AP 4 AL A 7 Jh

PRI RS

Bl B

St 3% 4 3 PE b 48 955 4 (ataxic neuropathy)
{1 {4 475 7 4% B2 85T #4899 8 ( sensory neuro-
pathy ) » BUEREEL M AL 3% 2k P W AC A 8 ( sen-
sory ataxic neuropathy ) ¢ FEMRHFEHE
F%% ( unsteadiness ) * FIE A 7 & B A A f8 =
% ( proprioceptive sensation ) [ #ff 48 57 | B
WRTE - BEEAARRI RS FEEMEZE
ZALP SRR R » H 1 R T R PR R AR
FA AR+ B E 3 A A B A R 5
FRENES  HEEAREE L@

BEHERARE

B mgn A s (@) » —BEUME
AR U A K B MHZE ( large—diameter
fiber ) * JELERPARAIA N 2 A LI ~ BRET ~ AL
R ( muscle spindle ) 5B Ll E
Hif 2 HEBYE R FE 4 ( posterior or dorsal
iE L PR IR B IR ACES ( dorsal
root ganglion ) &Y K %Y BB 1 46 40 i ( large

%H&\

column )

i)
ALBE
W \\Eﬁ#ﬂf//
M1 kA Ak b ae ot A R SR A A8 T2k
F PR s BRI o I W B
AT AREE -

!iﬁ%ﬁ%ﬁ@*ﬂ%ﬂ TR BR AT HACAD

HARE BopRg B

-

R

sensory neuron ) = 75— BHIZ LIRS 34 - 7
) i a9 /> BB &Y (small-diameter fiber) * &
Se AT YA RY S (S A0~ I - R A
B EA (dorsalhorn ) » B EHE LK
( spinothalamic tract ) [a] KIS » SLEdp4E
R B R G A /) BB A AR ( small
sensory neuron ) o KM GEMITNRKE &
%~ BAE R LA » A B R B AR AR B A AR 18]
KSR » A AR TES e EEN R
HE A - o e LG - AR UL EERORRE 0 i
(FEEEATEWREN AT  FIE KA
HIRER GREE » RIPH S AT BN - B
EFEBMREGE B RO SR ED T
BI B 3% T B b RE A PR © B R A S R
e BT B 2 o 4 i S TR O RO 1 L K 3 (sen-
sory ataxia ) °

— A AR A R P KRN 5 - A E RIEKE
18 e 408 4 S g K B R i 48 A0 A B 1k AT B
I # neu-
ronopathy ) + H& B LS R - HIL
SR Ry At ?F’#—J‘”?H‘fmrfrﬁ% o INERMEEZ G

G| R Y B AR A I 55 L/ B A

( small—fiber neuropathy ) 3/ EL 1% BE8 i 48
7 % ( small—fiber sensory neuropathy ) F
Z v UBAKERHLmEES (Fl1) -

( large—fiber sensmy ncu:opathv :

ERARRIR

S AU Y R K TRIEAR A B R LI REAER ( gait
) BIiE B - RN ERA —

81 O R B/ B M 2L 5 25 3R ( cerebellar
ataxia ) ° ( F2) F7 71| B S0 P 1 25 55 81/
BSPE LIRS 2 L8R - R AEMAER AR - #
FHHREARIEINAE S o 512/ S Ak R 3R

ataxia
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= BEBERERE

K1 A 4 N BLAR AR A&
A9 48 7T ARAEREE o) AR R A A8 T
-1 ALE ~ Rl &6~ ALk RE ~ g
) e AR b A A
b B 3 B B4R BB R R
o 5 (RA &R 8m 4 AR R A s

3 K L 15

2 BEMEENMEERELHEZ LR

A s BT
R # 4o B R H K E%
RERM H &
iR 3R # THEFF 42
PHIE R R ;3 )
58 ¥ L K & RE XX
B 74 fF4
B Mk 1 By Mk L3 A

3 HE KPR

B B RAE KHEER
LA 44k Bo#t
&M 44 % B;i®%F > Cisplatin + Taxol
$H 8 A AT B
1% K E 128 ( Sjogren syndrome )
HEN
(fk'i‘i': TS PR AT RS S AR K
Fbh Ay AR K 1R R
ﬁ‘n‘ﬁﬂ',a’i‘_'&: i GDy, #2895

g Bl 3 e B /ISR SCE R/ IEEE (spino-
cerebellar tract ) AYFFSE > Q5 BE/NISR LE A
iE ( spinocebellar atrophy * f f§ SCA ) - 5|
AR P A O AR B B B AR A~ R
M BERIER AR RSN n (R3) BT
B+ [ AECHE R TR - R B R R
PR RO RE A R —IE R (&l T ) Bk
A -
A L/ G P G E O A0 ) R A 3R I
ol o LD B ZE 3 A S AN ] » JLRR B AR IR
AFHIR] « I E AR 2 B AR AL - ( visual
compensation ) 4 HE o FA/NEME LR - K

HLE FoARE

#— 8

MR T 19 FE 77 » T PH IR B 5 R P AE 8 » (LR
AL SR AR R A AR R AFERE ( ERIR B AT AR
E )+ ITREE A HUEERR » — BB IR sl 7 MLe o - JI
A RERER L B M) BEPR b A LAk A L FE R 52 0 B
BEMAMBOE Y FFHBEE - FHM
R - B AR A - M e R - Ha
BRAs| - HFFERICHI A ( Romberg's sign ) » A {f
Fy BB R 0 2 —fi by o

TR B L K R B 2 /NS Th B A
(BRIEA O 2B ERIER ) - B AR
NI 5 2 M % ( cerebellar signs )+ T /D
P S e R B & A SRR NS B - S - LT
IR AR (nystagmus) » AR (dysmetria ) * §i&
sl ok i (trunkal ataxia) * B (tremor) » L)
Rt B ( dysdiadochokinesia ) o /M
HEEF) ( cerebellar tremor ) 8 5% B {F £ 88 £}
( action tremor ) * A% £ FHEAFZF H a9
B ErE B E K - B INEE ( terminal
o BEEI L n] B 2 BV AR R Y 4

cresendo )

Bz (T« AR SIS MR S B R
B R A 51 41 o R 4K (1) 5 MK )

T (2) A A /MER MBS - HIRIR - BibRE
AR~ RS - R R 0 (3) AT
B U S R o

T R M e 2 AR AR A1+ BB R SERER M &T
A o BMZEEH 2 E ( axonal membrane ) )
& FEEE TR E - FERI A S EE T E 1E ( sodium
channels ) B4 i~ R 48 2 BELEE M3 &
G| i AR A 8 ( neuropathic pain ) * &
A A R R Y R U - bl ) N B | B
B HA T I A 0 — AR R R A B R
= —# ( glove—stocking distribution ) : i F
1§~ BRRE L > mTFE - TH - WE W
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o BWEETE - THRERE -

L R A P AT AT IR AT A (A B MR I
A A BB » SLEFIRTT & PR UL S R i
TR S E ) AR B B M AR T LA 3R
HIAEAR ©

b}

BERSE

SR AL O TR M AR S S B R E N
RAERWBBAEGEEWER  ETHOQ) M
HilmE - Q)BBREFHEHE - Q) REH
KA o (4)BRHEIER AR EET -

WEERRE - KHERE B AL
T 0 AT IR A A A A ( 2 REAT
5 207 WIRE MAG T T TG ) 0 EBERY
KEBMMd % » BREHEEIEEREN ( sensory
action potential ) BFIIRIE & T FESIE X » F&#F
SR MERE  AHEERNEE
0 MEEIEEVAEMEE S ( compound mus-
cle action potential ) B9 3% I T8 5= 2 2 {8 & 3 &
WK - RO A LB EE AL L B A A 1R
fIEART 100—1000 fF LU £ - FHEEXRZEEE
MEGRE  AFRBIEB % (axonal loss ) 5UZ
[RBEM A ( demyelination ) » BB MKEI(EE
fi REARE & 2k TR UL B IR ] AR B A R A
fb » TP AT R REFEE
o

REESFETARE « REWEOTA RO
% ( central process ) EH (LN HHEA » B
BEHERTHMN UL REEREN
2 o AT DASHGIE — 3 AR M R T Z0 ©

MERIERST © HHEY BURE M - I
ZHEE#SE ( sural nerve ) B nEn B &
g% (2 AEREE 209 1R R
A ) o FERERY] FRT LT R AR Y S AT R 5
Bk » FLARRERS - AREARBNILERE &
ST R R R E L o

BEBHEHELRE ( 2 REEE 297
MR A T ELRTA ) - SN AR AR TR
HEAN S AREI » AK IS B REI SR (E ( thres-
hold for vibratory sensation ) o (HFE¥HIF AT LA

HRRBE HotNE B M

22

F A ST AG K R R B TR BRI 0 Ut
T L B B R A VR T LA B TR R A BLR

fr o DR o BN RIS E
A 4 R A TR T K B O AR TR BT AT AL B T R
% E—SURBERERECERGEENME
EETREMBORET o w0 ( WR3) Bz » HE
o R e A A B R PR - AR TR R
FERAA R R R - LI R E R
48 ( hereditary ataxia ) » ¥ B2 2 [C IR KR
FEMERE ( Friedreich’s ataxia ) BYRIHE : E R
AR L R MEREIE DA A4 A K B
BRZaE  EERE  BREMEEEER (serum
protein electrophoresis ) & % ik ( immuno-
electrophoresis ) * LAHI5RI7A & E RS REBE
H &% (monoclonal gammopathy) * L) & 5
P18 (anti—nuclear antibody ANA) ; 15
BEMMEREREQRY MBE—SRHEE
¥ 5 2 #1 88 (anti—glycolipid antibody) © LA
T | A A AR R R A R AE — A
;@E o

B IR R R IR B

R R FRAE IR B2 — H R E (auto-
somal recessive ) Z B ERH R R - H A ALE
HRER T R EL R BB 4 T i 55 T B 2 R 1 i
SN BEFEE/DEEDEATE (cerebellar
dysarthria ) * HLi2 & 55 (deep tendon reflex) i
420 R SER BE 1E AN % (pyramidal tract signs) °
FEEEZFRMUE  (ELOE -+ HEZ
%) > MAgHFEBLTE  AEGHEATH
% Bl (skeletal deformities) » 0> L#% 2% (cardio-
myopathy ) &S RFEMAET Z AR ( impaired
glucose tolerance test ) ° B§ T 2 ERF|EE R
K ERZHERM  EAZHNEBRILHLH
SERBAEERERREE AW T RN =
TER Bt aRIEMA ( trinulceotide repeat disor-
ders ) o =R BIEREREREFEA=
A% B FF R AL BRI E RE A LA
guanine(G) ~ adenine(A) * WL FE A -
GAATEYEM RN — KRB EX AW LA
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GAAE—HEBERHER NI HEYE AR
(B +EEHK > REMREERTR ) - FHGAA
E-RBEFEERENGEEL— LRE - He
SlRE + B AT O BEE W aR LB 89 8 i
# A EEAREEN = HER A BERNE o
HLTHHEK# ( Huntington's disease ) K& 8f /)
FE R {L ZEHE4E o

B CAERFEESHTIEMRE frataxin A
E R E FF 80 frataxin 2 —% IR 5% 54 (mito-
ochondrial protein ) » H. % [A #it 5 8 A0k BR 18
RY8B B &7 ( overloading of iron ) i &
1k [BE 71 ( oxidative stress ) ; E #17E frataxin
HEEME - HIEEE&KEE (intron 1) F GAA
MEEFEAE EXANERREES R 22K
] » {58 R LI R IR BERIAE 100 AL » K
BEMOMAEREREFERFAZN GAA TR
BHBEEET700-1100( B2) r MARERHE
WEEHRBRTRAH (HEAR BHRER ) R
R ERE AN  EEABAREEZ - AR
PRAEAR @1 B 3 Lk 45 1 480 2R 4 R R 0 L9
% o BESR E B E A0 2R EC I ok SRE 1% B A B IR iy
7E o {BREERERREIAHE + 1R LI LITE B H
P SR R A M ( Bk ) R EEA ¢ A
DI R 2 BRI A B EE AT APA

BEMRERERE

REWEIRE SRR EYE - &
SeHAT LAEE B EAETE A AR - R ETIU
BHREHSRERIARLE - TEESEE RILZ K
B - B RAELEAE Bl B B4
4% (methyl donor ) * & RLEFFHEETIRE Xl
BERMENT R AEEY (IAFS ) BiA
B BARBREHELE » HarEEmL R
B ZHMERERMERRMALESEZE B
K BYIRE » 44K Bz BRZ By SR
BB WSRE W LUES A 0 IR LA AL
WBRENFRE  BERHRESIES BRI
(subacute combined degeneration) * 5 &%
¥ 88 7 IR B & (lateral column) » EIFHAR
PRS- {BIRA P KNS5 (encephalopathy ) B

HRRE FEo4ANE B — W

Bo.

501
@ 901 L]
i,
3,
E oy o ‘

100 300 500 700 S00 1100 1300 1500 1700
A GAAK B & B & #

60

50

40-
~
= 30 .
¥ ", .
o 204 o By L s
% I NTHE .
& w0 - Dl

o el i

O 200 400 600 800 1000 1200
B GAAK & & 4 #

M2 : LA NERE (A RREHELA
TEARBE G A 69 A 8RR K B GAA &
FTHEAY (BIGAA K EF A B m
om RS2 Aa b (3R G 468 3 am11 )

4G % ( optic neuropathy ) © #E4 & By IR
BMEREBFTE  BEMRFHAREED
(megaloblastic anemia) B FE M E 1M ( pernici-
ous anemia ) A] DAE F8EA: o Bl R4 R Bro R
FTHME RERMERA AN LB RO FITE
Ao MR ERAE R BR VB T DLA R B the]
DAL AE - BERE—RAEMHNEHREZA
& MEeE (GREnEREREEKAF 8 ) U
BB e R B ZERBLENTHK . — B
MESL M4 K B BRERZHT - BRATUAESN
R B A 4EAE R B B ] » — R4 FE X cya
nocobalamin 1mg * L 5—10 K » DIENE
Fil—x o EHEE > BRERAREBA—K -

REMERERCRE
BEAHELE R Be RALLAINILBBREY
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R R B MEEFE o 44K B SR
A2 M BAAERE - 4K Bo B R ( pyrido-
xine intoxication) B 244 K Bs #Z (pyridoxine
deficiency) A/ S[RBE L HFELE  WEEE
EiRE > BEUEZEEYHNZEERRR ¥R
R RS % EE Y isoniazid (INH ) » &0k ##
WHERRMEA: R Bs « BHI%A T INH * BX S 64
FHhEE BB KX 50meg * UM THEZEBsc B E
PAMELE 3 Be 32 A1 2 1 D5 b 00 4 1) i 55
ATER -
cisplatin % taxol BB R HEAE L8R IR A0 F|
% EMRELCRIGEET Y AT 5| R &
W EHEARE IRBRE RS ERE
B o Taxol & K FH# 2% ( western yew, 8 4
Taxus brevifolia ) Wi 2B » HHiB/ER
82 {2 /N 89 B 4 1L ( tubulin poly-
merization ) ° f/NE R MM BT OF - EW
IR — R AL AL L B B REF 4 ( polymeriza-
tion and depolymerization ) * [E taxol 82 LLH]
EFMH /N E RSO TELREY - W0 vin-
cristine BY{EFAME A © vincristine M/
TR EBEAE1L (depolymerization ) : taxol Y
EFEEERA P HERE A ( neutropenia ) /&
SRR BT R HE L S BR R T R F
( granulocyte—colony stimulating factor, G—
CSF ) T s » B ERIAEA ME BB EL o
Chaudhry % A7E—RT0EM: 2 BRIR BB BFST » 37
T 21 BB - 5Lk B & R FF 8 taxol (135—
350 mg/m?)cisplatin(17—100 mg/m?) % G—CSF
(5pglkg ) » TEAAEEME 1—21 8 » 76 20 fH &
ERERBHILE R FHREE 5% - BAM
BB HAEAE T M E T — BB RA B AT
I o B8 b 40 9% 8 45 ¥ ( total neuropathy
score ) 5 taxol # 2 & (cumulative dose)
SEKIEHBE(E3) o Taxol HH LM F A3 {L
REMMABIEMBRIAEE  BRERANR
PREEARE H IR A T RGO B T R M i S sl o0
ERE— W RE L - Kima S
HHEMERBTRERIE SR » Mo BETE taxol
) R BEH| B5E 300mg/m? ) BB - AL R B MR
IR 2B - BORENR R A 1

HERBE B_14A% B M

24

S b T R

+
(] ol 1 1 1 1

1
250 S0 750 1000 1250 1500 1,750 2,00

Taxol 2 £ ## & (mg/m?)

B3 : Taxol # KK FL M igabra bk : ZA
BlEaE Bl ERALREEEsEs (R
BiEEFp 4)

ETREGHF -
BEME R R MRS

SR M R M 4% % (paraneoplastic sensory
neuropathy ) 5B AE & 4 M 4T 8 ( carcinomatous
neuropathy) * B H ¢ 2 M5 1 T2 EE B A
(7] e 26 A7 LR R R ) 0 A A B - AR RS
BV E  BE L - ERMERME  HiE—
T 1 58 B B AR Fy — P59 (disease entity) » H
o 48 7 48 Y R LA ¢ R SRR R L B R
14 » T8 A TR 1 R M A A O R R E
Rt/ ( small cell lung cancer ) & 58
9% (ovarian carcinoma ) ; BUE: ¥ 85 25 59
FAENUEEBNZE 2% - REBHERME
B FUBEHRENERENEREERER
AORDERAEAR » BN A BT R R o Bl A 4
RETRETRBR T /BB MAR R LUSh » ATLIA BF R4S
ERE % (limbic encephalitis ) » M /NS
iB fk (paraneoplastic cerebellar degeneration)
B — E K L H7 4E 1% B¥ (Baton—Lambert
myasthenic syndrome) * i3 £ & FBJ5 5 1 40 48 5F
{& %% (paraneoplastic neurological syndrome) °

B B 3 U M o A % T R e A

29 rpREEREAAAE — J]
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A BOR A 0 LB H SRR B BRAR - DR EE
# 0 TR AR FE A T RE R AE R Rl R OR 40 T
eEAE - MiEE O E a5 R KA
ROFEEE R s TR % - BT E
P RGRIIIEE - TEE— T - RBEEIZE
$1 Hu #7188 ( anti—-Hu antibody ) * BA B
B R R A— MR - AR SR EZ
$i Hu $ifi§ - Hu B2—F&45 8 37kd M AR AN
“EAHE2Z— M (neuronal nuclear pro-
tein ) * HAFE KOEEE K F 5447 ( cloning
and sequencing ) * EHE A RNA K SRS
( RNA-binding protein ) * Tl F 5B R {2
— M A 4 % B E [ Elav ( embryonic lethal
abnormal visual system ) ELAFEHR/F -

REH Hu i8N EREE - L8 LA
BSR4 R AU
BTN A A BRI 5% » BT R AR SR LA /N
MR E - M/NERERBMEHNRESEESE
e M AR IR B RO BT o BT Hu ST EE ML
RN HE  PIRBAER - ARBAETES
i8R o HARSUEMERE MG RE it/
£ B T B0 LA B LAY AUBRAEAR » Bl EAME—
TR AN B a9 Sk SR M AR o MEMRRR B IE R
fORTREM: » RS & E G - LR EER
Z M ( oncoprotein ) BFIREREBEFH ©

B AEIERE ( Sjogren syndrome ) B
BEEHERR

& REEMRBERE — ST R AVIEHE B R
BEEAR  RIDAE ENAR - BRI RE  BE
X B BN FTiE e AR B ( sicca symdrome ) * [H
Rk B e MBI IR R A5 - Wikt
% LAFE EC B1B& (Schirmer’s test) Ml ERBE » L
Ko@) K (lip biopsy ) R ME AR A %
#% 3 ( mononuclear cell infiltration ) © {&
[REEER R —2 SRR TLR AR R R
YA 1E AR IR RE - RS AR BE B A WG
EAR °

R BE RAEREE BB ME S S it
MR I RRR 2 IR REL - E—RW AR

HILRRE B oRE $

- 1

BT A B8 ECHE 15 B 22 i i e 2 ) o 57 4
( ataxic sensory neuropathy with Sjogren syn-
drome ) 8 » SLTIE) R PIEE A R R ERIE N X
- ERER BRSEFE K A AR R A 4F
iR BB LA RS - EatksEt - B
HFEFERMFPHRERBEOREAS » S
PLABS B - M) BT LR B R B M
HERYEDEIH RS - WA BEEERE - —8aR
NG EZHRMEE T WHR R E A
ST W - FIRINE R - BIREER
R B REAE - T EHIR A BEMLET - HtA
o BRTHMERBIGE - FRFATLE ABHE
A 5E4 4% A2 (spontaneous recovery) * B EH]
2 FRBERRAMENS RERE - B Rk
HIRENEE -

P BE SR 1 AR AT 3¢

st 8 1 Ao A 48 AT LUK AR AR 0 R St R 1R
PE o S AR TEACHEE (acute inflammatory
demyelinating polyneuropathy, AIDP ) S{fE 2
Mg 4 (B Guillain—Barré syndrome ) * —fi§
PRy MIEE %M ( plasma exchange ) B
R S BB E H ( intravenous immunogl-
obulin, IVIG ) KRR : AR —FHHEALN
K ERBEM IR TR U TS EIEE
BA T R SRR 4G SR A SE SR AR FIRTEE LKA
BE > EEEEIEAGEBNLY - FEA
% °
AH—ERR SR T2 URER
BEMGHBARERBLIERENCSHRE
( acute sensory neuropathy ) + L% B 45
BERR o (ERVE M I AR E - AR A
A FRERNERR
Bl AT R AR SR R ORI TR E
AR A ZEBARY » $5BIRASE » IWREIRBBILUARE EE
By F 2B HIE (pseudoathetosis) ( &4) * —
BARAAERHRZ EEAMEESR (deaf
ferentation ) BB o SEULFEEHEL /AR B 2 M
#0355 6 M BEHL ( neuropathic tremor ) © S
BRI VRS EIEE ( essential tremor ) DA
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HF iR 48 g St B 4
&R F %R sEURE M
BAlM  3-6Hz &
N FIEGHBAMES)  Em
P o 3 =
AR X 45
ki FHANHER & sk g
PRI 28 50l o) B RS Y AR A I B~ AR B LIt SGPG
B By 3—6Hz 2 AHLAITENES] - T RE M a7
F T 5 A 2 (AR 5 - .
MR AE R 48  ( chronic inflammatory
demyelinating polyneuropathy, CIDP ) — fi§
A LGS » R R E LA ERR - B
TR 50 1 8 T 1 e 00 A W R A R S
KAPREAR » ELIE L B AR RE SR T 420655 © A7 —dn
TR0y P A4 O B A P AR 2 L) S 2 0B B
o A G » = TSR oy SRR M s S 3 iy R
S 8 IS 4 B M 26 R (sensory CIDP) it GD1b GT1w

— i A f 9 ) e SRR HH M AR
& B — R (412 9% g b A8 8 A0 R S 0 O
B+ 5 A B I o A R A S R o (R
B o HATRERIE AT RE R — 1 S AV B » B HR
) S T A U R T e AE 8 o BN UL A R
ZRURR N M0 66 1 Z TRk 0 LAfEUR0 A R EE MR e
HEARN  AOEERE - TTRENEA 1gM BitkGrE
HEE (IgM monoclonal gammopathy ) * ifi A]
AE A HL GDw 19 H 52 ( anti-GDp, antibody )
( Fidt) - SRR R R ERE - HiA
TROHAT — RS 1 St A b 4 A A TR R~ St
LA 3 B R T R R e e S 0 F LA
B — A% o] LA 70— 80% B4 2% © M 45 7]
HFF IgM BERME REERE A RIAFERCREE 7]
REZR OF F S 0 15 (immunosuppressants ) ©

B 4 5 1A U A8 P 5 308 1 o A 2
(chronic idiopathic ataxic neuropathy )it »

e A L0 o L G B 1 S+ B
A 57 T G 0 5 {FURRBE B RSB 06

FUEE B oA

B M

euAC
c
GalNAc GalNAc
HNeuhe el

B4 : B85S H 2105 45 4% A SLba JLIE 2 W 4%
( BUE AR %459 )

(LTS + MR P40 A 3 388 Ak B L A M R0 1 it
S AR 2 A BA 7] = o L BE MR P R BR AR
Wy IgM » H o] BLAR [R] A9 AR 881 (gly colipids) i
R o T RSB 17 A0 P W B B B i1
(E4) - fKH vt > BERL - sialic acid + JL8
%A N— O 4E R © N—acetylneuraminic
acid ) Z # H i dy & » W0 GM;. GD1y. GTh.
GQun ° WFFT 15 L TE M 092 M R T e = 2
( glycobiology ) » [HRiE S Y B M &8 R 450
BH R R E e EE W - R ERES S
SRR 2 - o B AR 1 ES AN TR I A9 AN

31 EERCE A AR — )]



27

a3 T AR A AR ) B B AP R A AR T RE R R
T FEHIBEEHEE ( anti-glycolipid
antibody ) FJFFTE » S5 B bh A0 40 AT AY BLE 14
IHEE «

TR HTEEAS T - 51 GDp PIBE KE R
B M AT MR AR A - LA R AR T A Ry
R LR MR A AT EEJE [ © Kusunoki
S DI B L9 5 SR M 40 2 B A B GDy A8
REXERE-ZHAR - BEEREBYE
BT HRLLEY GDy, PR R A0 B ML R
A SRR BT S LU R R R A AR AT T Y
KRBT T - 7EJR B A0 RS R K AR
Bl B R EGR L  ERRB ST RN T
GDqp 2 7 5% 57 {4 B 48 7 4 9 BR R B A 28 %8
b BB AR RRIGRRAT S
—{5EE ©

R RA

B E A S A R0 AR AR P A B A R B
WHE TEEZH T AMARNIRRIIER
R—EBanmEE - HERERTSmE : (1)H
Bt HE » (2)EEARTASR » B (3) $HEm AL HY iR
ﬁ o

(VBB RN « BRE L R RS
EABERAEREZHEmMME > BHZET
TERERROL  FF3 2R R MARE » BEE L
Sy SREH - TERBTRRME o

(2)FEAR 1A+ KRERBE M EEE A A&
( collaterals ) 586 A ( dorsal horn ) il
NERBREMENEERRITR  — B REERE
WEgR L - EMEERBEERES - ANER
WEE A BRI TR o R RO R M PO 1 T Y
Z— FAPIEMEY) © W carbamazepine &

®5 BRMERBEEEVE

M=REEEEY I imipramine * &7 L5 2
] o R TR A ROR ©

(3) B 45k i F B IE R - BRTH R REER
SR B BB e IR B B A S 4 L B St A AR
48+ {91 P ML B el B AARE T S e 2R R S AT
LIS BORE &5 R - SR hEE S EUR B A Y
KESBEMNE  RROBFRUENEEEYE
AYEEE -

RE—MEEEYE

AR AR E Y E ( neurotrophin ) &
#4184 B HF (nerve growth factor, NGF) * %
BREHEN+FEHNES - BILEFE  FIRAS &
MEH L BRTESMSEEDE » Ed—
EH A HRMEFIHAENBRE A MEE
#'E ( neurotrophin—3 * g NT—3 )o HigE
B EGE N M AR AR A A B SR M AT B K
Wi(target—derived) » & Hi £% P B e 40 R Ry B 40
WAREREOFEEZEBES S SEREEE
MEALEREINZHE - ST E AR
H)Z BB FR R BRI L BE R ( receptor tyrosine
kinase ) * i@ —fE4F R Z R B Rt R —
BIR)F S Ap - IWFE MR R E R WTERR
AR AN AR AR S 0 BN — B AR AR Y
BERIGEERRAEE - BAjCmE e
MAHMERERREMERELE - ANTEE
W o AR ZEA rkC s PNEBREHE
TEMSERRAT  MHESFKRZRR kA (%
5)  MAEEME REMMEEEYE &
HEMEMMESL » (RS) REREMEEER
CHMES RN EEEYHERLZEN TS
4% K FAER/NE ( transgenic mice ) B EH
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