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1. 1BMANEMRBEMZRR - 1 —0NF—
Clinical Question 1-1 1. EBBLS
CIDP . ED LS ED

OCIDP I3 EMAEMRBEHEZRERIR= 2 —O/VF — (chronic inflammatory
demyelinating polyradiculoneuropathy) OEE#T, 2 h B EZH T THE
RISET T 2MEEHNET EREEEZEHE T 2BETHADE R LR BEMER
EEETHS.

o bAETIXBUEREMMEE L RIBREBRLIRBOEAVOINDEIENDHS.

%E

B - TEFYR

CIDP DFEHEIZIFHENES & OHINAYED JRERF 20700 2 EHEE SN2 A% KRR ECH
RRPBFFEIUI A O Do T v GEMNE CQ 3-1 2. ARSI IZREBIRIZHEIT T2 D
D, TR E 7L OET T 0D S, MBGEL & &AL A3 AR BRI [F AR EE
(B S M 2B CIDP (typical CIDP) &I S Y —T5, ZFEME AR OB/
A IR BRPEAY H o9 B & A2 7E L %, multifocal acquired demyelinating sensory and motor
(MADSAM) ® neuropathy & % & Lewis—Sumner JE B8 (LLS) ¥ WIS, $72, mfvifE
EASHLOHANL distal acquired demyelinating symmetric (DADS) ¥ neuropathy & I35 2
EDBHDH. WTNORRI Y, MRRREMAIC X > THRMRE T O v 7 RAREEIE 4 & 0% Bk
IBERET RS RS\ HAE S 2 2 & CRoWr S5 Y BRI ARE AR AR C IR M RERSHUHE <0 18 H PH o
D Y SERIRE % EZ RO SHEEBBE 2 MR T 5 C L IXBMNICAEHTH 5%, Kka AL O
REWZ D HEDE L, TNIEMNOIREZ KB L7 e E 261 °

CIDP IR EA T a4 FH, #&FIREIE 7 17 ¥k (intravenous immunoglobu-
lin : IVIg), MHEACHTE, I8 X O 4 OEIIHIEEIC X WM GIRATH L En b, M
W IEIRLE DL ST O WBRTE, BRI, € O S AR e B & D il 73 2
Thb"

N ot

1) Joint Task Force of the EFNS and the PNS. European Federation of Neurological Societies/Peripheral
Nerve Society Guideline on management of chronic inflammatory demyelinating polyradiculoneuropa-
thy: report of a joint task force of the European Federation of Neurological Societies and the Peripheral
Nerve Society. ] Peripher Nerv Syst. 2005; 10: 220-228.

2) Lewis RA, Sumner AJ, Brown M], et al. Multifocal demyelinating neuropathy with persistent conduction
block. Neurology. 1982; 32: 958-964.

3) Higgsh, #2 G, EEFAHIZ2 ¢ Multifocal demyelinating neuropathy with persistent conduction
block (Lewis-Sumner syndrome). iR #li#E 5. 1990; 30: 1266-1270.

4) Saperstein DS, Amato AA, Wolfe GI, et al. Multifocal acquired demyelinating sensory and motor neuropa-
thy: the Lewis-Sumner syndrome. Muscle Nerve. 1999; 22: 560-566.

r



1. EBER

5) Katz JS, Saperstein DS, Gronseth G, et al. Distal acquired demyelinating symmetric neuropathy. Neurolo-
gy. 2000; 54: 615-620.

6) Vallat JM, Tabaraud F, Magy L, et al. Diagnostic value of nerve biopsy for atypical chronic inflammatory
demyelinating polyneuropathy: evaluation of eight cases. Muscle Nerve. 2003; 27: 478-485.

N gmst - sEICLEDREN

PubMed (#:%% 2011 4:12 H 1 H)

(CIDP[JMLA] OR MADSAM[TIAB] OR Lewis-Sumner[TIAB] OR DADS[TIAB]) AND (Humans[MH] AND
(Review[PT] OR "Historical Article"[PT] OR "Journal Article"[PT] OR overall[PT]) AND (English[LA] OR Japan-
ese[LA]))

MM 249 11

Edss (B 2011412 4 20 H)
CIDP/JMLA and (PT=%37#%8%Fx < ) and (PT=/5{37 ) and (CK=t })
MR 312 1
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Clinical Question 1-2 1. FEBES
CIDP oEsERIEESITHo>TWHLH D

RS- TEFYR

WARTED RO T, FHR L TEME 2 4 D R VR R RIS 19 i 2 & Bl & 5 70,
TR RVEASPEBERETE AR AR E & W ) BRRBEZ OFEIRIZ 1958 £ D Austin DFLIR Y 121 5.
Austin 13 HERE) 2 1% SO FREREMZE L 262 L2 — L, HERENIIHT 2RIBREA T
04 FEEL ACTH Of#AIRE 7 7 R & WK LTRSS L7z, B3 I T I 2
MEASHILZ2 VIO EH L, BERRZC X B0 A > 7OV {8 2 B S Ay & HE:
L, WML 5 MR E (recurrent polyneuropathies) & IFFR L7z, DL#%, multifocal pseudo-
hypertrophic neuropathy # slowly progressive Guillain—Barré syndrome *, recurrent chronic
Guillain—Barré syndrome ¥, relapsing motor polyneuropathy ®, relapsing cortico-steroid
dependent polyneuritis °, recurrent hypertrophic neuritis 7 7% & O FD & &\ HUBEB DS
HHEFIIAHR E, BERE 2 F L 3 % Guillain—Barré JEERE & O S, BIEIEE 2 5F
e T HAIEDIHRIRIFEREA IR 4 ITH SIS he.

TN OB MEIT Y LHESE - PR O R R BREVE AR Ml 5 o — B % CIDP 72 % 2455
TE L&Y, SHMBRMSZ/ED RIF7-01 Dyck (1975 45)® TH 4. 1% Mayo Clinic @ 53
FEBITORRRGZ 50T L, $RiREAT, BEBCREAT, FZElk% & OREGE, AAifstk Tl
LA DR EZ &, MAIK CIDP &I N 2B ORIRIGE ML L7z, 72, bz
& URMARE OB AR S, CIDP 3% Bl SAEMERL B & I & § B 1 R AR A
BThobrIaRLT.

CIDP D 7% A2 FEVE AR TR O LW IE Rtk & 29 2 WRAMAAES 5 2 LIZiEH L7:
DI Lewis 5 (1982 4F) ¥ T, HAETIZES S (1985 4F) O ¥ AR TH S, HIE S (1990
)"V 73 Lewis—Sumner JEfBEEE (LSS) 7 2 #F5 2 3808 L CTUCK, DAETIE Z DiFfaAEHR L7275,
51 12 1% multifocal acquired demyelinating sensory and motor neuropathy (MADSAM) '
DYFAHBI S D, MADSAM/LSS B L UL CIDP 14, & b ICHEBEHEEETHL 2 &
BB R E AT 04 FEPLREEIRMGEIE 7 T 7)) Yk (IVIg) (2R 2 BUSTEIE V&2 §RD 7\
2 &, FHERICEIEMEAER TR TH > THRBPISEAN IR RIS O Ga0H 5
SeEnb, M—ARZ FFALEOWRMEZZ HZEALHHH, ZHUB L T & 7256w
DHBHEZHThHS.

N ot

1) Austin JH. Recurrent polyneuropathies and their corticosteroid treatment: with five-year observation of a
placebo-controlled case treated with corticotrophin, cortisone, and prednisone. Brain. 1958; 81: 157-192.

2) Adams RD, Asbury AK, Michelsen JJ. Multifocal pseudohypertrophic neuropathy. Trans Am Neurol
Assoc. 1965; 90: 30-33.
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5)
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7)
8)

10)
11)

12)

1. EBER

Hinman RC, Magee KR. Guillain-Barré syndrome with slow progressive onset and persistent elevation of
spinal fluid protein. Ann Intern Med. 1967; 67: 1007-1012.

Thomas PK, Lascelles RG, Hallpike JF, et al. Recurrent and chronic relapsing Guillain-Barré polyneuritis.
Brain. 1968; 92: 589-606.

Ashworth B, Smyth GE. Relapsing motor polyneuropathy. Acta Neurol Scand. 1969; 45: 342-350.
Matthews WB, Howell DA, Hughes RC. Relapsing corticosteroid-dependent polyneuritis. ] Neurol Neuro-
surg Psychiatry. 1970; 33: 330-337.

Dolman CL, Allan BM. Relapsing hypertrophic neuritis. Arch Neurol. 1973; 28: 351-353.

Dyck PJ, Lais AC, Ohta M, Bastron JA, et al. Chronic inflammatory demyelinating polyradiculoneuropa-
thy. Mayo Clin Proc. 1975; 50: 621-637.

Lewis RA, Sumner AJ, Brown M], et al. Multifocal demyelinating neuropathy with persistent conduction
block. Neurology. 1982; 32: 958-964.

By, WEERE ARSI, SRS & L 7ok SO TR AR AR 1985;
23: 575-580.

Higwssh, #2 5, HEAPEA. Multifocal demyelinating neuropathy with persistent conduction
block (Lewis-Sumner syndrome). iR #fi#ES 1990; 30: 1266-1270.

Saperstein DS, Amato AA, Wolfe GI, et al. Multifocal acquired demyelinating sensory and motor neuropa-
thy: the Lewis-Sumner syndrome. Muscle Nerve. 1999; 22: 560-566.

N gmst - sEICLEDREN

PubMed (3% 20114¢12 A 1 H)

Lewis-Sumner[TIAB] OR "multifocal acquired demyelinating sensory"'[TIAB] OR MADSAMITIAB] OR
(CIDP[JMLA] AND Review[PT]) AND(English[LA] OR Japanese[LA])

ek 353 f

Edss (B 2011412 1 20 H)
CIDP/JMLA and (PT=47#8%Fk < ) and (PT=J53 i) and (CK=t })
Mg 3121
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Clinical Question 2-1 2. EBRLE
CIDP ODLHESIOBAICHITBAERELERIERISE
DIEED

%E

o bHEICH T B HEE CIDP OFRZE (AO 10 7xd) (& 0.81~2.24, FHiESE (A
O 10 %) I35ER 0.48 ThHs. ERE, REFRLESICERHEKFAICIEMT 3.

O FRKTO CIDP OF#®EIE 1.0~8.9, HEZEIIFRE 0.15~1.6 Thd. KH,
REFEPRABRNROEBEKICE DT, CIDP OFRE, RERICEEDNHDI
EICBEINETHS.

oFm 21 F 10 A 1 BXWEAFBHEANERBABEMAERMRERICIEES 1,
Trk 23 FEDHERBEERZMHBELR LIS 2,986 4 (MMN 258) THB
(http://www.nanbyou.or.jp/entry/1356).

BR- 88

CIDP D% OEPIZT LI ENRARACQDOHEHMNTH 5.

R - TEFTYR

HEATE = 2 — a8 F —BFZEHEC X % 2004~2005 AFE O TIX, HAICBIF % CIDP DA i
1%, American Academy of Neurology (AAN) & Wi 254 T 1.61 (J31% 2.01, &1 1.23) TH Y,
SERIIOFRHRIL, 15U T0.23 (B4 0.22, 2P 0.24), 15~55 T 1.50 (A 1.81, Ltk
1.19), 55 Ll T 231 (B 312, ©M1.64) TH -7z, FHFHAETOFERIERIT 048 (B
0.58, 1 0.38) TH Y, EEHIOEMFIERIL, 15 LU T T 0.06 (B 0.05, %M 0.08), 15~
55 % T 0.40 (B4 0.50, 2014 0.30), 55 L LT 0.73 (331093, &M 058) TH -7z, AiwHE
EFERIE, R L SHIBM THEE IR -7V (ZEFT VALV Nb). 1988~1992 4
OB BIT 5 CIDP O A7 0812 (TEF VAL NVb), 1996 £OFHILICB T 5
CIDP DA #FHIX 224 TH 7Y (TEF VAL NIV Vb).

KE I AV & INTIT bR A TIE, CIDP O AL 8.9, FIAEFILEM 1.6 T
HY, Z® CIDP OFEHiERIT acute inflammatory demyelinating polyneuropathy (AIDP) DF&di
KEFBETH 72, BERITIE CIDP OELRFIEY A7 Tk o729 (TEF ALV Nb).
Y [F Leicestershire and Rutland (A1 963,600 A) T® CIDP D4 i=id, EFNS/PNS Wi Ak
TIX 477, AANBWHEHETIZ197 THo7Y (TEFT VAL NIV Vb). JEH South East
Thames region (A1 3,717,638 A\) T® CIDP £###1d 1.00 TH -7z (TET VALV Nb).
4 % 1) 7 Piemonte and Valle d’Aosta (A 14,334,225 \) ® CIDP £ % % (AAN 2 Wr2k ) &
3.58, FEREZITAER 0.36 TH Y, CIDP 5 HIDH H 14 # (15%) 2HERIFEZ A0 L Tz, £4
WIEATIC X B EIEILR 713, 60 DL b, SERIRISEIE 7 10 7 ) vk (IVIg) AR, iEALRE

> G



DEFEEREMRBTH o727 (TEFTVALNILND). /v 2 —I2B1F 5 CIDP A%
779 (ZEFVALANIL Nb), F724—A 51 7o CIDP A% 1.9 T, FE#iBTld 70~79
TR DAMEIRL 6.7 TH Y, FIEFRIZFEM 015 T, 51% W HBEMRATH 7. F— A
k5 1) 7O CIDP O RmNMIE 71 £ TH o722 (TEF VAL VD).

N et

1

2)
3)
4)

5)

6)

8)
9)

lijima M, Koike H, Hattori N, et al. Prevalence and incidence rates of chronic inflammatory demyelinating
polyneuropathy in the Japanese population. Refractory Peripheral Neuropathy Study Group of Japan. J
Neurol Neurosurg Psychiatry. 2008; 79: 1040-1043.

Kusumi M, Nakashima K, Nakayama H, et al. Epidemiology of inflammatory neurological and inflamma-
tory neuromuscular diseases in Tottori Prefecture, Japan. Psychiatry Clin Neurosci. 1995; 49: 169-174.
WYz, AR, Rl B34 CIDP ORR—LRTIIRIX 56 JEBI O 76—  HigEAER 1999; 50:
248-254.

Laughlin RS, Dyck PJ, Melton LJ 3rd, et al. Incidence and prevalence of CIDP and the association of dia-
betes mellitus. Neurology. 2009; 73: 39-45.

Rajabally YA, Simpson BS, Beri S, et al. Epidemiologic variability of chronic inflammatory demyelinating
polyneuropathy with different diagnostic criteria: study of a UK population. Muscle Nerve. 2009; 39: 432—
438.

Lunn MPT, Manji H, Choudhary PP, et al. Chronic inflammatory demyelinating polyradiculoneuropathy:
a prevalence study in south east England. ] Neurol Neurosurg Psychiatry. 1999; 66: 677-680.

Chio A, Cocito D, Bottacchi E, et al. Idiopathic chronic inflammatory demyelinating polyneuropathy: an
epidemiological study in Italy. ] Neurol Neurosurg Psychiatry. 2007; 78: 1349-1353.

Mygland A, Monstad P. Chronic polyneuropathies in Vest-Agder, Norway. Eur ] Neurol. 2001; 8: 157-165.
McLeod ]G, Pollard JD, Macaskill P, et al. Prevalence of chronic inflammatory demyelinating polyneu-
ropathy in New South Wales, Australia. Ann Neurol. 1999; 46: 910-913.

N gmst - sEICLEDREN

PubMed (% 20114-12 A 1H)

CIDP[JMLA] AND ("Epidemiologic factors"[MH] OR (Epidemiology[MH] OR Epidemiology[SH]) OR (Ethnolo-
gy[MH] OR Ethnology[SH]) OR Morbidity[MH]) AND Humans[MH] AND (English[LA] OR Japanese[LA])
MR 127 #

s (Misk 2011 4¢ 12 )3 20 H)
CIDP/JMLA and ((564:3 /TH or FEAEZ /AL) or (H 28 /TH or A=/ AL) or 52K /TH or #%%:/TH or ("
PR T-(4%)"/TH or 7£7/AL) or (3 / AL or #177 /AL or #11X /AL) or 4E#%/AL) and (PT=%5ik8%k: < CK=t

M)

MR 191k
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Clinical Question 2-2 2. BEBRLE
CIDP ICtF5iER, MEXH DD

oCIDP [3ZBH#ICZ <, FikFICEMTS. BXitlE, HbHPETIE 1.6~3.3:
1, BRKIX2.3: 1 TH%. CIDP OERKERISRIEFHR TREOTVS. FFERE
HIRMRAICEREOETEZRL, TOR, BX -  BROBRKEBZRTHHNZ.
BEIMREEFHOXSHILRME - BEROETZTRYT. EPHREMUHIIEFRENT
%<, BEEHHERIIBHRRBEH TS VMERIREIN TS,

%E

B - TEFYR

WEVE = 2 — a3 F —HFZRIEC £ 5 2004~2005 SEOFFETIE, HARICBIT S CIDP DB Lkt
12161, SERIITIE I5EUTFT09:1, 156~55%T15:1, 55U ETI9:1 THo7?
(TEFYALANIL Nb). 1996 SEDFHHELTOMATIZ, CIDP DISHEAFE 1 30~50 At s
63% % HO7H, 1~T5RETILLGA L, BLIiE33:1 THo722 (TEFTVALANIL Vb).

A5 T7OCDP DBRLIE23: 1 THo72? (TEFVALNILND), F—=A 5 TD
CIDP O Y589 4EMRE 47.6 % (h Il 535 /%) TH o722 (TZEF >V ALNIL Vb).

DOENZBIT S CIDP 124 FIOFAE T, 20 LA T OEFESIEF O PHUL, Wl iato
HATRR L7225, 65 i bh Lo AR O KRS BB - R O#IT 2R L7 (p<0.0001).
TEBY AR BN AR TIERE IS <, IRELEBY AR X S S RERE TR Td - 72 (p<0.0001).
P T OBRFGR I EFEHICAETH 572 (p=0.0143)° (TET ALV V). CIDP O
PIERIE, FIEFERCTRL->TBY, CIDP OB, B, FHEEZL)ZATEEITRETH

1) Tijima M, Koike H, Hattori N, et al. Prevalence and incidence rates of chronic inflammatory demyelinating
polyneuropathy in the Japanese population. Refractory Peripheral Neuropathy Study Group of Japan. J
Neurol Neurosurg Psychiatry. 2008; 79: 1040-1043.

2) BWYnEZ, NIHEW, Rl 5132 CIDP ORRR—ILIFHIX 56 SEFI OMAT 2> 5—. i 1999; 50:
248-254.

3) Chio A, Cocito D, Bottacchi E, et al. Idiopathic chronic inflammatory demyelinating polyneuropathy: an
epidemiological study in Italy. ] Neurol Neurosurg Psychiatry. 2007; 78: 1349-1353.

4)  McLeod JG, Pollard JD, Macaskill P, et al. Prevalence of chronic inflammatory demyelinating polyneu-
ropathy in New South Wales, Australia. Ann Neurol. 1999; 46: 910-913.

5) Hattori N, Misu K, Koike H, et al. Age of onset influences clinical features of chronic inflammatory
demyelinating polyneuropathy. ] Neurol Sci. 2001; 184: 57-63.

N B3zt - sBICLRDRER
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Clinical Question 2-3 2. EFLE

CIDP OB EHERIEED L S TEOD :

e

© CIDP DAL D LERIEEFRMEISIEH I TOERUVD, CIDP ORKFINHREDHS.
(O] ® Charcot-Marie-Tooth % (CMT) |2 CIDP D& # L = BREFIH BRI N3.
= CDP DREH S VARRGEICHELEZVWSDHADO—BEZH (single
nucleotide polymorphism : SNP) O R&EHH 3.

W - TEFYR

—fZAYIZ CIDP OREFIEFNIT TN TH 525, 197K E 21 D HAR N CIDP O W ikB] o 5kl 7«
i3 ), CIDP & HLA % £ ¥~ 27 (BW59CWIDR4/A2BW59CWI1DR4) & @ B AVRIE &
NTWw3 Y (ZEFVALNILVY)., #EMZFRICELTIX, HAAD CIDP TiE, TAG-1
(transient axonal glycoprotein—1) ®fii 3 DNA BLHIIZH1F % SNPs & fERHIRITLE 7 1 7)) > HE
B (VIg) FUSHEPEREICHE L Tn b G shTws ? (ZEFTVALANIL VD)., —F, 4
Z ) 7IZBWTIZ CIDP & SH2D2A #{nT- 712 E— % —fHiE0D GA V) ¥ — MY & OB % 7R
FTHEDDH D, ZOBMETFENIH S THOHIE LB L Twiz. Lo L 2 oiskizd
B ToOMETHY, L)EEPTOMRFEPLETHS Y (TEFT VAL Nb). +—2A
5 7 O CIDP B4, IEF A & ki L C HLA-DR2 B THESAZICHE {, HLA-
DR2 R EHGH S CIDP, W%, 7 >~ - /N L —JiEfiéhE (Guillain-Barré syndrome :
GBS) BH X%\, DL Xb, PEBEN T4 HLA-DR2 f4 B K 7 & A EAER L C CIDP @
FIEICH G L TR IRES RSN TwD Y (TEF VAL V).

CMTIA #f0FEE T 2EER =2 —a/3F— & CIDP & OAIHIOKE 25, CMT B4 250
M1 AD CIDP Bk RIENE = 2 — 0 X F =% FEL T LHfEE S Tnw5 Y (TEF VAL
NILV), CMTLI R T AET VBV T HRIEROMGITRIBENS 2 L0 5, KRS
OB SAEMIL O % & 725 E RS HEN 2 B2 BIE L w2 ietk2sigi s h
TWw3 9 (ZEFVALANIL V),

N ot

1) Inaba A, Yokota T, Shiojiri T, et al. Two siblings with nerve conduction abnormalities indicating an
acquired type of demyelinating neuropathy. Muscle Nerve. 1997; 20: 608-610.

2) lijima M, Tomita M, Morozumi S, et al. Single nucleotide polymorphism of TAG-1 influences IVIg respon-
siveness of Japanese patients with CIDP. Neurology. 2009; 73: 1348-1352.

3) Uncini A, Notturno F, Pace M, et al. Polymorphism of CD1 and SH2D2A genes in inflammatory neu-
ropathies. ] Peripher Nerv Syst. 2011; 16 (Suppl 1): 48-51.

4) McCombe PA, Csurhes PA, Greer JM. Studies of HLA associations in male and female patients with Guil-
lain-Barré syndrome (GBS) and chronic inflammatory demyelinating polyradiculoneuropathy (CIDP). ]
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Neuroimmunol. 2006; 180: 172-177.

5) Ginsberg L, Malik O, Kenton AR, et al. Coexistent hereditary and inflammatory neuropathy. Brain. 2004;
127: 193-202.

6) Martini R, Toyka KV. Immune-mediated components of hereditary demyelinating neuropathies: lessons
from animal models and patients. Lancet Neurol. 2004; 3: 457-465.

N g#mR - sEICLEDRERN

PubMed (#2011 412 H 1 H)
CIDP[JMLA] AND (gene[TW] OR genetic*[TW] OR abnormal*[TW]) AND Humans[MH] AND (English[LA]

OR Japanese[LA])
Mo gt 440

ErEs (M 2011 4E 12 A 20 H)
CIDP/JMLA and (iifz/TH or i#ifz/AL) and (PT=%#8kFk { CK=t })
MR 44 1

EPICEERE N R —F Tl 7.



Clinical Question 3-1 3. JRfElLL

CIDP [CIF ED & S WRED DD D> TL B D

RE

o CIDP (3 ECREMREEREHRER THSD, BEMBAEKIEIR DD > TR,

O RMDMBEANDEHCMIFEIEES T 2 RMEREHFE, v/7O7 7—XE ML T #
fa, #FLEHLIEET SMEEREHFOMEDREICEEL TR EZEZSNT
Wh3%.

o, T« LiktRH KVZFDEED paranode, juxtaparanode ICFIR L
TLWBEESFHENRERE L GEEEA TS,

W - TEFYR

CIDP (35 B O &5 W SRIENTEME O 12 S KA AR B CTh 575, THERW % 3 ChikR
FERM R BFERIUTIIE O o T v, iR RERT & M Rz ir 25 b I258EICH
HBLTwahAEEZLNTWAY (TEFTVALNIL V).

FAMEE I ) VEAE O PO & P2 BEEAEIIENEEREEAE T, a7 YHIRICRERY
WAAAET 5. P2 EHAEZBWICHME T 2 & RAMMRICIBEREZ AL, ¥ - N — iR
(Guillain-Barré syndrome : GBS) % 13 U & § 2 Stk = =« — o /35— 0@ E 7V T
% FERIN B O PEMHE % (experimental autoimmune neuritis : EAN) Z #5835 Z EHIH I
Tws?2 (ZEF VAL V), CIDPICELTY, TN TIZPO & P2 HHA CIDP OFERY
PR TH D LT HHEDDH 5. Yan S, CIDP 21 Flrhod 6 BTl o PO JuikhsBtt T, 2
DEEBIDIEZ 5 v MEBMRIIEA L E A 6 Bld 4 Flomil CIZE7a Y 7 25| S
L7 HmELTWE Y (TEFVALANIL VD). Inglis 5id, GBS48 6, CIDP 36 fl, Ao
B 48 B, IEW IR 38 BIIC BT B PO & P2 I12xfd A Bk A it % ELISA THET L 724
B, GBS OB DM Tld P2 1209 2 PUilliA5 CIDP R 1IE# A AT X 0 B o 7245, Eh bt
DI TIX GBS & CIDP IZB1F % PO, P2 126§ PR EESRIZIERE I o 2 & I3AEE
ZRDTVuRWY (TEF VAL Vb). Sanvito 51, PO, P2, PMP22Zxt3 % Hifkz
CIDP 40 Bl CHiES L7z & 25, P2(80~105 peptides) \2hf 3% IgG Pk IERtHiEE L ) A
VDS <, P2 (1~85 peptides) HUF IR 9% TL-10 D JURAS CIDP THEIIE o722 L
5, P2 &S CIDP I2B1F 2 E OB RE IS LT ARk B w e i L Tw 5 ¥ (TE
T ALANIL Nb).

CIDP O EMTIE THIKRORBIIEETH ), MREAEICIRE L Tw 2 E Mz~ 2
07 7—YThb. 7077 —JIZCIDP IZHBIT BT IR L TV ARKIN AT 7 «
75 —HETHY O (TEFTVALANIL V), Vital S 34 % 17 - 72 CIDP 42 #ih 17 BT
v a7 YR ORKE R A L% 5] & 2§ macrophage-mediated demyelination % 728
Tw3 7" (TEFVALANIL VD). & 512, iiRiEE4 FH% L35 CIDP I35 LR 3 W i
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oAb LML TV,

vrnu77—vkiay A&, B7-1/CD80 & B7-2/CD86 DFEH &4 L TRITIZHEIT 5
MERROBHEZ L Tw5 Y (TEFT VAL VD). —7%, B7-1/CD80 & B7-2/CD86 N
HRTH B CTLA-4 & CD28 &, MfENIEIZ DT A IA 5N 5 CD4 Btk THILIZHEH L T
%59 (LEFT AL Nb). €L TB7-2/CD86 ¥ B4 K4H L T \» % non-obese diabetic
(NOD) ¥ A1 CIDP B OfiEik % 2925 2 A HE SR Tnwa ¥ (TEFV AL Nb).
Kim 53, B7-2 K3 NOD ¥ 7 2 O %A & CIDP PO | 2 7% 3 | R FIE 3 Ok
= 2 TS F— DI PO (180~199 peptides) FUSHE T MIKATI S L, PO AERIHIE T 5 1T
Rz L Twa W (TET VALV VD). & 512 B7-1/B7-2:CD28/CTLA-4 12 & %
T AN IR A CIDP OFIEBG-§ 2 WHEMEAVRIZR S Tw b ¥ (TET VALV Vb).

%®B, CIDP TE# > 7 )4 FGMI & GM3 29 5 T Mo BUSTEI IEF o B & ik
LTH#EL TV A5 DD, GBS 1 EDITHIFRD HNG W EHEENTWE W (TEF Y ALA
JL VD).

CIDP O AMS MR HEH 1 TIE Th17 MIBASIM L, Thl7 20 HEEA S NS ILI7 ML T 5 Y
(TEFYALANILND). 72, JRPETOIAERHEIC B G-§ 2 S 18 T Ml (CD4+CD25
(high) Foxp3+T cells) DHERERE S M LN T2 P (TEFT VAL Nb). WEEHAS K1,
TENAY, FA ALY, Ay uTuTF—EHCIDP BHOMITE, WEMIE, SR chyn
LTHBY, Uy SR MmEREM O@E#2ZFHLE L Th 2 RESH S Y (TET AL
Vb).

CIDP DR ER THBDITTEAHER S N TV 2 REMILC SHEICHR L TS 58I T *
(ZEF>ALANIL Vb) ; AIF-1 (allograft inflammatory factor 1), LYVE-1/XLKDI (lymphat-
ic hyaluronan receptor), FYB (FYN binding protein), P2RY1 (purinergic receptor P2Y, G-
protein-coupled, 1), MLLT3 (myeloid/lymphoid or mixed-lineage leukemia translocated to 3)
&, BB ERRIZLIEYA 707 LA ZHWHET, IR IEEE, CMT WEH & L T,
CIDP TIRFEHATCHEL T2 (TEFTVALANILND). ZORRIE, 481 % SIERIE)
CIDP OIFEZ DD 5 T L& RRT 5.

RITE, 771 LB L O DU D paranode, juxtaparanode (ZFFFIYICFHEBLT %
# 57 ¥ (neurofascins, gliomedin, contactin—2 (TAG1), Casprl, connexin, neural cell adhe-
sion molecule, cadherin, ankyrin 7% &) 275 H L, CIDP % &€ H OREMERRIMYE= = — o3
F— OREWPUE DO RENE 2 MG L 72 E A 5N D, ThO DEEDFHEE SRR,
YA LREIHAT B Na F v AVOEREEZ S Lma—u N F—2 32§ 0 LifER
ENTV5 28 (TEFT VALV VD). CIDP 12 H10 7 > 5 4 Ligdi e b5 OB F G T3,
node & paranode (231} % paranodin/Caspr OGO FF MR S, BAAKAE Na
F v AV EKCNQ2 A 7 A F ¥ ANVOGAI S BREPHFEHIN T LY (TEFVALANIL
Vb). Devaux 51, GBS100 fl, CIDP 50 #ll, fbo>fifsc 80 1, k% %S M 50 HI I
<7 A sciatic nerve & 13 T UBEAITN 3 5 UGS 2 SRR 10 I MG L 724528, GBS 43 #il,
CIDP 15 2 paranode & L &7 ¥ ¥ 1 i IZH§ 5 IgG 7 7 APURDILHE &7l 7z L ik
LTw3® (ZEFTVALANIL Vb).
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N B3zt - sBICLRTRER

PubMed (Hs 2011 4 11 1 30 H)

CIDP[JMLA] AND ( "Polyneuropathies/enzymology"[MH] OR '"Polyneuropathies/immunology"[MH] OR
"Polyneuropathies/metabolism"[MH] OR "Polyneuropathies/physiopathology"[MH] ) AND Humans[MH]
AND (Englsih[LA] OR Japanese[LA])

HRERAEA 583 1t

Erhis (Wi 2011 4F 12 3 20 H)
CIDP/JMLA and (%% /TH or $t)i{ /TH or ifk/TH or fEEFL /TH) and (PT=2i#k8kk: < CK=t })
MG 106 174

EPICEELRE N Y R —F Tl 7.
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Clinical Question 3-2 3. Bl L
CIDP ICH > UAY FhviADBESIEH 5D

o CIDP IR RG> T ) 7 FRBIFHEES N TUOAEL.

RS

W - TEFYR

CIDP i, HAARE I =) » ORI 2 0ERFICE D AT 2 ACEMRBEE 2
LNTWAAY, BT CIDP IR 2 ACHRERAR I N TR (ZEF A LAY
V).

Caudie 513, GM1 7> 7 ) & ¥ FIZx§ 5% IgM F 7213 IgG PURD ¥ 7 > - N L —JE B
(Guillain-Barré syndrome : GBS) 306 1 ® 43.8%, CIDP 51 @ 19%, ALS 74 10 15%, 1k
HREEZ 20D 9% I sh7z L #HELTwbE? (TEFVALANIL VD). Meléndez-
Vasquez b 1%, CIDP 40 #l % &t L, LMI IgM Hitk % 2 Bl (5%) 12, LML IgG $ifk % 4
(10%) IZFEDTWABDS, WBHL OMICEEZEZRD TV LRV Y (TEF VAL V). Kuwa-
hara 51&, LM1 %>~ 27+ ¥ F, GM1/LM1 B X O°GDIb/LM1 4> 7)) & ¥ FEAERIZHT
% IgG PLfkicoWC, CIDP 40 # & GBS 40 BlD i THat L, LM1 Hifk% GBS 5 i, CIDP 7
B2, GM1/LM1 $ifk% GBS 3 %I, CIDP 1#1i2, GDlb/LMI #ifk#% CIDP 2 fllCiBd7z. =
Noi, IML F721 3 IML 2587 2 7)) 4 ¥ FEARS CIDP % GBS I2B1) % H gD
BICZe o> TV A EEZRRLTWS Y (ZET VAL VD).

CIDP Tix# > 7 )4 ¥ F GMI & GM3 253 % T M BOB AN IEF 5 B & Hig L <ot
LTW5%% GBS 28T 5 THIRMUGHEIZ EIZTCEL TWinw e ofiERH 5 (TET VAL
~JL Nb).

N ot

1) Dalakas MC. Advances in the diagnosis, pathogenesis and treatment of CIDP. Nat Rev Neurol. 2011; 7:
507-517.

2) Caudie C, Quittard Pinon A, Taravel D, et al. Preceding infections and anti-ganglioside antibody profiles
assessed by a dot immunoassay in 306 French Guillain-Barré syndrome patients. ] Neurol. 2011; 258: 1958—
1964.

3) Meléndez-Véasquez C, Redford J, Choudhary PP, et al. Inmunological investigation of chronic inflamma-
tory demyelinating polyradiculoneuropathy. ] Neuroimmunol. 1997; 73: 124-134.

4) Kuwahara M, Suzuki S, Takada K, et al. Antibodies to LM1 and LM1-containing ganglioside complexes in
Guillain-Barré syndrome and chronic inflammatory demyelinating polyneuropathy. ] Neuroimmunol.
2011; 239: 87-90.

5) Csurhes PA, Sullivan AA, Green K, et al. Increased circulating T cell reactivity to GM1 ganglioside in
patients with Guillain-Barré syndrome. J Clin Neurosci. 2005; 12: 409-415.
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N gEms - sEICLEDRER

PubMed (#% 2011 4E 11 H 30 H)

CIDP[JMLA] AND (Antiganglioside[TIAB] OR "Anti ganglioside"[TIAB] OR (Anti[TIAB] AND Gangliosides|MH])
AND AntibodiesfMH] OR Antibody[TIAB] OR Antibodies|TIAB]) AND Humans[MH] AND (English[LA] OR
Japanese[LA])

Mg AL 256 1

Erhss (Bz: 20114512 A 20 0)

CIDP/JMLA and (#1f&/TH or ifk/AL) and (Gangliosides/TH or 7 > ") %+ ¥ ¥ /AL) and (PT=%2 kb <
CK=t })

MeAER 351

EACEESKE N > B —F Tl L 7.
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Clinical Question 3-3 3. JRfElLL

CIDP O3l a5 9 Huliet Db HEEICIEED LS
BEOHSHD

RE

o CIDP & #5fR%%s, CRIRFR, EBHY > /NEE, MGUS (monoclonal gammopa-
thy of undetermined significance), B&EAE, HIV BRR4E, E2Ri8HE, BR
7w, SREBEESOREENEHINA TS,

W - TEFYR

CIDP & $EJR3% (diabetes mellitus : DM) & O BHIZ D W TId%  OFwi#7d’dH 5. Sharma 5
i, 14 7 AENCERAERZIRAEZ 20 - BZF o0 A2 7, 1,127 Fd 189 145 DM
EGHELTBY, ZO%h? 326 (16.9%) A% CIDP DMk A7 L T2 L &2 L.
—7J7, DM D \WiE Y 938 I 17 # (1.8%) 25 CIDP & #Zis /=, Dbk ), DM EH
BT % CIDP FIED 4 v ik, DM EZEHKL T4 THL LHELTWE YV (TE
TUALANIL VD). Chio 51, AL4,334,225 AOHIS A5 L L4 ) 7 ToOEFHRA%
7wy, CIDP #3155 B T2 Do o 14 BIAHERF 2 G0F L Tz, SR IX O BRI = 2
LM S N HREEEEE 13.03 ATH Y, CIDP BE TORRFOREILE S e L
TV 2 (ZEFVALANIL VD). 2000 4EREHTOXRE I 2V BT A TIX, 1,581 6
DO FEHEEEEROF A 23 B (B394 13 61, 2P 10 $1) 25 CIDP L3Sz, £D7%75T DM &
FlX A (4%) TH Y, MEFEEZTE L7 IBEE 115 Tl DM 14 1 (12%) THh -7z, L7z
755C, DM X CIDP BIED FEE LY A7 TlE AW EREL TS Y (TEF VAL Vb).
L L, CIDP & DM & ORI RBRTH S LT HHE L H L Y (TETVALANIL V).

CIDP DHEAFEIZ & ZFEMEMALIE (multiple sclerosis : MS) & OBEIZOWTIE, W {OH»
DIREHH 5. Ormerod 1%, CIDP 30 i 5 B Babinski SO 7 & D AR I 12 R 58 i <
ZRET TR E RO TS, 20 30 B 28 BT MRI 247\, 50 AR D 9 #l & 50 %
VLo 5 BN Bt % B8 5 AT AATRD iz, & HITPAREE RS H & % 18 1Tl
ELZEZA, 6HlIICEEZROON. DX, BREREZ RS 2o W EE o dfik fi e &
A CIDP IO HNALZ L ZIEH L TW5. Lo L, L5 LEICEPOREIRE R 3 CIDP i&
FNTHLLEHELTVDE Y (TEFTVALAIL V). Laura 5l CIDP 10 Bl OBEHEE MRI % Hiad
L, HFRMEREIEIRO SNk o778, IEENEEE L L T CIDP TldHF #2525 m <
HolbWMELTWE Y (ZEFVALANIL V).

M &HMIE XA ORK) 1% TR E S ElE S h, RMEREELZEHTLZL08H 5.
M & IMAE I B L 72 = = — 1 2¥F — %, monoclonal gammopathy of undetermined signifi-
cance (MGUS) &9 &ML 05, LRUEHE 704 F—2 X, 20+ 707) 7
fE, MOMEEELZEICOEHTLIEVH L. M EHMECHEL /=2 —a8F—D
2, GMI IgM $ifk % 089 Baicid, £ HMEE) = 2 — 3739 — (multifocal motor neuropa-

v 174
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thy : MMN) 2569 ILC %2 7 ([T, ZHMEH = 2 -0 xF—] B) (TEFVALANIL
V).

FFME R % 52 ) 72 7 v 2 — VRIS @ 62 %531 & C BF4o 55 iAo 2 #1iz CIDP
BRIELIZMEDS DS, 1By r7axR) TV F=voy, 163y 270 A AI2X 5%
BERIHRRE 2 2 T eas, 2608 QREEIRIGIE 7 1 7)) VR (IVIg) TREARD TS Y
(TEFVALANIL V).

HIV (HIV-1) &S B 2 R ARSI 10~15%1CA b5 & &b, HIV-1 EEEICE
5 KRR ED 9 B, CIDP OFESEIZIEMEICIZ Do Tnewngds, IR E N LS
NTn3? (TEFVALANIL V).

HOREMEL RIEN WA ESE - 7 > ¥ F9E - SUE¥E Y 2 + 1 7 4 — (autoimmune polyen-
docrinopathy candidiasis ectodermal dystrophy : APECED) {2 CIDP % & ff L 72 16 i & 17 i%
OBREBOHENDH 5. MFEMT, CD4, CD8, CD6S BEtE THIE DR %2 ZD T,
APECED &, B&#iFIm A Coaeye B & BRI » D e % B & 3 2 Wik s kiRE T
HY, TOBRMEETITHCRIEREET AIRE TH5H. AIRE (3R ER B X ORRY > o8
RRECHEILL, AES X RO IZIS BN b 5 EHE S Tnwb 2 25, TH
JaoHMEEDEGIVREENE YV (TEFVALANIL V).

Liinemann 51, #iG# CIDP B 34 6 & x4 86 il & % 7 HIC, KiGH# CIDP B 23
B & o E 39 B &2 5 B BLINICHGY L, CIDP BF ML Tk EB 7 A )V A4FRIY 1gG Btk 3255
<, EB YA IWVAFEI BAMIIZH T 2 BSHEOITHESE, EB 7 A VA 3 ¥ —H25 CIDP Txh) R
D3IFFITHWMLTVBEZ L ZHELTWE. —HTHROANNVRZAT A VAF (A A TaT A
W ARHMEANIARA T AV Z) N5 2 PESIE UGS CIDP &3 & ORI R o722
LMD, RGHEO CIDP BE TIlE, 1BMHENZL EB 7 1 )V A KGUIREED & 18 E-0 ER O BAEH
P ICEESELTWS ZEAVRIEI NS VY (TEFTVALANIL VD).

N ot

1) Sharma KR, Cross J, Farronay O, et al. Demyelinating neuropathy in diabetes mellitus. Arch Neurol. 2002;
59: 758-765.

2) Chid A, Plano F, Calvo A, et al. Comorbidity between CIDP and diabetes mellitus: only a matter of
chance? Eur ] Neurol. 2009; 16: 752-754.

3) Laughlin RS, Dyck PJ, Melton LJ 3rd, et al. Incidence and prevalence of CIDP and the association of dia-
betes mellitus. Neurology. 2009; 73: 39-45.

4) Dalakas MC. Advances in the diagnosis, pathogenesis and treatment of CIDP. Nat Rev Neurol. 2011; 7:
507-517.

5) Ormerod IE, Waddy HM, Kermode AG, et al. Involvement of the central nervous system in chronic
inflammatory demyelinating polyneuropathy: a clinical, electrophysiological and magnetic resonance
imaging study. ] Neurol Neurosurg Psychiatry. 1990; 53: 789-793.

6) Laura M, Leong W, Murray NM, et al. Chronic inflammatory demyelinating polyradiculoneuropathy:
MRI study of brain and spinal cord. Neurology. 2005; 64: 914-916.

7) Zivkovi SA, Lacomis D, Lentzsch S. Paraproteinemic neuropathy. Leuk Lymphoma. 2009; 50: 1422-1433.

8) Echaniz-Laguna A, Battaglia F, Ellero B, et al. Chronic inflammatory demyelinating polyradiculoneuropa-
thy in patients with liver transplantation. Muscle Nerve. 2004; 30: 501-504.

9) Verma A. Epidemiology and clinical features of HIV-1 associated neuropathies. J Peripher Nerv Syst. 2001;
6:8-13.

10)  Valenzise M, Meloni A, Betterle C, et al. Chronic inflammatory demyelinating polyneuropathy as a possi-
ble novel component of autoimmune poly-endocrine- candidiasis-ectodermal dystrophy. Eur ] Pediatr.



3. ARG E

2009; 168: 237-240.
11) Liinemann JD, Tackenberg B, Stein A, et al. Dysregulated Epstein-Barr virus infection in patients with
CIDP. ] Neuroimmunol. 2010; 218: 107-111.

N st - sEICLEDREN
PubMed (2011 411 H 30 H)
CIDP[JMLA] AND "Polyneuropathies/etiology"[Majr] AND Humans[MH] AND (English[LA] OR Japanese[LA])
Mok 472 1
EehEs (M3 2011 4 12 H 20 H)
CIDP/JMLA and (SH=AU ik 5, & O #n 8 1, A F 1) and (PT=238kER < CK=k )
Mesrfig 89 1

WEPCEECHNE N R —F Tl 7.
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Clinical Question 3-4 3. JRREL L
CIDP 22t UARAFICIEEDE SO LBEDDH HHBD

0 JUFUEERE, R, BPELEICKY CIDP OIERDREIL - BT 355605 5.

%E

B - TEFYR

A IV T T2 (46 Bl 2 61), SR 25> Q36 2 6), MigkIkEw 25> (6
B 2 Bl) 7 & OFFEAIC CIDP SEAL L7-E2H % V (TEF ALV V). CIDP 61 i,
9 BIDSHEAR U 5 BIASHEAR IS FRR L 727280, JTRAS CIDP RO Y A7 TH 5 L ORENH % ?
(ZEFVALANIL V)., — I, BRYYERFEDS CIDP OERZ BAL S5 L wbhTwb
Pt ery Adhnw? (TEFVALANIL V).

N ot

1) PritchardJ, Mukherjee R, Hughes RA. Risk of relapse of Guillain-Barré syndrome or chronic inflammatory
demyelinating polyradiculoneuropathy following immunization. ] Neurol Neurosurg Psychiatry. 2002; 73:
348-349.

2) McCombe PA, McManis PG, Frith JA, et al. Chronic inflammatory demyelinating polyradiculoneuropathy
associated with pregnancy. Ann Neurol. 1987; 21: 102-104.

3) Koller H, Kieseier BC, Jander S, et al. Chronic inflammatory demyelinating polyneuropathy. N Engl ]
Med. 2005; 352: 1343-1356.

N gzmst - 8Z(CULEZRER

PubMed (%% 2011 4% 11 A 30 H)

CIDP[JMLA] AND (exacerbat*[TW] OR VaccinationsflMH] OR Pregnancy[MH] OR “Communicable Dis-
eases”[MH] OR Fever[MH] OR "Risk Factors"[MH]) AND Humans[MH] AND (English[LA] OR Japanese[LA])
Mg 4721

Eehit (WMgk 201145 12 H 20 0)
CIDP/JMLA and (52434t /TH or 3 /AL or AL /AL) and (PT=47#4%k: { CK=t })
WeAER 611

EPICEEE N Y Yy —FTEML 7.
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Clinical Question 3-9 3. el L

CIDP MFhiE & 351 & DBEL b 5D

RE

o> &a—7zx0OY (IFN)-a &%), 270U LR, BEEZEFEEF-a [tumor necro-
sis factor (TNF) -a ] FHESE, +V v JAREDIC CIDP &RIE L /-iEFIRE
DH3.

W - TEFYR

C B JITx 3 % IEN-o AR R, 2 T 7 — < § 2 RIEHBHIC CIDP % 384 L 72
SEFIES MR ENS. IEN-a, RZTA V¥ —T7 20> g2a, RIA V5 —T7z0> a-2b %
&, BHIOFHIZ A b 59 [FN-o BHITO CIDP SIERISHE S Twab P (ZEFVALAN
V). IFN # 5% o CRIIFRTOEFERM = 2 —a/3F — LI S7ERNIE, 11,241 Ak
SANEHEINTEY, —2—uF—HEOFEIKWEFNTHLLEZLNS? (TET
DALNILV), EMERAAEIC LT IFNa-2b iG99 % 17 - 72 25EER O 72 40 B THEF L 72
66 HEPPEIC CIDP 235HE L72 & OME SN T WS, COBITIREIRNGEE 7T 7Y vk
(IVIg) BEFL T2 (TEFTVALANIL V).

PSS E RIS REALAE (MS) \2XF3 % IENB-1b iG#BG 2 » H#I2, CIDP %384k L 72 23
REEBIOHED D D, 2 OBITIE IEN EFERT S MCV KT & FIHROEREZ /R L Tw
7278, KRR E 2 R TR R Ao 72, IEN {BBIIG 2 » HRIC CIDP 2 38AE L, X
HAZ IEN (BN TH > 72 A v a7 ) YHkL ke 2 0, B bR SE T
BROONT:, DEDZ s, ZOFITIEIEN #5102 & o TR RAY kg &2 3 AL L,
CIDP g2/ Lz 2 5h7z. DX, IEN iE#IE CIDP % &0F L 72 45 4E 580
MSDVAZERERY ) DI EDPRBEENG Y (TEFVALANIL V).

1990~1991 412 % 7 1 ) A A 545 S M7= PR Al 1,000 Bl vh 3 61 C 42 5- Bl ik 2~10 1412
CIDP B O KR MR BT L7z & OWED D 5. 361 & b I MBI LHRE £ 7213 TVIg #
FETHHELTCWBEY (ZEF VAL V), T2, DEBMO-OICy 700 A AL
CIDP % 584iE L7248, % 7 1) A A IR EHICWE Lz 56 oM »xd 5 O (TEF
JALNIL V).

TNF-o FHESE (4 7 ) F V=T, Ty RN ET e )3 o~ F R S B oia#EIC
b A, ThOOEANIHRAFER, KRR ZFEET 2 HORERBZFRET 26
WddHsb., TNETIC, INFalt# L ¥ T v - N L — i (Guillain-Barré syndrome :
GBS), Miller Fisher JEHE (Fisher SEMERE), CIDP, MMN 7 & & OBESHE SN TWE
(TEFYALANIL V). B 7~ FI12x LT INF-o BIESE 2P 5- L, Gtk 2 8L 12 »
A2 CIDP Z384E L7z 45 kBl (£ > 7 ) F o= 7)) & 49 B vpl (=& fAovt 7 Ml
M) ofsEsd 5. 2618 HIC INF-a lHESRORIE, FIEREA 7oA FEES- T3,
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IVIg $5- CRIRMIC S BAEHENICIUEFEL A TS Y (TEF VALV V). TNF-o B3
Za—uSF— ORI, THIRR & EEIERERDORMME I ) P87 2 508, M4
RIZE D MBROMEM, WFEDOY 7 FIVEZEORER EAMEG LTBY, % OMRREIT
TNF-o OHIEEE A H T, B2 EFNEROARICP PO L TUHET L2 LB n
bhTws? (ZEFVALANIL V).

56 PO THEEH T Y ¥ ¥~ 7 [LERER 1254 (EGFR) Hufk] h# b ia# 12 CIDP
HHAE L72BIA i ShTn b Y (TEFVALANIL V).

N ot
1)
2)
3)

4)

5)

6)
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Med. 2005; 44: 68-72.
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ing FK506. Muscle Nerve. 1994; 17: 528-532.
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Clin Neuropharmacol. 2010; 33: 161-162.
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Clinical Question 3-6 3. JRRELE

CIDP DFhE & heiTRid & DBEIE H 5D

o X35> - NL—IEZEE (GBS) &Lt L T CIDP T3S TRERDSEE IXELN.
o H# D CIDP & T, MBI Campylobacter jejuni DFFRDEEZEAHFEHE

hazeEhH3.
= oY A MXHOUAILA, Mycoplasma pneumoniae & CIDP EDBFRD R
BEXNBSEGEREDHS.

B - TEFY2R

1975 4£® Dyck 5 ® CIDP 53 o5 Lk, CIDP & JefTi&gs & oM ShTwns v (T
EF>ALANIL V).

CIDP 40 Bl Tl 4 1 (10%) WM& 1912 Campylobacter jejuni (C. jejuni) O BUEG A
ENTWED? (TETVALNILND). 20, C.jejuni & CIDP IZHT 2 HEIE %L, €20
EHEOFICHLTEIANTH 2.

CIDP 57 ) (iR 34 B, iR 23 B) & I AR 125 6 (1% 5 HABE 86 B, Ry
BURE 39 B) (2B BANRZAT A NV AEGe e bint L7WEdrH 5. ZOfiR, CIDP T3 EB ¥
ANV AKFRI 1gG 25K, EBUA VAV =KD 3Lz MELTWE. 4 M Ahn
TA WA, BHANIVRZAT ANV 2T B0 SOSEIIR AE L Z2 O T v, Bk X
D, KiGHO CIDP BE T, EB 7 A VADHIHRE DR H 5 Z LAVRREINTWS Y (TETY
ALV ND).

P4 P AT A VA (CMV) [EYet412 CIDP & BEREFHEIE (MG) % 59 L 72 53 o otk
BlOWEDH L. ZOFIZa Y ba— VARROBERFIZUHET L DREEL TWD. CMV ISH$ 5
IgM JLEDSHETH 0, HERE I THMEAME T L T 5. ThETIZCIDP & MG %
EBE L 22 BIAEBI RS STV 525, MBI RIEENIIIREIR L 2R ETH ) BROG
PEEEZEZ HNDA5, CMV EGATHREDFIE X FFE L2 WREEITETE 20w Y (TET VA
LANIL V).

Mycoplasma pneumoniae \Z & % Hli %0 6 %12 CIDP % 564k L7z 33 K HEBI ot hd 5 ¥
(ZEFVALANIL V). Zoflid GML St kT, #EIRINEE 7 T 7)) Vi (IVIg) T
FERALHE LT 5.

N ot

1) Dyck PJ, Lais AC, Ohta M, et al. Chronic inflammatory polyradiculoneuropathy. Mayo Clin Proc. 1975; 50:
621-637.
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2) Meléndez-Véasquez C, Redford J, Choudhary PP, et al. Inmunological investigation of chronic inflamma-
tory demyelinating polyradiculoneuropathy. ] Neuroimmunol. 1997; 73: 124-134.

3) Liinemann ]D, Tackenberg B, Stein A, et al. Dysregulated Epstein-Barr virus infection in patients with
CIDP. ] Neuroimmunol. 2010; 218: 107-111.

4)  Mori M, Kuwabara S, Nemoto Y, et al. Concomitant chronic inflammatory demyelinating polyneuropathy
and myasthenia gravis following cytomegalovirus infection. ] Neurol Sci. 2006; 240: 103-106.

5) Rajabally YA, Fraser M, Critchley P. Chronic inflammatory demyelinating polyneuropathy after
Mycoplasma pneumoniae infection. Eur ] Neurol. 2007; 14: e20-e21.
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Clinical Question 3-7 3. JRAELL &
CIDP O3k & FhhiziE & OBEIE b 5D

[O)
=

© CIDP DRIE & FRHHRIEE DEAS D LEHEIFFRE SN TUOELN.
CAVTINIVYIIF, BB F 2 DiEERICEEL /= CIDP OEFIFREHL H
%

oA VTNIVYD Y F U HFERICCIDP PE%R - BELLEHEDHS.

s - TEFTYR

A VTNV o F o EAE% 3 H BICHI OEMK, s WUEHHIKT 2R 74
RBEMBIOWEDRH D, 4 ¥ 7 INVIUHFT 7 F RN Z OB CIDP FREDFHRIZ % o 7271
BRI SN T2 V (TEFTVALNIL V)., JiE T 7 F »#llitk 4 » HT CIDP % 564E L
7o 28 IR oML 5. ZoflIRSEY SLE 585 L, IfiifEsciig:, BIEREA7aA K
g, REEIRIGIE 7 1 7)) VR (IVIg) IS X AUGERAT G TH o 7275, )Y F T2 THER)
L7zeHESINTHE 2 (ZETVALNIL V)., DEBITORFTH LD, 417V rH7
7 F BRI OMMFREREALAY 4.3~20.8% @ CIDP BH D SN TWE 3 (TEF VA LA
JLVa).

WA TIET 7 F BB ICIE LB = 2 — a8 F —oWEIHR SN Y (TETF VA
LANILV)., EADAL Y7 VEZYFHATZF Y, Ly - JABRET 7 F >, dLrdkos
F v, WRBEHERELAT 2TV, BlesLdhEET 2 F v, RBEBREAE - D77 Tk
WIRGRE T 7 F », kY 7 7)) THBRES FFV A N, LBEEER N X VA FeEnT s
F VAR T CIDP A35HE £ 72 1B L L7250 3 b 675, 7 7 F Vi X —H — 134
Thb. ZA—H—OETRMNE [ZOMORIIG. ERTE= 2 —a8F—H bbb S
LB D] L ORIEND S (CQL0-1 BH).

N o

1) Brostoff JM, Beitverda Y, Birns J. Post-influenza vaccine chronic inflammatory demyelinating polyneu-
ropathy. Age Ageing. 2008; 37: 229-230.

2) Sanz PG, Garcia Méndez CV, et al. Chronic inflammatory demyelinating polyradiculoneuropathy in a
patient with systemic lupus erythematosus and good outcome with rituximab treatment. Rheumatol Int.
2012; 32: 4061-4063

3) Pritchard ], Mukherjee R, Hughes RA. Risk of relapse of Guillain-Barré syndrome or chronic inflammatory
demyelinating polyradiculoneuropathy following immunization. ] Neurol Neurosurg Psychiatry. 2002; 73:
348-349.

4) Kuitwaard K, Bos-Eyssen ME, Blomkwist-Markens PH, et al. Recurrences, vaccinations and long-term
symptoms in GBS and CIDP. J Peripher Nerv Syst. 2009; 14: 310-315.
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5) Schattner A. Consequence or coincidence? The occurrence, pathogenesis and significance of autoimmune
manifestations after viral vaccines. Vaccine. 2005; 23: 3876-3886.
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Clinical Question 3-8 3. JRRELE

CIDP MFhE & BIHEE & OBEIE 5D

[O)

0%

oH{LaE, BHIREBIE, BHD/NE BHREELZE L CIDP OBENSRESNT
W3.

W - TEFYR

SEPERE S\ IR SAE R & L C CIDP SO KRR E 29 T Lo T 5. #&H
MRS 7 0 7)) VR (IVIg), RIEREATOA FEPHERNTH DM E0% 05, EIEES
ORI IMFIERDSUET 25505 ), EEEGO YR, RURGRFEETSH 5.

CIDP s#Efere ] 33 By, 341 (FMEHE, S PR HE, RSN (SIS R O EREES A3 G 0F L
TPWED D Y, BV X o TRHE SN2 HERERUS A CIDP OFAEICBS- L TWw» AT hE
PIBEETERVWEEINTWEY (ZEFVALANIL V).

Briani 1%, +® ¥ F ¥ »/3f (Hodgkin lymphoma : HL) 24 i, k- F 1) ¥ 8 (non-
Hodgkin lymphoma : NHL) 29 BliZ2> W CTHE L, HL ® 261 (8%), NHL @ 7 ] (24%) 12
CIDP 3 b7z & WL T3 2 (TEFVALANIL V).

EHRGEZ S0 L7z CIDP 3 BloWEDNH D, 2 HlId= 2 — 1/ 8F — ORI B B A
BREBENTVE Y (ZEFVALNIL V). 202 0I3a WAL A0 L Twb, B
fa & > a7 UMb MRRSMR SN R oMl Tl L - KPR EZ A L TBY, 20
2HBOEIELEBIEL TV A WHEEZSIR ST 5. CIDP & B BANE % &0 L 72Ef ol
WIS, IgM 43 Hi O GM2, SGGLs, ANV7 7 F FHAEDSMIH SN TS, o BF MG EA
FEALR 2 SRt L7222 &, a7 YAl & R o REHUR 05 F AR PE AR S 1
TWw3 Y (ZEFVALANIL V).

B e & CIDP & PHEL R I E 3L Vs Y (TET VAL V), 4
FLEURE ML T CIDP B O KM AR E 2 R 3B HmE ShTwd ¥ (TEFT AL
V).

PSS R C AP Hu BUARB IO BB EME = 2 — a8 F =D X AL Tw b, —7,
CV2 fiffid 66kd DR & KOG L, Ulip/CRMP &7 7 3 —IJ&/ 3 5. CV2 Hifkkak 9
(3 & Hu Pifkbath) OMESTIE, CV2 PuikbmtEplidihss & o ERAE L Th 2 815%
WEHE IR TS ? (TETVALANIL V).

VRS 22 12X ), ERE R (critical illness syndrome) & 7 o 72356, FRICREERHET
&, EWEORMMREEL XTI EDH Y, GBS, CIDP & &L OFINEET 5206355 Y
(TEFVALANIL V).
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