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(EARRIA L SRR SR

il

5

18 MR BE M8 48 (Chronic inflammatory
demyelinating polyneuropathy * fii# CIDP ) &
R AL SIS PR MY R [ M AR 0 W AT
PSR BRI  7ERHE B R A R g
LA REE R - R E s S - F
Al AfE 30 4 #8 “chronic” » ™
“demyelinating” ~ “polyneuropathy” /4 {fi < 9
HHWBERE —HEANEE o HANE —HER
AN B R R BB o AN TR - (B ST A
THHERIE » RARE SRR R L L
Bn R AT RE R BB R IEH 0 KRS A &
T FER Y AT REBOR IR B R i S e ik ST 4R E R
B A] 5| 5F 5 A e R R 0 HoA R (R
HHENEE - ALBMERE - BIRRE) o

inflammatory”

e AR AR

8 R 1 Al A6 2 B PR TR, 5 R L9
R RS  RATHA > EEMREOSEL
Fto AR EAIRARE 1 3 & iR A IR B (ko AR
N B B A0 R R i R BE B A
itk » % AT BGE R LA ST B AR - R L R
ML IEST » WTHE— T R A T ERAT
A DR B 2 B T B R T 0 B AT
RISWBI TR - MG BLUERER L
HEARMWERY ZEEE - —RmE - VAE
AEIRRBE AR RUAEIRAR B 2 T » B X
E2 CHININ - -SR-S whd ek N
B HEFRAMRELNERZIBE MY

EXBRMCEH BARERMLSH

HARE E-o+EE B4+ -8

i & 6
SR

Rl A R 14 BB AR ( sensory ataxia ) A4E
ik o ZHAEMLBREMBILANE LR o BB
BEEME M AR 09 » AEAR IR B R B R B &
HIFRRE W EM A - — TR R =
AR o it P& B 2 AR BT 48K (acute
inflammatory demyelinating polyneuropathy,
AIDP : 8 2 M 4] 48 > Guillain—Barré
syndrome, GBS ) ZEERIRAEAR 48 RAH L » B i
SEAREE A B B B AT M) » HAE R F B S8 TRy
ZHRIE

I

1t B R R B+ SR A BRAR
8 T EAEMEFTE (chronic progressive) » 4&
i — 158 R ( relapsing—remitting ) K BIREE{E
% ( monophasic ) FAFFRH © BELRR S IR
HE A ERER IR HIRE - (B S EIEET R
RN TETETE S B A B B B AP UL B (AR 1E
5o ERM-HBRNRAR L THHERE
FiRkEEEMAS A +EA - BRERSRAR
BETR Y EHE nTIRZ REIREIERRE &
B ERBERIFE A » ARFHERE R UTE
BH A SIS ERAEMEERRE It
BHEUSEHEEE (GBS-like ) AY18 M i 5%
BrEM s HMGEEMRRERAI—RZE
PERT AR S A8 % » R UL AS HLER AR RIS PE A A
PEMEER o

BEESRSH

WA IR TR IR R B M M AR
ABREENFRZ — TENBRRAZERBE

7 REALEA T H
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A8 $5 M 1) 81k (segmental demyelination) » &
FAREA—K % Bk (axonal degenera-
tion ) » B S8 fk 0 45 A 15 B A4 A0 (o 20 U ) B
HLR B £EREA EERE# ( conduction block )
o B2 M4 81 ( temporal dispersion ) & < F
# ( F-waves ) BiEMEME L BEH AT 0 L
N3 g B R o BT A B PR R e R A, - |
R B A Y 50m/sec  {EFEME M AE WY
PEMESRIGRA - AREH B S BEFS
15 o AL o A (R0 5 R B B TR S DR
b o LT B b 2 T HE R S 4 i AR fh AL o

=z B

E T B A S 1 e A A e 8 R O AR

E AL » B E i A BT 22 5 45 Mote hn
DI B o ISR E T A A2 B ( diagnostic
criterta ) * B EEFELEE T B AIDS Task
Force 7E 1991 4F fr#2 9 » 48 (1) A BIER R
AEAR » (2) MESE A B A » (3) I 8 A 1%
o (MY R GE  UEEK  BRCS
BEEAMN TR ERERMZE - 300028
FEMARTIR (FR1) - HEZNT » FRIRHRK
3 5 A B A 7 T VR A BB A
(D ERFRAER :

(a) DR MIEITHEE BB EYE R 2 58 - &
HEErEE - I EAE —MA L -

(b) =SP4 T IR ELE K -

(DEERBEAERNREMEZE  ElkE
g4 )& ( proprioceptive sensations ) %k B FE
REZ MBI ARERR ©

(d) KRG HEYRE HFEZ AN -

(e VBRI IR A FH (segmental sensory
loss) N EF —HHITEL LI T (sensory level) o

(D) %A K/MERBESTANEH ZHEOE
ik e
(QUEEEERSE © PALIBEESEmESLEE
B ERE - BT

(o) {0 B T > — S5 R o 40 {B 308 53 T 4
EHETREME S Z AL TE o LR g B
REW T B (R B -

(b) R {EFERH I (partial conduction block) ©

HAEE B2HE S+2M

(e) BmHEHIFFM AL
(d) EAERFER
(O)F WiHRBIER »
(EEWERAONE : WREERD (FIHE

1 BB RERIGRAZEER

1. BRRRIR
A
(1)A2i8 =8 A 2B IT A HALA & 7
(2) LA B4 T 3000 %
B. £ #&4M
(kA fs
C. 4 e 14
(13| AcsmMIE M EE B Al e £ 2 ik 4%
Mo R ERME P EMER
()@ F A mRREE ARG EUATAH
(3) 4589 LaE Ak
2.0 TR BT
AL
(1)Ahigih ik oA TH(EEFALHTO—
80% A TF)
(2)304 1% S ra g7 2, B & o9 A S8
(g Bodst & (AiBEF/E 125—150%
k)
(DF k2 EHEE
B. £ Bk
(A Hegdz ZaR(NAEFME
Z 80%)
(2)H 54 %
3. fRIREME
AL
(1) piRd sl ib
B, ¥ 1A
(1)Ab43 7B K
(2) %4 fm B2 8
(3)# #sk
(4) &P f 2 BIAE S A A £ B
C.HeM 44
(1) F KR RFHAAY
AfEE R
A bt
(1) #m 3 )+ 7 10/mm?
B. &£ #4444
(DEEaTRAELHN
PERE M
B % # (definite) : LB E AL AR C 4
waBEHRE A REYE
AR C EAMERE
A
48T 48 (probable) : A EE K AR AR C
A BEMS A
HeaaE A
T 4t (possible) : BB AR AR C 4z
AR EeE A

8 hERBEASLE+ ZH



KAORI108)  WEHEEQESE EAMA
% BIFTABAIAE— | & ( cyto—albuminal
dissociation ) °

(4)FREBR S A - WY M E B E A MBI A&
BEI £ % (remyelination ) o f Dl FiE L
I T AT AT DARS B N B 18 1 B
%0 WREBAR  IRIEER R T BRI 1R
FHE M EEE B R AR (U T &)
TIRZFE R * I8 RBA A A1 » KRR (speci-
ficity ) 7+ #8 ¥ #t » BURAE (sensitivity VK © [
WREEARER L BEHE R ARNERE
Bl R AT A A 3 M B A B R L iR v
K% ( chronic neuropathy ) » FEREVE LATHEE
YA RE RISHRERSE - DiIRESEE -

o ¥

BN E R R ERERES
R o RwiE
1. R FE A g8 R S e A48 22 (idiopathic
CIDP » CIDP-I » Bl —/Bfirfg 2 18 i B8
HER ) o
2. AHHE HABRR A S B S R4 - FF
2R (R2)  HFEFEGEENEEIHARE
A H B AEREORYE (mono-
clonal or biclonal gammopathy ) K AHiEZZE
PR E I E% ( monoclonal gammopathies of
undetermined significance, MGUS ) WiFE1F I »
MR CIDP-MGUS - EX R ¥ W RERE

%3 : CIDP-1 B CIDP-MGUS & AR Lh &5
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0 A B R PTG M AR b A R BRI
(T

BERRRKEARE

e S R RN REEET MR
HED  HEAREREREEARFAR &
(&3 ) AT LSS P FE 08 e o o 1 58 R
ABIH B o Hh CIDP-MGUS f95% A Al K H
BRI RRE H AR B A4 » B 1gG K IgA
KB > A A8 MAEARE 1gG T IgA
) P e 6 A6 e P 4B 42 (CIDP-IgG/IgA) » 73—
AR A 1gM a8t BaES E% ( CIDP
—1gM ) M - KBS RIS R KF  CIDP-
MGUS R AR REFEETHENRS - &
HEERARTE BN HBBREMERF AR
It B I8 R R EE KK CIDP-1 A9/ A
% 7£ CIDP-MGUS i % A # » CIDP-1gG/
[gAWIRA—BNE AR BERAER

#2 : IBMEHBEEERERNSE

1. A4 5B G I8 MR #E A ae &
0 A PHERHEG BB G R

(1) &-14 3¢ tm B

(2)&-HEHA

(3) & Bk O a8k e L A 55
LATHEASHLAREOZBHIMEN

Apaz ¥

(1)4 IgA Z A3 RLAR By AbsE £

(2) 4 [gG A% BLAE S pAb 2 %

(8)4 TgM 1% M BLAE 3y pAv s K

OB CIDP-I CIDP-MGUS

I 34584 457 X 555K
A FRERE EEBEE HER

1Pk i 4T R &£ wA

Wk — A 2 #or R
B8, BRI EBHLE BEAE
LR TR LTHAAERK THR&ELEEE
WUBE BT % p-3 FA
R gk asg® Lt 2 R
R Ak F e LA & ¥-3
Anti-MAG #.44 ¥-3 IgM ; K 50% % AH
o A ok 0 R 5 TgG/IgA ¢k B4 IgM 897 A

ERBE E-1-F% S+

9 WpEREAEE+ A
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CIDP-IgM [95% A Ky o B K @ =T LA R 3
MR A—BRRIRBR K CIDP-1 » —EFFfM]
LL{& B CIDP-MGUS ; tF B4 —H 489
J% A Bl 2 1L CIDP-I 2 CIDP-MGUS ¥ #i#
iR ESH ZHER RS R FEMME ( plasma-
cytoma ) * ZZE M E 558 (multiple myeloma)
B B A SR FE M K 9% ( malignant lym-
phoproliferative disease ) ° ¥HME—18 14 5
M ERAKEA » A#wE CIDP-1  CIDP-
MGUS =AY HER R B /e sk B B A 8L 2
TR °

B &

HRBAAENARE R - BHEREEEHR
HE—TERBEHLLHRE (immune—mediated
neuropathy ) B IG5 &Y 5 Bl 76 7 3 1F & i 4
LR AR AR H £ (immune dysregula-
tion) o £ 4 REHER R B - B ITERE R
BB p AT S IR IR R R

1.0 M $# Bl ( plasma exchange ) S25RAK
F5tBEIKEA (intravenous immunogloulin,
IVIG ) RE—4R4%E « MEBRELERED
ZHEMBEEE 0 ARERR  HBRREEME
RN AR R o MIRE RN L 250ml/ke
SRS WK FRRE R o BHRITT LUK S8 BRI
5% (fresh frozen plasma ) E¢ [ & A (albumin) * &
MR A IR - MWFHRANAIE A9
REBEBHRMHBNAERED  BAEERR
B B RKERB B G KW - 8K &
EERMOKESE - AfMERORILEZRFE
FEAHBAE - A O 8 0 R R B D
Do SAEEREAE A 0.4g/Kg/day HEIBHIE » &
MAR - FRMAFIREATHE - HRAORMOE R
MARENZFEARZEY R - BIBSHMH
W% o IR AN AT - (B IgA BEEH
BE o RAHEBS  DRENHBERE » N4
BERSIE % ( aseptic menigitis ) » —REAE{H FH
M4 B e sl R R E | = IR » —F Y
FHARRAEIR (20K ~ MRS S ) I
ARENHL -

ERRE ¥_+51E £+ -8

2EEEFRIER - BB EE M R E
MR RER RS - Bk BRARR® M0 4
BRATECERER B A BRACR » F T LS B
# {# F Prednisolone(1—1.5 mg/Kg/day) * {#
R 6—8 I » G RATLLER &R
IR - R BB MR Z AR + — R AR
10 mg/day > KB M BEETEHFRHE
(maintenance dose)* {1 f% X 20mg 3f 30mg: I,
B RRATR » — RS R EE R EEE
ARAT AR B R AR MR R B -

3.2 & ME B (immunosuppresant) © #f i
BB AEEEMERE BB RME R LA
f azathioprine® cyclophosphamide ° ¥t #
MEAIEM TSN MER  EABESH AEEE
B S I B o FIAT DA R AR RN 4 A9 (periodic)
M B AT e mREC ©

A ek S B ER R B 5 R A
HEE R o LR ERIRRA 0 B E S Z AT RIER
RAR o BAHEE E bR ERE B 4018 M B
ISR 0 1gG R IgA MOIRTACR ST » BAOE
B Bk R BR TR E 4 18 T RS AR B P A R A
o (R TgM A8 P4 1 B8 85 1 1 AR R I BCR A
AHAE o BUREME > ATREAFEAER o

18 1A BESH M PR AR S IR RE T

— TR 07 B 18 e Y e AR A B AR SR B
BH E - HEEERREREDRRIE AL
R SEANHE AT SRR A E B F
&% (multiple myeloma) {8 28 | L HEH
IR BTE B R S B E O A RS AR RO RER o B
— 4 KL E ( solitary plasmacytoma ) A Eq K
ZERLEHEHWEARENAR (R4) B
HHREE » 94558 (pelvis) * AEE (femur) * 4
B (sternum) B HEE ( spine ) MEEH MG o F
RS REEEAZI  AASHBHER

( bone pain ) RYEEAR © M EELIER » FHIE
IREER S R E NS FHEERERESE - £F
SR R A S M IR AR M S R I B —
2 FRFEMER  BIESREMEX (organome-
galy » QUFF ~ B ~ 0008 ) - ASWER (IR

10 %FERBALEF R
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B — i R %R
e (BB R AR ESIER) 5% ~95%
R ATH A B & FE G RAER R
B i £ M REE
Az 8k FH 0 ERag g Sk T LT E—AvERE
g (AR ) ( B 1 18 5 42 BE)
Bk U &1 HEA
L &) BESEX  FEEE Nokim% EeBeas

HERETTE ) + B FAE(gynecomastia) » AR
% (skin hyperpigmentation) 5 F B 7K i (leg
edema) * 15 LK B M —E 1% B > #8 POEMS
fiE 1% B¢ ( Polyneuropathy, Organomegaly, Endo-
crinopathy, M—protein, Skin hyperpigmenta-
tion ) » — ELA] IR B SE LR M O AEAE ¢ SNRET
IR BURSTARIGERE » W K R AYAEAR T
IR B 9B o UL o 3RS 1 A S P A
Mo MEEMMER EERAERES  DF
fif i (bone survey ) & A HIE M PIE 2~ 771E o
B 075 4R A MR 18 A B M R A AR
B Al rmEEK
LR RRER AR | MRS BH RN S
( staging workup ) * LAZMELFAle 4 BRAERT » i
PABUSTARIG RS AL B IAHE ©
2.8 PERR RE S M R AIA R - MIERTIR IS M
JAE S M R G A 2 SRR A 0 DA BG4 B %
floay o PR 8 1 B AC R AEAR o
B R E AR R BRE O M TFFE » Rt TPOEMS
B PE AR R ME MR R B — R R M M R
FBE - WRERY R E AR R A AT BE R
RSB AR ~ WA B R2 H b aiER - 5
AR » UEKRAERECEEEHDHEHE
( passive transfer ) » A DA7E B 55 B ) 2 4 8
BEMUUAREEL -

18 MR RE R (AR Z BRI
Bife R X P AR 14 A B B A M AR A B SR R 22 51

AHEE - BREBHEI A HREER - RUE
BERRA IR TR AR PE LR B E M AS SO RE - St

HEAEE F_+5% £+-H

MHEZEN AR o JoRSMEEEEREHERAER
BB AT R E R WREMBURIR (im-
munogen ) AW » —BUABEMAEHIZE ( axonal
membrane ) A {7 A B i ¥ £E Hi B 3 ( ganglio-
side) » H—HAZHEMHEED ( myelin pro-
tein ) FBAG AU o MAEETREH B —REA N
MERER  REBETmME - EiEHMAHER
B % A Bl # 2 GM1, GD1a, GQ1b % » LLn
GM1 BE &) v 4SS sl B B M B TR R A B
GD1a HIEZ I8 52 M # £89% 8 ( ataxic neuro-
pathy ) [ * GQ1b B —FE S MM ER LW
2 B — K & [KJE % ( Miller Fisher Syn-
drome ) AR °

Il GDla K E R @ B O RE—ERFRH
% o FEA BT A e M SR B2 g AEAR » 1 —
LR ARE 0 REEMELNDGDla Jil
( anti—GD1a antibody ) & &4 ff 2 5 48 B8 M
SMET AR BT RSN S KE R
( large—diameter axons ) A B BRI /D o B4k
R GER » 24T GD1a fE A LB ES M KR
55 i) T BS B = ( experimental ataxic neuropa-
thy ) °

GM1 2 H BB sE B & sy M i 1 - R 38y
T3 B B AU (high—titer ) A9HT GM1 84
( anti-GM1 antibody ) fFZEF S8 REER) 4
& # ( multifocal motor neuropathy ) » —#
{715 4 56 S 1 Ao AR SR IR S AU ) GML 41
o ZBHRIPERMLHE 2 HENEE
e e i 2 3 R RS e A I O e AT
8 FURED AR IR B AT A R A AR 1K
WA Y — - BEAOTTR - BEAPFHEN

11 srEEREA-LHE -+ H
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GM 1 HU#8 L7775 718 1 A0t A e e 48 2R B )
# 4 T % 7% ( motor neuron disease ) ; AR E]
GM1 $i 8 A9 BURE ( sensitivity ) S 4F £
(specificity )R & » /A B #40H 4 107 B T (E
AR - BEFREREREERLEE - GMI
BB RENSHEZEHER - MR
H o A A R MRS R L LIRAYE R
T HAb A A E R i A R AT REM o A
HAEE L& ( glycobiology ) F 7B 48 & %
SRR AT 9T 7 BLARSE » S T fp e A U5t 0 44 1t
FRAS R A B B BRI ERR o
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