential diagnoses. Eur ] Neurol. 2003; 10: 479-486.

Thornton CA, Latif AS, Emmanuel JC. Guillain-Barré syndrome associated with human immunodeficien-
cy virus infection in Zimbabwe. Neurology. 1991; 41: 812-815.

McArthur JC, Sipos E, Cornblath DR, et al. Identification of mononuclear cells in CSF of patients with HIV
infection. Neurology. 1989; 39: 66-70

N gzt - sEICLEDREN

PubMed (#:% 201242 H 20 H)
"Guillain-Barré Syndrome"[Mesh] AND ("Leukocytosis"[Mesh] OR "Cell Count"[Mesh] OR pleocytosis)
Mesgfig 30

EdEs (s 201248 A 2 H)
Guillain-Barré JEf#H: / TH and (RIIEEL or F1MERRS M / TH or REHCHIIES IIAE / TH)
MR 10
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Clinical Question 9-4 0. NERERIRE

MEREREICHITS5EA EROREE EEEEDRE
E - THRICIIBEED H DN

O REREED LR OREE EHREEDEE - FRICIIBEEIIRL.

%E

BR- 868

A BEHARAE I 310 B E LA OB L MR EOREE - PRICIIBEEDND 5 02 a5 5.

B - TEFVR

Winer 5 92 1Y, Ropper 5 111 2 Chio 5 120 B ¥ OV b i & Okat TldsE
H RS- M S L FRoOMICIIHBIERD bk o 72 (TET VAL Va). bHED
LEPA TR, FHE 4 8 E TOMKDEN O Hughes D#RES L — FREE FG 1~2 Ti&
71.9mg/dL. FG 3~5 Tid 103.8mg/dL & HIEGNI LW EHIICH 72 (TET VA LA
Vb). L2 L, Welo&AE L BEEIIMHEES, WolloaHaETrge TllT 2 013H
e ZZbh7Y (LEFVALANIL VD).

N ot

1)  Winer JB, Hughes RA, Osmond C. A prospective study of acute idiopathic neuropathy: I. clinical features
and their prognostic value. ] Neurol Neurosurg Psychiatry. 1988; 51: 605-612.

2) Ropper AH, Wijdicks EFM, Truax BT. Guillain-Barré Syndrome (Contemporary Neurology Series 34), F.A.
Davis Company, Philadelphia, 1991: 155-160.

3) Chid A, Cocito D, Leone M, et al. Guillain-Barré syndrome: a prospective, population-based incidence and
outcome survey. Neurology. 2003; 60: 1146-1150.

4) TEHEEA, ARNAR, B OGEL ¥ ¥ - NV —EBRBAERESRE—E IR T ¥ — FIREORIRR
H— LGRS R A R B BT B IR AE T 11 AR RS - S ER TR
. 2000: 83-84.

5) KIENF, FESAH, AHARIEY. 72 - N IEBREEEEEE—E 3 KRR T G0 7ok
W —. RS IR AR R & SRR B Y S AR AEETE PR 12 4R AR - 0 iHATE
Wi, 2001: 99-101.

N g%t - sZCLETRER

PubMed (#% 201242 H 20 H)

"Guillain-Barré Syndrome/diagnosis"[Mesh] AND ("Prognosis"[Mesh] OR "Recovery of Function"[Mesh] OR
"Severity of Illness Index"[Mesh])

Mg 170 7

Ehss (k201248 A 2 H)
Guillain-Barré JEfEH: /TH and & H and (7% /TH or #£HERI1E /TH or FEAEETERE / TH)
MeFkEH 39 1
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Clinical Question 10-1 10. MEFOIRE

52 « NL—HEEOMEFH » MATIEFIREIC
EDESBEEDDHHD

O+ - NL—ERBPRONBERTIE, HRIZEE L TIEREREENENE
&, BHTHIRBOLEDLOHICIFERE - CK 22 TIMFEZRH - MARELZH

ig BREZTS (JL—KC1).
DX SICEDMDFARDSHEICH U CEAZIICET 2HHEEOBREETS (¥
L—K%&L).
J
B=-860
¥ v - N —JEfER (Guillain-Barré syndrome : GBS) O #I - fRiEEIE - SR K 0720
CRAT TR E MLE - MR LM EOEH 4 % 2 5. I

B

e - TEFTYR

GBS |28 2 MiEF 1 - M AL AIMAEO HINIZIE, BRZECET 2 b0, GOHEIC
M32bo, FNZHICHTLILOD3IONHS.

MIEHENTEPUAIE GBS TORRMWBMIMIEA LD 5N TWDE Y (TEFT AL V). T
& A BRERENE, 7Y 7)) & Y FEduli 10 UL EO#EE A H D, GMI & GQIb 12X %
156G 7 5 A OHANE EARBOE A AT20 5TV 5 (EIREHTAIC I LTt CQ 10-2~104 %%
M), Campylobacter jejuni, Epstein-Barr 7 A WA, H A M XH 074 )VA, Mycoplasma pneu-
moniae D 4 JHFARIZOWTIZ GBS L AE LA EO LN TH Y, b DEITEGD DN
BIEBNIOWTIE, L OMIFFIZMARETH 5. C.jejuni EHIE, THRARKFO 1L E
NTHY % FRZETEEE T 06 IR X AR & & B IMmiE AR T 7
DH R E 72 %

% Na IiJE 1+ GBS TRBHEEIZA SN, FEEILEH SIADH IC X2 D TH5H. HEL LTIE
130mEq/L KiifiA*26%° (LEF > AL ~NJL NVa) & 36%" (LEF > AL~NJL )T, 130~
135mEq/L DEEDD DI EFDODLE B LWESNTWE V (TET VAL, F72, K
Na MAEIEFAER], AL THEICEHEThH 72V (TEFT VALV ). & CK
MAE S FHEEIC A NS, FEiEM 1 ADMNIZ 38% TA LN, L HFA L BE COMEIHE
B0 72 (77% vs 13%) . MLl CK 13 fk i TH IEH LD 7 52 £ T T, LA DR LI
ORI S 2 AMBIEA SN TRV Y (TEFV AL Va).

GBS & #ihl % %5 A MOBREIZB LT, MiF D 2 W IMEE LA 2 RESHH 2 b O
EZELLTRTIORT.
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x1

MEFE - MARECFIIREDERIZEICERRER

Eel ]

BEd 5 MBS - IRENCERIREIRE

FENEE= 1 —0/8F—

-MEBEBHRE= 2 —0O/NF—

- POEMS fEf&Ef (/07 - REBEEMERE)
R E IR A TRER

- EfERHEIE

S IUN— b - oA — N B EEER
iR

C BRHRE LY, TOMDOEMEHK
MERE= 2 —0O/8F—
SEBRMERILT T
fEME - B ) \REM BERSREIE

- TA LR

S RUZ

- B
hEMRSE

- B >hE

- $ATRE
REtEESR

- BRI AR

AR KMEIF/INF—

- FRIRBRASRETUIEE

- B Mg MfE

AR > IiE

- Wernicke BMiE

PILI1A K=&

MEEADE, MEREETUKE. MAG FifF*
MBEEEDE, MmiERRESXE, VEGF

ACh Z2BRMAGUE, MuSK Hifk *
VGCC #ifk

CK, X#/mBkEY, CRP., #ihk Jo-1Huk
CRP, #uidinis, SS-A/B #itk, MPO-ANCA, IgE
RILT « V) AR
ES~—h—. slL2R. LD

AL F7HE*

R FHUE

WEETUA (BREOIRA TR < ERERREDH )

WP EAFT—E
Pb, 6-73X/L 7V

K, BRBRARILE>
K, BIRERARILE,
FRIRBRARILEY, K

L=> ZIKAFOY

Mg

IP

E2I>B;

ACE, UVF—L* Ca

(2R 6 KHZ)
* 1 REREAS

Kusunoki S, Kaida K, Ueda M. Antibodies against gangliosides and ganglioside complexes in Guillain-

Barré syndrome: new aspects of research. Biochim Biophys Acta. 2008; 1780: 441-444.

Rees JH, Gregson NA, Hughes RA. Anti-ganglioside GMI1 antibodies in Guillain-Barré syndrome and

their relationship to Campylobacter jejuni infection. Ann Neurol. 1995; 38: 809-816.

Ropper AH, Wijdicks EFM, Truax BT. Guillain-Barré Syndrome (Contemporary Neurology Series 34), F.A.
Davis Company, Philadelphia, 1991: 146-152.
Saifudheen K, Jose J, Gafoor VA, et al. Guillain-Barré syndrome and SIADH. Neurology. 2011; 76: 701-704.

Ropper AH, Shahani BT. Pain in Guillain-Barré syndrome. Arch Neurol. 1984; 41: 511-514.

Ropper AH, Wijdicks EFM, Truax BT. Guillain-Barré Syndrome (Contemporary Neurology Series 34), F.A.

Davis Company, Philadelphia, 1991: 184.

N #x%==t - sEICLEDRER

PubMed (F3& 2012 4% 2 J1 20 H)

"Guillain-Barré Syndrome/diagnosis'[Mesh] AND ("Immunologic Techniques'[Mesh] OR "Antibodies/

immunology"[Mesh] OR "Creatine Kinase/metabolism"[Mesh])
Mg g 124 1%

Erhis (Mg 201248 H 2 H)

Guillain-Barré Ji £ #f /TH and Z Wi and (L& 194 /TH or (53255 /TH or ifk/TH or "Creatine

Kinase"/TH) and ##r))
MFHER 108 1
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Clinical Question 10-2

F5 2 « NU—IEEEOZIICH O THREIEEhIRAIEIS
EDEDICEN DD

10. MBFHIRE

O+ - NL—ERED 2/3 REDEFIT, REDMD S MEMEREENHEDS LA

W LTHY, REMBMY—h—CcLTERATHS. i, BHRRE - BEE - P&
i FREORELTEN TS (CQ 10-3, 10-4 BR). LHALLEHS, HEEEHG
BHETHOTEFF> - NL—ERBEZEET BRULICITHRSBN (T L—F C1).
J
H% - BN

¥ v - N —JEfER: (Guillain-Barré syndrome : GBS) O Wi 315 2 HEIR B HUARM & O
FEWGET 5.

W - TEFYR

GBS TlE, Y 7TIVEREATHAZ7 4 YIWIREATH LA > 7))+ ¥ FITHT 58Uk, HF7
ML 7ay R &0 7 IV E Rz 2 i PRI I3 2 Suik s @ E W s s h
5. BERREPAROBERIZERTH 60%IRE L SNTWDE YV (TEFVALANIL V). HElRED
HIIHES 2 PR OB, WE TS X - THRIBERIZR 2 - TL 5720, GBS &fKIcBIF
% btk % IEME RS 2 L IEWEETH . DMk ELISAEIC KD v 7+ v b &
Ul & § 5 I OBIREIUR 2 - W28 T, W0t % 1gG & 5 Wik
IgM OHUR L 66~81%, IgG HLRDBEMHE L 57~76% CTh - 722 (TEFT VAL
Va)*" (TEF VAL~V Vb). BUAE, RBGEH & %2> Tw b GMI IgG ki 40~51%,
GQIb IgG Hifkid 12% (7272 L GBS TOMGE]) THHI ST b, Mo ES X ORF IR
T & 2 OFERREN 03 B PURB R 16G, IgM WOk T 10%, 1gG $ifkix 9% T
Hotz? (LEFTVALNIL Va).

HMOBEIRE 2 PR & L&Al S T, HiREE Y VIREDRED 5
Wi 2 FEEOBEIRE OIRAC X D PRSI SN D605 5. Kusunoki HI3¥ T~ - N L —
JEBERE 121 B GM1 HATE TLEPURRE 32 61 (26.4%) TH - 7255, BHED 3Bl H B, 12
BUECGMIL &7+ A7 7 F T VEREDTREICL Y F72IC GML EORISTESHIR L 722 & &3
LTw3? (LEFYALANILND). F72, Kaida 51&F 5 ¥ - N L —iE@EEE 100 #lr 8 T
GDla/GDIb BEAERIZH§ A2 M L Twa. 2 FEOMIRERA TORMIES T, iz
GDla/GM1, GDI1b/GTlb, GM1/GTlb &\ ) fAEDLED AT > 7))+ ¥ FEEHITH T 551
KLADONTWE O (TETVALNIL VD). SROEDTEEZMCSZ LX) S5 ITHIRYE
PAROBIEIE EAT 2L EZ 5N, REEHE LTHlETE 2 - ai L idk-C
W,
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IMERE N PR IIERICIE T TICHE L 2> TB Y, 2ok, REFICHURMEIZET L
T, METARCD TS FTRINEN D IOV TIE, KEL0HERDH L. 1gG 7 T A
O GM1 JukOBEMALEFIZ 1 » HEINT 33%, FAELNT83% TH Y, FHEUNIZEMILL 7
FEBITORRMEALKFING 5242462 HTH o727 (TET VALV VD). 2O &5 3HEHE
Pko®EHE, SYENEYICBE DT S b R ORI HNBENIC S AN TH 5 1]
REVEDS D 5.

BEARRR - EAERE - P& ORI L TIE CQ10-3, 104 23K,

N ot
1)

2)

3)
4)

5)

6)

7)

Kusunoki S, Kaida K, Ueda M. Antibodies against gangliosides and ganglioside complexes in Guillain-
Barré syndrome: new aspects of research. Biochim Biophys Acta. 2008; 1780: 441-444.

Sinha S, Prasad KN, Jain D, et al. Preceding infections and anti-ganglioside antibodies in patients with
Guillain-Barré syndrome: a single centre prospective case-control study. Clin Microbiol Infect. 2007; 13:
334-337.

Kusunoki S, Chiba A, Kon K, et al. N-acetylgalactosaminyl GDla is a target molecule for serum antibody
in Guillain-Barré syndrome. Ann Neurol. 1994; 35: 570-576.

Ogawara K, Kuwabara S, Mori M, et al. Axonal Guillain-Barré syndrome: relation to anti-ganglioside anti-
bodies and Campylobacter jejuni infection in Japan. Ann Neurol. 2000; 48: 624-631.

Kusunoki S, Morita D, Ohminami S, et al. Binding of immunoglobulin G antibodies in Guillain-Barré syn-
drome sera to a mixture of GM1 and a phospholipid: possible clinical implications. Muscle Nerve. 2003;
27: 302-306.

Kaida K, Morita D, Kanzaki M, et al. Ganglioside complexes as new target antigens in Guillain-Barré syn-
drome. Ann Neurol. 2004; 56: 567-571.

REPFER, AL, SRMEEEI. BUA Y 70 4 ¥ FHUERESMESENE = 2 — 0 85— 12 BT 53t
RO R, AT IR AR RS SRR RIS B B AR ARSI 20 4R EEARSS - s
WF7ERs 2, 2009: 149-151.

B gzmst - 8B (CULEZRER

PubMed (#%#% 2012 4£ 2 H 20 H)
"Guillain-Barré Syndrome/immunology"[Mesh] AND "Gangliosides"[Mesh] AND "Antibodies"[Mesh]
Mo AL 265 1

EAEE (B3 201248 A 2 H)
Guillain-Barré JE 57 /TH and i W7 and (BUllEEHUIA or (Gangliosides/TH and $ufk/TH))
M 103
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Clinical Question 10-3

F5 2 « NU—EHERHC SO CHS N SHEIEENIKICIE
EDEIEEDHHY, BB EDRRIEHSDND

10. MEZFHIRE

WERENAEX T - NU—ERBORKE, RHEHEEZOETEIRPIVRRIC

[@ B—EOHISEFES 5 (F 1).
% EEL, ZONGERGEHNEEOTRAEN. £, F—OSHTRENBHE
IEDVTH, ZOMEERSEDENE L&Y RKENRL B BEDHS.
W,
= - B8

¥ v - N —JEfER (Guillain-Barré syndrome : GBS) O Zu ML S M < 2 B &
PURDTERE & 7T & O3 IE % Wit 5.

W - TEFYR

PR PR ORI & F5 A OMIIEIR Sy — L OBEAHRE SN Tw 5 (R1) (TXTCIE
TUALNIL VD). LaL, OSBRSS DT %R, PUKEIERCA SN S
IRIGMER & L CHFEL CTB L OBENUTH L. 72, F—DABRTIFENLHURIZONWTD,
Z Ol 2 BOGHEDE N &Y BIRIEDR R 256055 Z L ICHERTRETH 5.

HZ7)F Y FGML BEUGQIb I2xF 5 1gG 7 7 ADHUEIE, Bt E < PG &
BoTwh, bHETIE GMI IgG HifRIEF T > - N L —EfERO 40%RETRINS Y, 2
TEBY PR ZR A = 2 — 1/ %F — (acute motor axonal neuropathy : AMAN) / Z 4 EBh &L i < 2
= 2 — 1 /%5 — (acute motor and sensory axonal neuropathy : AMSAN) @ [ RJFH 1 L O
Campylobacter jejuni DFATIER L HRICHHE L T 5 ™ LA L, GMI IgG HufkRBIERIZ B
Td, MOBERAEFAHBRAETIE, ¥ 12%OEFIE S SEETGIEAR Y = 2 —a /35—
(acute inflammatory demyelinating polyneuropathy : AIDP), 26% 373 ARETH - 72 & DIk
HEWHL Y Tz, GML IgG PR LB END b DIZOWT S, FURDMHM 4 SUSED 5 138k 4 72 b
DI %H. GMI IgG Hufkd 52% 13 asialo-GM1 (GAL) &, 41%13 GMIb &, 22%I3 GDIb &,
19%13 GalNAc-GDla & &G L, %72 GDIb & X BUSA D % B 121 R AGE R AE IR A
FATL., AMAN T3 TN EHIEARERE - BB 2D 2 LR RICE WL OREDRH 5 °)
Z O, 1gG 7 7 2D GMIb Hifk, GDlabifk, GalNAc-GDla Hifkid AMAN 3 & U C. jejuni
DFATEG LB LTV 525, IO LIFLIEFREICHRI S b

GQIb IgG Hufkix 7 1 v ¥ ¥ — i Be#E (Fisher syndrome : FS) @ 80~90% THHi S 101
FS D134, HHIRAIREZ ) GBS, HEIKMRZ bRV ES OAEM, v h—2A 5 v 7R
R T ORI SN 0 GBS/FSIZB1T /MR & OB E Z 5 Twab. Lal, 4t
IR 2 fE D B R DA% BT % FS DAL TH MM S b 2 Eh% % ¥ GQIb IgG i
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F 1 MEEENERCERKAFH
itk g class | PHEHE |6 AT BRFRR STk
VERE B B iR
GM1 Huix lgG C. jejuni AMAN 1~4
I8G |GD1b ERXRIG | FFIREERRE > LB | Bd iR pE = 5
GQ1b itk IgG |GTla ERNRIE | WPIRERREE > HaRRRE | 7 « v > v —fE&EE, SMERAH| 10, 11
FEZ#> GBS, BBE
GD1b #ifk IgG GM1, GAT1 &€&
X
IgG  |monospecific | IFIRERRRE > HLERRRE: | A ERES, FiE 15
GM1b #uik 1=(€] C. jejuni AMAN 6, 7
GD1a #ufk 18G C. jejuni AMAN 8
GalNAc-GD1a#itk| 1gG C. jejuni AMAN 7, 9
lgM  |GM2 ERXX RIS |CMV BEEE, MREE 20
GM2 Fitk IgM CMV BEEE, MERES, facial|19, 21
diplegia and paraesthesia
GT1a itk IgG  |GQIbFtiR (+) |WERERREE > EERRRE | 7« v S v —EEEE 10, 12
18G |GQIb#tfE (=) |JBICERRRE > PR ERRkEs | HEE - SBE0 - ERil 14
LM HE IgG |GQIb itk (+) |FFIRERRE > HLEaRkE | RiBE 17
1gG GM1b, GD1a & BEREE 18
LG
GalC Fiix lgG, 1gM Mycoplasma pneumoniae 22
A>T UF S NESETR
GD1a/GD1b #f%, 18G TEACBR RS > IR SRR | EAE, WAL 24
GD1b/GT1b Fii&
GM1/GalNAc- 1gG IR BRI > M L ER R | MIPHESNEL, BiBE >R [ES 25
GD1a #ifk
GQ1b/GM1 Hi, lgG T4 vy —EEE (RERE| 23
GQ1b/GD1a #ifk =%0)
GA1/GQ1b Fuix, 18G 74Ty —EER 26
GA1/GT1a #uifk

GA1 : asialo-GM1, GalC : galactocerebroside

ROIFE A CIFHEEICHM L 72 GTla & XIS 25310 GQIb & KIEET GTla DAL
BOB$ % GTla F# 5819 7% 1gG HuiR I3 IHEH-$%B- B! (pharyngeal-cervical-brachial variant)
GBS LB LT ™

M OBENREHUAZ D %> GDIb IgG HUiRHSE O GBS #lid, hiGEdde, EEmE L&
ST R B2 L & OB VR ST W5 519 LML IgG kD —BIZOWT D, Ml %
PUEFF RO 2RI X ) BRAEARFBIEWDSASNS V8 1gM 7 5 A0 GM2 HifkE &
U GM2 & BT % GalNAc-GDla Hifkid 4 b 2 7707 4 )b 2 (CMV) DTS & &
RS - AR S & B L T\ B 7% Mycoplasma pneumoniae J&G4t% D GBS 128\ THITEREN
BHoAZ 7 b7y POy 25k0 s shTwns =

PURIIEIC BN T, 2HEHOBIRE 2 S E L 2 LIS X V72 Oe s L72), H D0
FHAHUE TOMWE L D b USHHIRT 5 2 D), TD &) hilkz BIREHE A RIUA L I
ATVD. RVIRLIEED A Y 70 F ¥ FOMBEDE & BRI SNTnD 5%
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10. MBEFHRE

BEIREEARICE LTI, SSRGS E ) BB TAS M TV USHEET 25505 5.
GDIlb L DALY % IgG iR TIX, GDIb ICMiDH > 7)) F ¥ FERA L THEARE TR S &
%L, GDIlb & DRIBHEADTHET 25605 Y, €D X9 % GDIb ORI R L D B
PUR TR PEEBY I IER & OB#AVRE T2 1)

0 sk
D
2)
3)
4)
5)
6)
7)
8)
9)

10)

11)
12)
13)
14)
15)
16)
17)
18)
19)
20)
21)
22)

23)

Ogawara K, Kuwabara S, Mori M, et al. Axonal Guillain-Barré syndrome: relation to anti-ganglioside anti-
bodies and Campylobacter jejuni infection in Japan. Ann Neurol. 2000; 48: 624-631.

Kornberg AJ, Pestronk A, Bieser K, et al. The clinical correlates of high-titer IgG anti-GM1 antibodies. Ann
Neurol. 1994; 35: 234-237.

Rees JH, Gregson NA, Hughes RA. Anti-ganglioside GM1 antibodies in Guillain-Barré syndrome and
their relationship to Campylobacter jejuni infection. Ann Neurol. 1995; 38: 809-816.

Yuki N, Kuwabara S, Koga M, et al. Acute motor axonal neuropathy and acute motor-sensory axonal neu-
ropathy share a common immunological profile. ] Neurol Sci. 1999; 168: 121-126.

Koga M, Tatsumoto M, Yuki N, et al. Range of cross reactivity of anti-GM1 IgG antibody in Guillain-Barré
syndrome. ] Neurol Neurosurg Psychiatry. 2001; 71: 123-124.

Kusunoki S, Iwamori M, Chiba A, et al. GM1b is a new member of antigen for serum antibody in Guillain-
Barré syndrome. Neurology. 1996; 47: 237-242.

Tatsumoto M, Koga M, Gilbert M, et al. Spectrum of neurological diseases associated with antibodies to
minor gangliosides GM1b and GalNAc-GDla. ] Neuroimmunol. 2006; 177: 201-208.

Ho TW, Willison HJ, Nachamkin I, et al. Anti-GDla antibody is associated with axonal but not demyeli-
nating forms of Guillain-Barré syndrome. Ann Neurol. 1999; 45: 168-173.

Kaida K, Kusunoki S, Kamakura K, et al. Guillain-Barré syndrome with antibody to a ganglioside, N-
acetylgalactosaminyl GDla. Brain. 2000; 123: 116-124.

Chiba A, Kusunoki S, Obata H, et al. Serum anti-GQ1b IgG antibody is associated with ophthalmoplegia
in Miller Fisher syndrome and Guillain-Barré syndrome: clinical and immunohistochemical studies. Neu-
rology. 1993; 43: 1911-1917.

Ito M, Kuwabara S, Odaka M, et al. Bickerstaff's brainstem encephalitis and Fisher syndrome form a con-
tinuous spectrum: clinical analysis of 581 cases. ] Neurol. 2008; 255: 674-682.

Susuki K, Yuki N, Hirata K. Fine specificity of anti-GQIb IgG and clinical features. ] Neurol Sci. 2001; 185:
5-9.

Kusunoki S, Chiba A, Kanazawa I. Anti-GQIb IgG antibody is associated with ataxia as well as ophthal-
moplegia. Muscle Nerve. 1999; 22: 1071-1074.

Nagashima T, Koga M, Odaka M, et al. Clinical correlates of serum anti-GT1la IgG antibodies. ] Neurol Sci.
2004; 219: 139-145.

Miyazaki T, Kusunoki S, Kaida K, et al. Guillain-Barré syndrome associated with IgG monospecific to gan-
glioside GD1b. Neurology. 2001; 56: 1227-1229.

Kaida K, Kamakura K, Ogawa G, et al. GD1b-specific antibody induces ataxia in Guillain-Barré syndrome.
Neurology. 2008; 71: 196-201.

Yako K, Kusunoki S, Kanazawa I. Serum antibody against a peripheral nerve myelin ganglioside, LM1, in
Guillain-Barré syndrome. ] Neurol Sci. 1999; 168: 85-89.

Susuki K, Yuki N, Hirata K, et al. Fine specificities of anti-LM1 IgG antibodies in Guillain-Barré syndrome.
J Neurol Sci. 2002; 195: 145-148.

Irie S, Saito T, Nakamura K, et al. Association of anti-GM2 antibodies in Guillain-Barré syndrome with
acute cytomegalovirus infection. ] Neuroimmunol. 1996; 68: 19-26.

Kaida K, Kusunoki S, Kamakura K, et al. Guillain-Barré syndrome with IgM antibody to the ganglioside
GalNAc-GDla. ] Neuroimmunol. 2001; 113: 260-267.

Susuki K, Koga M, Hirata K, et al. A Guillain-Barré syndrome variant with prominent facial diplegia. J
Neurol. 2009; 256: 1899-1905.

Kusunoki S, Chiba A, Hitoshi S, et al. Anti-Gal-C antibody in autoimmune neuropathies subsequent to
mycoplasma infection. Muscle Nerve. 1995; 18: 409-413.

Kaida K, Kanzaki M, Morita D, et al. Anti-ganglioside complex antibodies in Miller Fisher syndrome. J
Neurol Neurosurg Psychiatry. 2006; 77: 1043-1046.
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24) Kaida K, Morita D, Kanzaki M, et al. Anti-ganglioside complex antibodies associated with severe disability
in GBS. ] Neuroimmunol. 2007; 182: 212-218.

25) Kaida K, Sonoo M, Ogawa G, et al. GM1/GalNAc-GDla complex: a target for pure motor Guillain-Barré
syndrome. Neurology. 2008; 71: 1683-1690.
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Clinical Question 10-4

10. MBFHIRAE

PBEIEENAD 5 F RO T AL olHED

g ©GM1 IgG HifFld BT LEBRELE FRIREEKRT D EHDTIFARLL
i ©GQ1b IsG ARFBEDF T2 - NL—ERBHESII A