RN HERS
rEYIR

VII. EESMHHRIEIRE
2. Lambert-EatonfffEiEIREE
2) ALY LF v RIVFEE SR
HE FEF AN Bl Rk BA
Ay BB EHN BEE Ml AR
ik FEE O & IO B

2 =
Lambert-Eatonf5 S JJEER (LEMS) &, M/ B2 BRCEHT 2 BEEENMREREOR
KETHB. —%, BEMFIgGII L 2B~ ORBBAIEHESh, BEMFENEERRICECH
HICE->TRETLHARGESHLERTL DS, 19955, w-conotoxin MVIICE Fv:7-HIP/QEIVGCC
PARMEEOBRRBIZL - T, ZOWMEKIFLEMSO0%I LICBETHE Z LAR Sz, Zhik, P/
QEIVGCCE:EM L 3 5 HEHMFD, LEMSOREICEELBREETRLLTWLI L EZRBTLHAT
HAH. L LLEMSTIE, BHERIEVDLOOP/QRIDADVGCCH 5V idVCGCCRIEERTH B > +
TrETFIVIIHTEHALFET S, TASORT, MEHESHRTOBELZIIERILTVED
B CHEOPEHSICT AT LN, LEMSOBRMBBHIZ ORI L5BOBETLL L,
(HP4&EE 87 :685~690, 1998)
Key words . Lambert-EatonfF #EEMERE, BMAKFEI NV T LAF v 2V (VGCC), MIVGCCHIK

LEMSHERZHOMIIHE SR LI LS, B

U ®IC JERFIEIIAE (myasthenia gravis:MG) & 4%
CHOHRIZ X > TRET 2 HEHEA KSR

Lambert-Eatonff; & 7 it 5 8F (Lambert-Eaton THoHEEZLNTWS, ZOEHPLBIZRY
myasthenic syndrome:LEMS) X, AMfizNgiig EEL TS, LEMSEHmPd Tk, tE
#% (small cell lung carcinoma:SCLC) # &= HESHD 5 VIZEEMBOMBERRICERLET
IEHTAHEEEYMRBEEREORESN TS ZP/QEBMKEE IV 76 F v 2 10
5. —7F, REBRBMAIgGIZ L - TEY~D (voltage-gated calcium channel: VGCC) (2%
KEBXEXTEETH Y, FLMPERBIEDY THHOHEFERIIZDOONDZZ ENS, =
D PP/ QEIVGCCHUR A LEMSD FBAEICEE &

LB LT, bEb6 ZEMD, FALH b L | T = b s :
BEADL. Gith fokh, 2Ch mon R  CWERLELTREIEAREERTRS (K
kPR 1). KT, LEMSO B 1% & HVGCCH
FLtrs EL3S ¢ RIKFERRN A E RO BRI 15 21> TS 2

DU ADUA [ EESRGILFEE
w5 F2B RUMEETITERERNZ
250 LiTh I RIGKFEEZAR

(87) AAERRESME $e7% $4 5 FRI10F4 108
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C) Lambert-Eatonf & 1 i 5

-0
xﬁ%&k

HFLVGCCHLfk

MREHREY

1. LEMSDERPREV4FE

251 THMIIE L, FHREFIRIZ60EK
TH%. LEMSD70%L. FIZEBEWEEBICA L,
ZDH B o7 EHBM/NERETH B DY, ol
ORiNE, BREELEE6HTIIELHBY. £
DIFLAELIX, LEMSERSEREBRERIZE
T3 5. BEFYE, TEBHET, FRHERES
DT ~HKIITIZLET, RIEEHIZL S5
1R S K OSEBAE RO RSO EEb % 5
eI 5. 08, RTEE, BELZEOBEM
BERZES 2L b5, BEREEOIEI,IC,
B ORBEEFIRRE, 1~ 2 U VRFRINERE,
HBERZEOHCRERBEEHTHZILD
H5b. F7:, TOMOEEEEMBEMRRE, &
QAWM IREREDAH»Z . BRER
FRITIE, HEENBTMERENEK L, BEE
RAZHI B TR OMBEIRIGAS 2 R 12 2% % 87

AARRESESE $874 $45 - FHI10F4H108
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B) EAEHEE

1. WEamEe AR

(A) EFoMBHEEH<TIE, EHELS M
BRKIET D LEBNKEEAIN Y T LF X 2
W (VGCC) 2BA&, ANT T A4+ VHHA
LTy 7AMEALTEF V) VAR S
ha, ChyESREO7eFLraY) Y EEE
WEEL, BoBRaBErEZ 5. (B) EEH
EHETIE, HERESHRANOT FLra)
VEBRREREL, EEEOBIELTI SRS
4. (C) Lambert-Eatonf5EJIEMBERE T, I
AN OVGCCITH T A HifkDs, MRHES
e BRBROMBEREKOVCCCEHET S &
EZONTWA,

MR (waxingBHH) HBED SN 5B, waxing
HRII20HzF B Tidid - X 9 29, 50HzH 8
TIXLOTHLMZRBZIELDH ), SHEER
BUEIZII50HzEHPE E Lv., — %, M
HP/QBIVGCCHLE i, LEMS®80% L. £ T
BTHy, MEFHSHICEHTHSL. RED
wEE, EEEEICHTAEESRELESIND
ZERVIETLERVY, igU T A5 T —
Y 3, 4-V7IEYTYY (FTEFAL2Y
CVEEHREER), AT A N, MR
*, B MNRESOTY PRBEERENERT
H5.

2. BREKIFEHINLSILF v RIL

BAMARFEES VY A F ¥ 2 (voltage-
gated calcium channel: VGCC) X, &4 &M
#@IZT, L, NE, PH, QROEZEY v ¥ 4 &
WaBHEshTws (R1, X#2L 03818,



687

R/, BUKEEAL YL F 2 RVOSHCE 2 L DEIH)

Class of . Antibody assay
VGCC a1 subunit Antagonist (seropositivity in LEMS)
ClalC)
L D(alD) Dihydropyridine El Far (3T N # VGCC hitkfatt o —EAB4E)
S(alS)
. Sher(90%), Lennon(52%),
N B{al1B) w-Conotoxin GVIA Leys(44%), Motomura(55%, 33%)
w-Agatoxin VIA He
P ! w-Conotoxin MVIIC RELL
. Motomura(85%, 92%),
Q Alald) w-Conotoxin MVIIC Lennon (95%), Suenaga(74%)

EECHEDLLENRENEDOT TS5 4 70O
VGCCTH DM, FHEEESN TRV,
FREHEEST T, EBHEMIHMBEERIET
&, VGCCEALTH LI Y A4 F »H54Ka
PHCHA L, WKL VR EWETH S
TrFLa) ARBER, EEFIRDT EF
V) YEFEERICEEL, BOBSEIEBI5
(B1A). ik, & M2 ELWAEBY T, K
MEISDTEF VY iEREZ, P/QEIEE
ETHIHRI XN DA, LED S WVIINBIHERE T
BEEIL W EHRES A, THE, P
/QEIVGCChHMEHESHO T Fvay »
ORBIZEE LTV AL R ET2 50T
»HAH. T 7-P/QRIVGCCIE, x5 Hithk s
LEMSTERICRH SN TEY, REDHEM
HEELTboEbiEHESNTWD., —F, ¥
—DFZ A TDODVGCCHATEF L) Xy ORH%x
FlERITOTERLLBEROY T Y 4 7o
LTEL EDEP, HBWITENTUENET 7
A4 TIHBOTE N —TTHDLEDEZT,
E5Z, VGCCEMBRIC T F a1y ViEHE
BEELZVGCCHEEH F 7 2753 vizl)
SIEMPLE L 205522 RBT AL D
%2,

(89)

3. MPIQREREKEFEHEHIN I LF v R
VLR

PIVGCCHIRIBED T F TO#REEER 1
IZ7R9. 19954, Motomura® id, MEMHESE
BorTEeFnra) yroRBrHHd e
conotoxin MVIIC% BT, #iP/QEIVGCCH
HRIEZEZ I COTHEL, TOWEKRIZLD
PRl OB FESREBICER L EERL
7. 5L, LEMSEE66HIZ DV THP/QEL
VGCCHiEZMlE L, £ D566 (85%) 7 kit
TholcbmE L. £LTIOBDEED > b
o e iilasE, EREGEDEEZ SRS
ar ba—n4060TIE, TRTE®RETHY, =
DOHFP/QEIVGCCH MR E PLEMSIZHRER T
BWICERTHEER@MLLY. LarL, 20
#, Lennon®iX, [ U™l-w-conotoxin MVIIC
ZHWT, LEMSD%% G E 2 555, A
/NI PERE O 50%,  #i ZERETE R SR EE L AE D20
% TOLHEE IR 72 HEL, ZOWMEKDER
FRRFEICOWTEM 2T T ZY. —F, Mo-
tomurab i, LEMSEHEIZBIT AN B L TP/
QEVGCCHUADO B L BRI OV T
B E & 17, PINBIVGCCHIKRIZ, LEMS
BED3B%THMEE LD, B UHRTHP/QE
VGCCHLRIZN2% THRMEIZZR b, S 61T, N&
BEF LT RTP/QEOBEEE ko2 & 2R

BANHBPRHER Be78& F45 - FR10E4 [108
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Cancer No Cancer
10000
l .
1000 g .::
:3 ';: s 5
=~ 2 . H
=] i o .
S 100{
2 .
- .
& 107 . i ot .
B $o #0 w
<11 . ' ', . P

LEMS LENS PCD SCLC
PCD

LEMS ALS MG

2. WP/QBRIBMEEEH VY LF v 2 ILHAME
WHRE, BEHELEESHBLICRE(SEL, £
XY, BEEHLrESE/IHESEE (PCD) %
B L TR WLEMSE#38H], PCDEZAH LTV
LEMSE# 6 51, Yod % VW iZHub KB HOPCDAE20
B, Hi/h#iRasE (SCLC) BE3M, MEEHLTY
HWLEMSE#E 236, HEMUENRTEE (ALS) &
H406), BEESHENE MG BE3H, ZLTIEE
avba—N (HC) 508, EEZDREMOES+3
SDEEELBREELT5L, LEMSEEDS2%IZ MM
T, PCD 14, SCLC 1 fl2BR<{ KBz tu—1o
9% EBEMETH - 72,

L% ZLTEDHRILDHF T, Drachmanb
o X B EM M LE (amyotrophic  lat-
eral sclerosis : ALS) #2661 ONE B L UP/Q
BVGCCHEMEN R EZMBAL, VW INOH
thd, 161 (4%) OATHEL R I L%E
& L7, 5512, Arsach iZALSEE25H %
BEL, 261 (8%) THNRVGCCH A4
YT, HILBVGCCHAEIZTXTBETH >
EEE L, VGCCIoxtd % B ERIERISATALS
D742 —RBERTHB EVIRBIH L
TRIBLTWAB?, 42D, MiP/QEIVGCCHL
HROBEBEREIZOVWTEHRF 1T 12013,
LEMS& #6785 £ U A/ MNEMEE (para-
neoplastic cerebellar degeneration : PCD) 2041,
ALSA0B % G e B > b 10— L246B112 D
THP/QEIVGCCHAME X To 72 (W2, &
2). ZOHE, MP/QEIVGCCHAIZILEMSE
EDE2% I\ EMET, A b u— I TiE99%
TBEMH e, PCDT1H, M/ MiEAETI
BID RS REIE L % - 72, ALSA0BICld & 455

F2. WP/QUEBMEREEI VY Y LF v AUFUKE. B 1IKWAT, BoMERE, B5C
RERBICOVTORET L, WIS, SRUEELE MS) EE 184, Guillain-Barré SERKE
B 1761, HTLV-I BLEFHE (HAM) B8 20 6, SRHKX/ KEH % PM/DM) BE 7 6,
EHULY FY P —FASLE)AE 184, HOCREERRBREAITD)EEZ2H, 1 ¥R
VRFEBERBE(IDDM) B 20, ChoDEEa Y bO— V3T TRETH - 72,

Group and Diagnosis No. of patients % Positive for antibody
LEMS 67 82.1(55/67)
Cancer without PCD 38 89.5(34/38)
Cancer with PCD 6 100(6/6)
No cancer 23 65.2(15/23)
Controls 296 0.7(2/296)
PCD 20 5.0(1/20)
SCLC 31 3.2(1/731)
ALS 40 0(0/40)
MG 30 0(0/30)
MS 18 0(0/18)
Guillain-Barré syndrome 17 0(0/17)
HAM 20 0(0/20)
PM/DM 7 0(0/7)
SLE 18 0(0/18)
AITD 25 0(0/25)
IDDM 20 0(0/20)
Normal subjects 50 0(0/50)
AKABZERE 878 F45 - FRI10E4 B108 (90$)



Pyridostigmine (180mg/day)
{ 4 ¢ B08 Gamma globulin

A) plasma exchange i

=37}

L =20

*51 g

g

:5‘“ 104

g2

SR

A 3007 4
- —
2 2007 %
= 2

3] [s%
21007 13
LS O
£ E i .
0 e f T T T T T 1

¢ 0 1 2 3 4 5 6 (months)

» Time required
= to walk 5 m (s)
[
<
1

@ Binding antibody

689

(B) 34-Diamnopyridine (60mg/day) 1
C Pyridostigmine (180mg/day) ]
Chemotherapy { { {4

Y
T

N
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=
£
500 2 >
& a
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6 1 2 3 4 5 6 7 8 9 10(months

3. REEE L HIP/QEBMKRENA NV O 7 A F ¥ R OVHAR

(A) BEEHLTVWARVLEMSES. MERBRIEL KRBT v v s/a7 ) v HEd
EHERLTWS, (B)W/MIREZ &0 L TV ALEMSEE. LE##IKICZ X DSCLC
DYFL LD, LEMSEROBIRL TV, WEM S LIZHEERIC X b RTRE OEH
&, MBIRIEOBEAED S, FhIEo THAM S FHIRA L, (JITEFHEA

Lot

HEETH 7. MBEOPCDIZDWTERT
~X&lX, PCDEA&DL TWALEMSIXEHIH5T
KEETHLHETHY, SEPEIHBEL 2o
72PCDOEFTIIEREEENRE 2SN
TWihWnz Eh s, REFNIIEIEN ZLEMSSS
EHLTWATERELTETE LY. 1,
Tanaka & i3 Yobu k&1 OPCDEZE 11D W
THP/QEIVGCCHifAZ MEL, DT TAH
e ThoBmELLY. MEOKRIY
41X, PiP/QRIVGCCHLURIZLEMSIZHF £
TBWICAHTHELLEZ TS,

— 7%, LEMS® E i & & HiP/QBEIVGCCHLfK
flilx, HL7 F N 3V ¥ BBV A EE 55
|OEOEEELMHBLAEVO LRI, FF
RAEERED Sz, L2L, ficoBEx
BRERRICAD L, PUAMEE BEREEIIHAL 4
MRRE R TEMNSFET S, K3 IR %
EFZRT. T 05, HFIVGCCHKIZ,
LEMSOZW DAk &3, HRBEEOERE &
AU EEELRBEBENTE N, T IiZP/QRY
VGCCHREM L4 5 B OHMAD, LEMSIZBIT
Z2HEMBERLT SOICHEITRILZIDTH
5.

3y

4. LEMSORE#KE

b A1 IE 3 sk OSCLCHE i o 2 1Hi 12 1,
VGCCHAFBL TV A I ENHRENT VS,
LEMS& & Tlix, ¥ 9SCLCHilaRE DVGCC
xt L THRAMES R, o HCHERESE
IR ZURIC & ) R EKOVGCCE WEL,
WEREILOTEF L) L OREEEEL X
2L, HETLREDEREBZITELEEZLN
TWwa, L2LL2Eb, SCLCEEHLZWw
LEMSO RERFIIFRHOT I TH 5.

—7%, VGCCHEEZEHTHD >+ 75 73
YL FEZLEMSOERTRE L 2D ) 5 T AR
INTWA®, Takamorib ik, 7EFL 1) »
EHCEEL S FTANMNIBEEAEODE ST
HAHYFT Y IIICERL, XEHEOER
NEZHEHBOER7F FE 5 v MIREL,
LEMSIZHE 2 BRAEBENT A2 80, KA
FHEAEEL-LBELA. 3562, Vary
FU b FT I UEHIEE LTLEMSE
Zo0BDMiEE A L/ 72y hTREL, 65l
(30%) \CHLy T by 73 LHUREREB L 7.,

AAAMSESHR Fe7¥ 45 EH10F4A108
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S0 B 3B TIIAVGCCHUEIZRIETH 1,
VGCCUND M EEHNETHL S F T+ 4 3
¥ b ZLEMSOR IR MH R a2 & 4 ) k)
Z AR R N,

< D X 5 WZLEMST &, L&, N&, P/Q#E
BEDANT I AF X ANBHBVIELF T &
73 EOVGCCHEE FIK 4 2 H EHA
DS B, SHLEMSORE % 6 5124 2
2O, ENLORITHRGESTITORE
TSR LTV HEHBESMTTH L 09 %
RS B2 EHROSENT VS,

HEE D AWITENL, TR 8 47 I A 2445 5 0 B 0 e 1 A 4
RBBIEH (RFERI) OBBE 21/
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