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AT PEARREAE (I & DUAiiEpTIA

H

B

EE  BMEERECIIHRLLEREESGHTIY, BECREZMEFICIVELS EEZ 5N —HPEE
BHMHEERMTHY, S<REEORRICKEALUTREY 5. #REREER,S, RECHEL TEL L
UHRICHEN S ECHREPIRE SO, FEOZE - BHEBEORHRRY—-H—ELTHFRAEEZSNh 3. B
HHAEFEICLY, FlELZHOT—h— L BRFOREIED SN THY, RE NMDA 2EFHE, B
KERDVILF v VGG EELHEIRBELEEPHAS PICE 1. £z, REORELAERICYE, FREDHE
HICH—EDRHEPHOSNBENASPITE->TETWVS.

(BEPR###% 2010;50:371-378)

Key words : FFIEBF AR GERE, HOBUE, MIIREHILTHE, MIRRmHUR, MIZMHUR

FUBHIC

£ N8 B P o R E % B (paraneoplastic neurological syn-
drome : PNS) &, #JEBEHICEIFT 2R EDH b, ik
RIS E DV EL S EEZONLIEHAERBETH L. £
72 BIEWED SRR EID T S, £ DIiEd v, BEOILE
B L OBERIC, FNENORKIEIC S 2580 % 3 EPuk
AR SN, FAIRTNCBEE L TR — E O IESS A A
728N % (Table 1). —#12, MFRERIGHSMEICETL, &
JED B ARBERERE 2 4 U 2 255 5. 9 80% OB THIFIE
KROFEE & PUEOB A, WEFFRHA A 2 S FAEEATT
5. D720, PiROMMAI PNS OB X OIES O F 1 5%
Ro<w—h—L L THHATH LY.

PNS OHEIZ DWW T OIERERAEENE 2 s, BkIEE B
RO 001~1% BRI L5 EE 2 5N 5 KN E N2

HRTHo. LoLads, Zo~—h—& %5 ACHAEOK
MR, PET-CT 7% &2 X 2 MBS Ml o412 &
b, SRRMERZEL ) A4 ERMM SN S X
I o7z —F, PNS THRD I S5 Did 50% LT &
SN, MRSEMREARD PNSIZRENE W) bIFTlER W
O, PNSOZWICIEHEEZ L b %) 2D RLBV. 20
I REHv, EEOHEBIC L ) MRIEROUENZ SN D
IEHVIE PNS 25 RIET 52 LR 5.

F7:, PNS L OBETHIS NS ACYURO—EIL, EHIE
BELEDLDLRVHBRERBETAVWSEINLIEZDVHH
5. ZDEHE AN S PDFEFEIC X 2 RIEEE OUHESHT
BB Y SBRoi L E 272 L, PURDSEAR S h L & E 2
bhb.

PNS IZHifF 3 A EE & LT, A TIEMi/NINEHE (small
cell lung cancer : SCLC), /N CidfFESEMIMME (neuroblas-
toma : NB) 3% o & L5, fiofEss %z 55 & 3 5 K51t

Table 1 Main paraneoplastic neurological syndromes and associated antibodies.

PNS frequency of PNS  main associated tumors main associated antibodies
encephalomyelitis 10% SCLC Hu, CRMP5, Ri, Ma-2, amphiphysin
cerebellar ataxia 50% ovary, breast, SCLC Yo, Tr, VGCC, Ri, Hu, CRMP5, Ma-2,
limbic encephalitis 20% SCLC, Ma2, Hu, CRMP5, amphiphysin, VGKC,

59% testicular, teratoma NMDAR
opsoclonus-myoclonus 20% neuroblastoma Ri, Hu, Ma2, Yo
breast, lung
sensory neuronopathy 20% SCLC Hu, CRMP5
LEMS 60% SCLC VGCC
stiff-person syndrome 20% breast amphiphysin

(XK 5) X0 yIHMwE)
LEMS: Lambert-Eaton myasthenic syndrome, SCLC: small cell lung cancer, NMDAR: N-methy-D-aspartate recep-
tor, VGKC: voltage gated potassium channel, VGCC: voltage gated calcium channel

*Corresponding author: & IRERF K ZMMERIMAR GRS (FRNENS) (T920-0293 AL ER N K52 1—1)
SIRERR AT B RGHRS (ARENRL)
(ZAFH 201043 H9 H)
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Table 2 Diagnositc criteria for paraneoplastic neurological syndromes (3CHk 6) & ) 5H%Z).

1. Definite PNS
1) BRI TRE (TFR) OIEREDH Y, »OMEEIREHOR# 5 FLINIEMIESE MBI L T b, (Biiko A b %)
2) WM BE (F3R) OREMEDNEE; OBEBBIEIICYE, T EMREROMETEIEAH S 20 CTH 5. GrEislmadaz e 3,
72 HARTEE D B 2 fEfi 3B <)
3) WM BEADZS, ACVURIEEAZITH (TR) PRVESNH, 20tk 5 EDPIEEEE S RWAZ S Twna,
4) FEITREE 723 T HORERED D Y, EWEESERIN T 2w 0O HCHMER I HFZ > Tna.
2. Possible PNS
1) {E%Iﬁ@#ﬁ@%%i?‘é bOO, HUIUE - i &b HWZshTniwvy, L LEYEZOMEDO Y X7 BEneEx 5 b6T

2) MBI 2N HORERERZL, ACHATIHE AT 2 2ENESIER SR Thlv,
3) B BEDIEMBED D V), HOHURIETH 225, 2 DNICEMIEL A SN Tn 2.
i) - FEEBUED D 5 T PNS AL OIEE rule out L7z L CHIITT 2 2 & 2834

<JREIEE>
PNS & U CEBHMEDEVVRE (7R I ##) PNS & UT4LU S 3RE (REYT )
FHAE AR R
i i ¢
Ul PSP P 9%/ HabE 2%
NI ZE P i AFA v T R
IV U= ZA—3I%Fru—X R HFETE AR 2%
SEEj = 2 — 1 V9
A LR
BEME= 2 — 0 VE Sk - ARG/ B = 2 — a8 —
chronic gastrointestinal pseudo-obstruction N TaTA yEE) Za—aF—
Mg &M= 2 -1 35—
SVEDL B AR SRR
EEFHAES -
LEMS T ) ) o
R 5 9 = N =

G VEMBRERE 3 /S F —

TS TR < EVENES & DA PSS 72D, PO S TR T SR TH ), AOHHEO RIS & 5k 2 A2 S
NS S EEOMEVLETH 5. FFMBIIEL O &3 I HUR A I L T 2 M 2 HERT 5.

<iiEE>
EIREN ok g B D D JENES# T OPURB R FREIEIR D 7 WIHHEH T OPURBG SR
<5HIHEDFHEPBERMOfE (kI8 >
Hu (ANNA1) > 600 + 2% (200) 16% (196 SCLC)
Yo (PCA1) > 200 + 2% (125) 1% (107)
CV-2 (CRMP5) > 100 + 4% (47) 9% (74 SCLC)
Ri (ANNA2) 61 + 3% (61) 4% (181 BHHLSE)
Ma2 (Ta) 55 + 4% (55) 0% (350)
Amphiphysin 20 + 5% (20) 0% (25 it ANRHFEIE)

1% (146 SCLC)

<HIEHRESFRHESTRES D ICE > TOEWGE GREFTH) >

Tr (PCA-Tr) 28 + 11% (28) 0% (30)
ANNA3 11 - 9% (11) 0% (58)
PCA2 9 - 0% (8) 2% (58)
Zic4 8 - 12% (8) 16% (74)
mGluR1 2 - 50% (2) not evaluated

) PURIRE : 1) FRmIZAY 3> er Y MRALGL, FFBIHIRE Sy — 2 03d 5. 2) R & HH I L CRE L 22 BI o
Ig’ﬂig‘i%% 3) Pifk & HHIIBM S 2 MBI ARERZ B9 5. 4) HEBORRD» S FEOLVEENDH S, 5) HBEO % WHITohko
LDV .

PR OME DRI NS AR I N2 EE L3N, & B 2 PRSRE R - HOPUKROHLA S & T, PNS % definite
FEICRIMS 2 2 b TUNS RIEESHAAT 2 ZHEOIEH W & possible (2531} % BB HEDERK S 1 7-% (Table 2).

BHLNTVL. EEORRBICEELE L 72D 5525 %< LTS, Co@hiEdE T MY B 5 iz ity PNS ofX
F2AELIPICEER SN, 44 %R2 LG R S B3R B EZPLE LT, TOX—h— LR RERRNEHE
[ECINRRS CHRIZ O W T BT 5.

2004 SFIZBRK D PNSWFFE 7V — 756, NEEOAE - §F
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l. PNS OfFRAVRE

1. B © paraneoplastic encephalomyelitis (PEM)

PEM (&, BMENES; & ¥ 5% & L CPRCRER O IR L4 RE 6 2
K4 A G DETET 2HOBBIIERCTH 5. WHIL,
AR T ORI F RN E T & S MEERE 2T 513
HVIIA 7%, RABERER E LR O AR E - AR, A
PR, AREREEIIMA, TAEE = 2 — 0 3, & -
HAEMRERE 2 K2 k4 A G DETHEL L. BEB LD
PURDOTEEIZ A TH 555, MiZMiIFa)E (small cell lung can-
cer : SCLOIZE %) T b oL L\, Dl EHIE,
NaWIE, 2% % ES MR IE SN Tws. T 2 HED
HWHCHURE, §THu Yifk2iik% T, % O fth CRMP-5, Ma-
2, amphiphysin, BAAKLEEES V) 7 A F x )V (voltage-gated
potassium channel : VGKC) 12X 3 APk MiE I hTw
5.

Dalmau % (3 Hu Hufk B 1% 71 ] @ 73% %% PEM @ J5 1Y
2L, % dMAaMRE, SCLC &P:4%775%, HERE AR D
PO RN 12%, HEOMEELH 5D DA 10% & LTw
57, 10~16% » Bl T & Lambert-Eaton myasthenic syn-
drome (LEMS) & &4f3 5. F72fi#EIRD %\ SCLC T
Tt O3 Hu FUEBHCEZEIND DB ), ZoiFddvid
JEZZH T BN RIT L L 2 TlsED L s bY,

2. /N ik 2 % JE : paraneoplastic cerebellar degeneration
(PCD)

IMIEEERIE PEM O—JEf & LTHALN, ZOEHWiZ
SCLC % & % %\ it Hu SRkt & v ) 13H VA% was,
BAARAFYE AV 7 5 F ¥ RV (voltage-gated calcium chan-
nel : VGCC) kBT LEMS % & PF3 %61, #LME THLRI
PUkAS AR SN LB, ZHAH %2 1551 Mal/Ma2 Hik 25k
THEHBIRENRH L. DRICRE L7EREL 2T 5 X0
HWiE, TOPEEL L RARHE»IIEOVTALE A L, U
Yo iR 1T . AMFIERIT IS EST L7 Id%E
32500, FEDODOWFHELA L, PHELHRIZ
HT100 7 H, WARHEC22 7 HE SNBY. LaL, HER
PERRBE T, BERBCT CICEENBEDL D - 212 b 2
b oY, FREORMMOMAT, MOFHR 15 FEF L
Bl 5. —#IZ, HOENINES 20 b DR EED 5 Wi
AR 2 8IS E > TW B 2 D% L, BIZHIR Tl
FIZE )R ALDOLNDIFZED/NSVERETHLIEH W
dbHY, JEEEITH T B 0IERULANES; % B S &5 TR D
EZZobNb.

Yo kBB OHIZIX, FNed35, HILEIREICE b 2
) BEUEBIOHE D H S, Hodgkin % T/MEMERZ 23 5 1EDH
Wit Tr Pk RHRE I 7V & 3 V2 RAPEDS AN IE S
N7Bld H 5. WL, TVF v THBROE R G E A L
25—, HuPiRBEHERICIE L EMRREAZ LW E &
N2 0%, FHERYOHBBTI/MEEGIZIENE T ) >~ 738k
B2 AL D710 F 72, Bl Hu JUARB /NI TAE 0 F 1 51
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T, NMEHIREE I CD8 Btk T MINE R % & L o 2235 )
oW,

3. BN % R 4% ¢ paraneoplastic limbic encephali-
tis (PLE)

PLE &, BH»5 37 AiFEofBTaM: - WA
T BELERTT - RAWEREREE, AAER, R, BRRELR %
B9 5. AT HHEEE, iNE (50%), #IE(20%), FLNE
(8%), Hodgkin %, AKIHLAENE, MIRIEAZS 2.

B A REH TR D ) V8RB L OEBA OB, 1gC LA A
A SN D, GEHH MRI Tl — M F 7213 i o> B S BE P RIR L
T i E 5% FLAIR iR CRifE5RE L AL, LIFLIE
MR EELL ). TAPARIEZED L) PLETR
MRI 251IE% T b FDG-PET CHIBEIENME S EHES 22T
5IEHVNH 5.

PLE TIXHRIZL, »2VITEEOBHFECTEMRICVZDT L
BB, BRI SR R R S 7 & D
HIICHBETH 5.

PLE ® 60% 2 HEifkaiA S, $i Hu bifk)s36%, it
Ma/Ta $t 1§ %% 24%, % o fit CV2/CRMP5, amphiphysin,
VGKC % NMDA ZHEKIH§ 2 hifkdsAh H iz 12.

PLE # £ & L, BEH-ICAVESNHihZ L b %
5, BB L —HEINEE SR TW5.

1) ¥t VGKC HifkBdE PNS

P VGKC Btk B 2 ke i & L Cid, Rt = 2 —
T 3% b= 7, Isaacs SEMEHRE, Morvan SEBEEE, AN 2EAH
MHNTWB. Pt VGKC HilkBatEpl o 1/3 25 PNS & i, #g
JitlE <> SCLC, iz M, FL, SIMEEIC & b o THEL 5.

VGKC i, HiiafeR cidfisAiia e 7 7 oMlaiEic 5
HILKAF Y FYANVEAT, 0, T2y M ho% b
4 BARZHT B, AYikZ 5 & BEIMG 1gG 2 B2
SLIFM=TH2HBTELZZ LR, patchclamp %% d b
WC, MR T CHESHIIEO K+ B2 W+ 22 L0
KBRS S, B VGKC Hifkid I 4 P = 7 IS h 0 Db
HEEZOND X)o7 RHMOMEEIIOWTIE, a7
2=y bOREOECYEZRT S LEZ LN, WHERKET
RV IZH T 29k E T 5004 <, =a—ua3It b=
TR BT 513D VIR RIS S Vv Kvl2 B
LU KVI6 1T 2L 3h bW,

2) Hi NMDA 4R PuAR % PNS

PRMEA MR A A L, MRS BB RS L TP AT
BIF#E L 0B AER ShTwd, 2007 45, ]
Dalmau 513, BHEIMES X OCBEHIC TV ¥ I Y BRZTAME
NMDA #!o NR1 B & OF NR2 subunit % L3838 & & 7- kg %
BT YRR AT BB 2 A WEL, HHOBKRBEYE 2
35 %8BI TARPUA (NMDA receptor heteromer Hifk) 255
WHThHho/Z &h 5, ZT15 % anti-NMDA-receptor en-
cephalitis & L CH#is L7, 75 o 100 Bl COMH T, &
TEAT91% % 153, FIFIEFHAT 23 1%, 70~80% ATHEHIIE
K TAPA, FHEED), RIS, BEREIRZ &
ZRL,55% T & OB MRI BT R L, 59% 1247
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Bz ALDTWDLY, BREOMEEREIC X Y EIROSED
BIFChHrZ L RENT.

NMDA Z#HKIE, 7 P VAT ANRIBL OV S
SVBICHEETANRDPEALTEREINLHEA L v F ¥
FNVTHY, ¥ F T ABERTEEC»H DS, NMDA X%
ROWREDEALIL, L EOEMREICEN L EEZLNLTY
5. AJETIE NRI1 subunit DAIIEHL B X 4 > H3HUAARS & FR AL
ELTHEEELINS.

3) i Ma-2 HifkBH PNS

PiMa-2 (Ta) PUikBEMEB] (anti-Ma2 associated encephali-
tis) &, ¥A» S 6 7 ARETHETT 28I - SRR &0
BURTHIEIR (70%), BH%R - LEBMEREIREZ 29 5. MRI
TIMBELE R, BURT S, 2R, #UR, M RAREBICE
FHREEARED, CSFIBEOREREE R T 5. 45T
DOBEETIZRINES 2% <, FORIL - FEFEICL D 30%
DB THARDFERAZ 5TV B,

4. BEEEEMA TV 70— X A - IF 00— X AFEGERE
paraneoplastic opsoclonus-myoclonus syndrome (POMS)

POMS i33x55@ 9, REkDA 7Y 70— 2 LD I+
70— XABLOPMEEREETHDDT, /AETITMESF
AINAIELZ & b %9 2 EA% <, A TIZH R BURR LR A
ECHILNTWEY, MIBHUEO Ri &, MRGRICHERMICR
BT 2 Nova P& fp 4 SN RNAKMAEHHTH Y, R
Pifk i Nova-l O RNA K G2 HET 5 2 AR s
7219,

F72, SCLC # A3 % POMS T, REDHCIAE» BT
EVEIL L. SRS, mARHE, BEE, FUIREE,
Mol % & b 72 9 PloHs b » 5. Hopufkid, Ri DAL, Hy,
CRMP5, amphiphysin, Yo, Ma2 (Zx}3 2P I N T
WA REEFIIIE 2 & b 2 ) /ANEBIR, HORERBICAED
BATVIT—X A - I 70— X AEGEL, BISRE R
NVEVRKREH y~rn 7)) y 52 BN EERIC L7z
rituximab 236 %) & OFREDDH V2O, PikDBHG-$ L RENE
AbNTWAE, —FT, RASAE POMS T, SERE~D
BUBDARE S,

5. EHEMET LM = 2 — 1 /3F — ! sensory ataxic neu-
ropathy/sensory neuronopathy (SSN)

PNS TIE KM MR EOBEES b o L H L, TOHFT
SSN iZ PNS IZH¥B % b D TH 5. LPIT% <, SSN @ 90%
I SCLC & A0, SR - IRINEERELZ DO E LS5
o2 —aXF =2 RS EBICIAMY, BEEEIIW
LHIA% . HLHUBUR % & b 7)) 2 A% v R N #E
RENHER L7720, LEMS 24035262 0H 22,

TRBEEEAN A BRARPIREET 12 ) v BRIZE, fe 2,
A E A O 5. AR TED X OB R
MPRIEL TWD Z LB, BEEHEARY) =2 -5 —
ZETZ2EHVOERIEIKLATH), Horuo—VEEZET 2
MR DOIESFIC & b 2 ) idd e, EIPRILE R A
LY A% EOBBMBEREZ AR E $5 2 &b dH B (chronic
gastrointestinal pseudo-obstruction : CGP)®*. CGP 13§54

ERREHEE 50565 (2010 6)

RO MRRHEATFIRH L 72 2 PNS & S, i Hu 7213 CV2
Pk A3 5 SCLC BB TALN L. SRS - RIZCIEANAE
FROERICEE SN 1IEHVIE, MBRIED 51k SCLC 12 &
4 72 \» neuronal autonomic ganglion-type of acetylcholine re-
ceptors (nAchR antibodies) (X3 AP L5 BHs
H5H5.

6. 7 vN— M — b UHHEIIAERE (Lambert-Eaton my-
asthenic syndrome : LEMS)

ST, TBOEAHIVRT & 1% - BE L & o QA
EREET L. £60% VEELZEREL, ZD60% Ll
SCLC T$»%.SCLC bk b L, ZD 3% 2 LEMS 2560
Bruvbi, LEMS &EHITE SCLC O F ARV L Sh
00 WAL D 2 5T, REIZHETRESE - ZLIRG,RRE - I
WS IR % S 5 REBIEEBCAHAR T LT 5 28, iR &
BVIE D AR LOFI TR T 5. LEMS @ 80~90% {2
P/Q Bt VGCC HulkdsBstk & 7 % 2%, ARPUR DA TR O
B 5% LIZXFTE v, —J7, ¥l Hu B0 PiAr 3 2 6123
D, ZOREXHVIIEEZTRE TS L EHI, BRI THK
ISDSRIF 7 & & D3I B OWEHE E 7T S sciRe,
Y7 a7 YT LEMS OJERDEIRT 5 1XH V5%
W,

7. BENE 5 4 B A SE 5 B ¢ paraneoplastic stiff-person
syndrome

RS - DB 55 | R B P R CHEBR 3 5 2 DX D
PWHEZREL, V7 XL ENT S DT, SCLC R 7LH -
MW 22 &2 & b % 9. SCLCIZ L b %) b O dEEM
Za—unNF - EMOMBIERE &b %) T ENEL L,
PEM/SSN @ variant & Bz S 5. FHEICE %9 BITH
amphiphysin iz A & D5 Z L HBH 5*. amphiphysin iX
MRHERICRIEL, "Iy F 7 ARKIZHFE T 5 o adaptin X
GTPase ®—2T&» 5% dynamin & &L, =¥ FH A b—¥
2ZHh b DI EPMOENTWSEY, HEEEIZE D % Bl
T > F 7 ABIED gephyrin 12§ 5962 HT 5 D
DO B, THERFE 2 &% &b 7)) HOREREDIZH Wi
glutamic acid decarboxylase (GAD) (2%} 3 A HURA e &
% BEMEYEDEH L, BEE ORI & IVIg HEOMAG D
VAN TH LT REIEH SN TV 5.

II. PNS CH 3 HFEEREF

L. AR KT Pk

1) FHIRRE U 2 PukdBih S h a8

— A, BRI PR DD 51X B\ I, Bl O FURAHE
BLRTWVWEEZOND. 20X RIEOEL MBI
AL, BRED T 2SI R 2 XDVl Lrb,
F ¥ AVERE R BEICRE L2 ), B ARER 2 MARATE
PR L CE oM E 2 B JITTURIESZ R S
Mo, 20X Pk RET 5 -8 T, FRIMICHikz BrE
L. PUkEAZIHT 2 0RPEMEEZEZONS.

YT HEEE LT INESFBE LA LEFEREICS W, U
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NMDAR HuikB R %€, MBRIEASDHAE LT £ Fra ) %
Z1K (Acetylcholine receptor : AChR) PUik % A % HIE i
JIE, WiZNRaRE 25 O $t VGCC yitk % A5 %5 LEMS, Bt
VGKC #ifk % L U 5 8RR =2 —ua I+ b=T 4 &
WD, INHO—HTIL, Pifkzt S LlFEE b H VOl
fRE7 0y 7%, MKBEEMAEILT 5% EORENFHI S
NaZ ek, HAOBEENESITREN TV LS,

2) FEIHIHENPUR % G2k 3 5 PUARS e S B 1

HMIBLPPUE T 5 Hu/Yo/Ri 7= SIS 59k 4: U %
HECIE, e B EHAR & BB T A PURDS, W 5 5
WM & A, PUERSPIRMREN THEES NS EE RS
MBI LD FIHAHLRL T IR I 5512 IgG A%k L
TWEREDHRANED 2. L Leds, MAERHR HEE
HETIARHEROWED Z 5T v,

B ORPHIURZ 3555 &, MRS IgG ASHLY A
FNLA IR OZBER RIEA S v, £72, B
ZPURTRIE L, FBh PR Z A S Ch, IRBET VI
TER I N WD~ b OfER %2 B E 2, MlaNPUE I
5Pk E AT 5 PNS Tid, PURO A TORBREEIZE L %
W RETEDTE .

2. PNS OJRREIZ BT 2 MiNa 4% T Mg ol

P Hu/Yo/Ri Hith 2 A3 2 BT, A0 R R
M X OBESE NI HT AR M T M (cytotoxic T cell
CTL) ®»~—%—"T&% 5 CD8 k% CD11b B T 1) > /3%ks
RHELTBY, CTL 24§ 2 Mk EDOWTREE2E 2 5T
w5,

PCD TiZ Yo PURAFEN T MM KRG, I & OHEHR THY
ML Ht Hu HURR RO ML IZ & Hu PUEFESE I UG
354 CTL 2 s T\ 3®,

PNS B# D3 X O BRI L Tw 2 TH
fs2 7254k (T cell receptor : TCR) DL S b7 2T 5 &,
WTFNOMBTOREDTR 2R L CERL-EEZ N
5—EDZHEREF—TIMET -7 THR RIS
(RFEFT—45). Voltz & b Hu PitkBrtk PNS o A ik
P RERIRR LS C T Mile 25K VB usage HBRE ST
W2 EDOHEE L TVDEY,

COE) BT -5 EWE 2, PNS O—#CII ARG &
W CTL OB G232 6N 5. EELIE, HHETELZTIAD
T %M Bk 4 P B (Major histocompatibility complex :
MHC) class I 7 F 245 & L CHIRBERICE RSN 5T F
FEFEFHL, CDS Mtk T Mo TCR A MHC class I 41 &
EHITHRARTF FEEE LT TR EEItsh) 52
EERLTE

. PNSZ4£U%E=%

FUEEZET 52529 b 5T, PNSOREREIZXHDOT
FINTHH. T TOKIFTIE, PURRPHRBEERD AT,
HE3 DM FIFIC A= 2 <, MEBEICHEBT 2 HuEHD
DNA 123 ZRIZA SN T Wi\, PNS BIEDER & LT, I

50 : 375

H 0 MHC class I A5 3 2 WD Z 2 b 5. lH,
ARSI class T ZHBLL TWia s, RS 4 v A4
VEAIZE Y FEBIAR L, BAES N7 PNS PURERERI R T
ML 2S class T 2 56313 A RERMIL 2 558 L, Ak sE % 558
THUREMEDH BT,

— 75, NEGHIAE N T, FURRAINE T 5 BRI A 7 R
b= AR 7 NESIE 2 B Y JSAA T, class T RICHUE &
HRT7F FERRTELLEZLNDY,

ZAUT XD, TEBHHARN CRIER DB WHUR PR R
ML Z AL CRBISELZFEL, WHHILS7-CD8 BT
SN 2SRRI OB AT L CHbmbuR 2 4§ 5 i i 2 Yo
L, —7JiTid CD4 Btk T Mg itk b % /- L B Az b
WMENPURE AT ARSI EZ NS,

§EH 513, PNS AL OEEZEO T —FIC Ly L%
WHEHO—DOOW ML LT, BEMOERNZ MG L. HE
IERBOREEN & LTI, REHCEROBIENEL T
Wb EEZ 5N TW5h. CD4+CD25+ T HlHE 451 o fl #14: T
HH (regulatory T cell : Treg) (& ARV 6095 & 758 |2 2 70 @)
EHELTVWBIZ ENDS, PNSIIBIT B 0EES Treg 4 MW
DERERIEF OFBL 2 E RGN L 72. PNS, #fRER D 22
WA B X OREEZ OKRMINY ¥ 73EkD & Treg 57 % 45
L, 7NV% A 2L RT-PCR T FOXP3 #0F L §5% Treg
DFEREEIZT O mRNA O%Bl& g L, PNS BFARMIML T
F, SRIERIENI A D B Treg DB OBEREHIZTF I FHBUK
TSN Treg DR T, REEFEOWRKZVEE
L, BORERTICE 2M@BIEELZAEL ) 5720, PNS
DOEEERICRY H) B EEZ LN,

BbhWIC

PNS&, Fiko X 5 IEREIEDORRIF|IEEL o TE
DBDOTIZISED MRS EE O E B 2SR E V. %<
DD\, FBIERN R AR S, PUkOBRH A
PNS O#Wis L O¥AE S 2 ERESE OB RICAHTDH 5.
F v AV RZ R SRREREUR I 2 AR AL U S
T, —RICHURZ B U 2 B0 2 s B= I L, budk
AAEVE AR E D A U B LR S Tw b, —JF, ML
Ji % BT YRR AT 5 1XH VI, PLiRBR IR IRbTE
THDHIENLL, MR REEEME, EMifibo T
ML OMNTAER O E 2 C, MREREEICIZ CTL 853 5%
WHEMEATRIE ST b, MFEIRI RN O3 2 85
HFER SN, BB ST 2 EENTAR2ICB I bhiud
MRSERDO PR OB I VwE Eh b,

X ®
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Abstract

Paraneoplastic neurological syndromes with reference to anti-neuronal autoantibodies

Keiko Tanaka, M.D.
Department of Neurology, Kanazawa Medical University

Paraneoplastic neurological syndromes (PNS) are thought to be caused by autoimmune processes triggered
by the cancer and directed against antigens common to both the cancer and nervous system. There are several
clinical phenotypes in combinations with the neurological syndromes, origin of cancer and the specific autoanti-
bodies. In most patients, the neurological disorder develops before the cancer becomes clinically overt together
with autoantibodies. As these antibodies are associated with a restricted range of cancers, the presence of the an-
tibodies requires physicians in charge to search the underlying cancers. The early cancer treatment and active
immunotherapy tended to ameliorate the neurological symptoms, especially in those harboring antibodies against
cell surface antigens like NMDAR, VGKC, VGCC. The group of PNS having antibodies against intracellular anti-
gens might be caused via cytotoxic T cell activation.

(Clin Neurol 2010;50:371-378)
Key words: paraneoplastic neurological syndromes, autoantibody, cytotoxic T cells, cell surface antigen, intracellular an-

tigen




