2EBEERETOHEIZDOWTIE, LeMIURE & gk
U TSOMIUBTHEREENRD SR (p=0.009) .
FBHRIEFIEIT, 1.6MIUK T344%. 8.0MIUFE T44.
2%THD, SOMIUBTE Mok,

BEEENPEREUEOBRIIDOWTOEMER
$id, 1.6MIUTE T0.457, 8OMIUB T0.363TH 1. 8.0
MIUBETE» > . £k, FHEREE (PRE
&, 1L.6MIUE T16.4H, 8.0MIUBT7.1HTH Y. 8.0
MIUB THEICENM o7 (p=0.030) .

FUHORH T, BEREHIICBT 2EME
RE (95%IEFREM) X, 1.6MIUBT1.725 (1.263
~2301) , 8.0MIU#¥ T1.048 (0.721~1.488) . FE
BB 2FEMBERERIT. 1L.eMIUK T0.925 (0.763
~1.113) . 8.OMIUBET0.690 (0.547~0.859) TH-
7o
3. MRIFHEER :

BE AT 3 B GTHEFE OMRIEE BEE (F
BiE) OEERIT. 1.6MIUBT+24%. 8.OMIUE
T-163%THD. BETHEENBD SN (p=
0.035) .

4. EDSS/NRSASAIT :

WiELD, REMEHERL ERERFMHRORDT
CEbED s haho e (PR .

5. BHEES:

1L6MIUB D914 (94.8% ). 8.OMIUR D936l (96.9
%) CHEFRORGAED LN, BHREE
PEPOIEESREBRBTH Y. 1L.6MIUETs6{

(58.3%) . B.OMIUBET75M (78.1%) IK@H LN
7o (p=0.005) . RBORBERIZ 1 ~2HANERDE
<, TORREROAFELETHRD SNE, 1.6M
TUBDS14 (53.1%) . 8.O0MIUB D538 (55.2%)
ICRFR. R, BRSOEHTERMED SR,
6. BKRE/EBYORE .

WA D, BMBRE. U NBRE, FPREOE
b, FHEREED ERIT10% L EDERMTRY
Hhle. SEENRETCRACHAETHIIEDHN
Lo,

& R
1. BEARR-MSEEIZEWTH, IFNS-1bIEE

SERTHHRNBOH SN,

2. BRETFHHRI. BFVMSOHLST. FH
KBNSV EINTLIHAREHEMSIZBL
THhkRICEAD SN,

3. BRECHBERHDIIGKREEEENH
EAMSBEEIIBWTHENICEBIRETSED
T EMIEEED S hizdh oz,

4. EROHSMRUFEENAMGDRE-EFEER
DREALEOBRIZ, TORBHLERLEELL
PR TORERBRICBI AR EMRETHEE
ZELULTHY, BEAMSEBE SBKAMSEET
RERITHE 2 BRSNS ERAINTNDN, 25—
70X R—FOHRRERICHESTIREHER
PFRENHEFETH DI EETREL TS,

5. IFNB-1b¥IE, BHEAMSBEILBWTHHE
ATh3&EALGNE.

X W
1.IFN B Multiple Sclerosis Study Group.
Interferon beta-1b is effective in
relapsing-remitting multiple sclerosis. 1.
Clinical results of a multicenter, randmized,
double-blind., placebo-controlled trial.
Neurology 1993; 43: 662-667.
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ZRMBEREMS)ICEVLT. BROF U T —FIN
v E(OB)DEE® IgGindexD L RIZEBABERRTH
57, HERAFXAOMS BETIHL OB ORMENMEIN &
PIERWENTE . B0 MS IZHH2 0B BTN IgGindex
DEFBEPSHICTSEHLUTO)~(3)DBHET-
= (N7 HO-2AT VBRABAGE) RUSES BSR4
(IEF}IZ &5 OB DGR & OB BEiEfIDER R, (2)
REZESOTY VEEIZBLAY A FhAa(IL-6, IL-10)
& lgGindex &AM DS, (3)887% oligoclonal IgG 3
FRTDIILE F—FORBEBLRAFT LOFREO Y —EH

HOE

(1)MS43 FI[EER MS(C-MS)29 {5, 1RRHEIRY
MS(0OS-MS)12 #. BB MS(S-MS)2 OB RTES
BERGMAEAONTAGE #f7. £A£Z05540H
(C-M528 4. OS-MS10. S-MS2 f)IZ DT Phast
System™(Amersham Pharmacia Biotech)Z HWL T IEF
ZHRITL /2, ERMAICE UIE TS SN 0BREL/N Y
RS SAHELLEDHDERY. SEUTEERMESE LA,
(2)MS23(C-MS1841, OS-MSS AN BEHREO MR
B IL-6 RO IL-10 BE % ELISA ;&[Quanti Glo™
human IL-6 immunoassay kit (R&D), Cytoscreen ™
hIL-10 US kit {BioSource International) |2 B TAIE
UL7=.(3)OB R MS 4 1, OB &M MS2 151, OB Rt HAM1
BB IgG % protein A-conjugated magnetic beads
LICERB L, RICTFARETD 1 2mer RTF K
#12R¥ % phage display library i&(New England
Biolab)ZAWWT. 2D IgG ICEE T3 EBD 77 — %8
LD, 30~32nT77—2o0—-CEICIREZH
TWd 12mer D7 I /BEFNZREL. FOFMSHE
EH(ERFMORR)BASHBOICDONT, FOTI/ B
BLSI# BLASTICE U D AN AW S >0 &RLICKRE
OJV—BRERELL, HEMOLEN=L/ID5E
evalue(BFHE) S 10 AKXREBOHDIZDNWTHRIILZ, —
BOEMTEFAEQS —BRBICIVBESNZSI /0%
SUVANABRREHARBRELEBEWETO GG ORIED
BEEVDL RS 70Oy FETERMADHE, FORESSICA
BOBRFEMS146ITITo 7=,

[RE eI wie 7 e iR R Ty B e B e R A S p
2 YRR R E AR IR o )L R

I
(1)AGE TiZ 43 58 13 51(30.2%) T OB 51475 o 1.
C-MS TIE29H19 12 5(41.4%) B2 > 2 DITHL T,
0S-MSTIE 12§41 H(8.3%)DHIFMH T, S-MS2 6
BOFnbigtt/Zo /. IEF THEH S W 3B LL
FeDi3 21 HI(52.5%) o 1=, WBIRITIZIC-MS T3 28
Bl 19 5I(67.9%). OS-MSTIE106h 1(10%). S-
MS Tid 2 ik 1 BIDEERRMLI LS 5 72, AGE,IEF &%
[CREE 7 5 2 C-MSB I KR B OV EAHREYER
BEEFULOKREEETHOHDREFABNTHD
HEMo, (2)EEEIL-10 #1196 index CHBAZIED
HEERL, ¥ 0BRATIYSVVERYASNZ(HE
1

J 1 L 1 L 1 I 1
& = 0.296
p=0.012

CSF-IL10

o 5 1 1.5 2 2.5 3 3.5
1gG index

1 BEHIL-10{E13 196G index B E/LEDIERM

—F. MEIL-10. MIERUEERIL-6@EIVLTIS IgG
index % OB LOHERHMBLNEh >z, ThoDERIE
OS-MSEHIEBRNTHTETH o/, E/i disease
control & L THET L /- BB IRRN 2D T H R B /A
BIAeNiLmd o7z, (3)0BBREO MS4 FIRU HAMT
CENWT 1 2Zmer RFF FEFITHENT, B4« 0BEIH
ENIZERFNOIRESLZSN/(F ). OBEHOMSZHT
HEFIORRIELASNEMo, S2DREHORESH
777 —VidhOBEOBEFD 196 LIRIG LGB 7
(B2) BEixnfT77—S0ORTF FRNEERMEDH
537 /BOEFEFHOBREF L LTEB virus,
herpes simplex virus-1 (HSV-1). cytomegalovirus,
vaccinia virus, papilloma virus IZEDANRZAEI A
WRAEEGE2 DU LAPRBENA(ER2). EBvirus



®1 BEFORIRINET 7 - PORTTERTF RIS S 5485
’Em M52 MS3 |us4
MS1-1 M52-1 M33-1 MS4-1
SGISNIPPKIIHR AHTAPTFERPIP NATEYWPRTIMKT APMSSVYRATIPH
PRGVHSPKSNHL ATLETFERSSPR ATHTNATPMFPEF AYTSPVESYPAF
HDIPSSSPPLMH IFETNNPTHAVL NATPFYPPGPSL |GHNSPMSSSPAY
NPLHSPRNHHYK APHLIFFRESPN SATPLYPPFPAG VETSSVSAALPU
SPVHHHRPMMPF WASEFSPSPHUR WHIATPHMYPSNP MS4-2
MS1-2 YNDRTSEFHVSP HPEPDWLKPTVA
HFKLDEY@VERUY EYWUPDIFERRDP HAM! SHSNPRULFLPT
GEYADPUKPUTA NHPHRIEESNNP HAMI1-1 YYSaHUt SPDUWL
BBYQLEYSAGAL TEAPEESPIPHR FSTAWPPEL SLP EHLWYRPDUIQT
M$1-3 MS2-2 DESPYNPTKPLE TEAHTHTAPNUL
KHSPYEFYEYPS ERMEYSMBPLHS PHSLUDPASELP
GEYLNYQHPTFL EFYSLSPAHHGR IGNRYPPSSPLP HHEMSS-6TIRFAE
SEYMPRPSHYGN EYWAWNPAUTLE EINLRLON G
SEYTNPPSHLSR TANTWLPTQELE =
YWSPTSALPGLR

®2 BEBLVEBONED 7 - LOHABEIIOBRMLBRRECER

RERF BPERT RE D S—REDEY e-value (M1 35 1E:
Msh
SPuxMH £Bv CAPSID PROTEIN VP1IC 61216
PYQxP EBY BILF1 TRANS-ACTIVATOR PROTEIN (EBI} T8t
PYxxYQ £By EBNA-G NUCLEAR PROTEIM (EBNA-3C) (EBNA-4B) 46731
ws2)
TFFx4SP/SFFxxSP VARV VACCY PROTE{N L1 20014
SFYXHDPSH VARV VACCY PROTEIN B0 61584
s3)
ATPuxPP HSV-1 GLYCOPROTE IN D PRECURSOR 102
s4)
K xPOWL FPYPAYCN NONCAPSID PROTEIN WS-1 47012
PASSVRA HSV-1 HYPOTHETICAL GENE 67 PROTEIN 47012
HCMYA HYPOTHET)CAL PROTEIN UL3B 41012
HS1 CSF AW CSF 53 GSF HAk CSF
2r—% B - EBY - Hv-t - S -
CSF wild #1] 51 W2 NSI M54
. ,
MS1 _ . 12t~
e e, — 121-
Msz ; R f— Frap—
o e j - "
Ms3 :
*
[} i
sS4 e -
R o o - T 8-
_ g0 g
HAMI | | - % ' “ %
L 12 34 56 78

2 BEEODERSNLZ77—-21
ZOEEBSOMR 196G EDHRET D

M3 MS1 & MS3 Offi#IgG k&~ .
EBV & HSV-1 DB /0 LEERT D
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BHNEHSV-T ICHRAMDSHZ 7 7 —Shgianm 2
HIDEER 1gG (2. FNFNEB virus, HSV-1 Oiiss >
NPERIE L=, $2ony RO9FRIE. hEOy—
BREICLUBEENAYAINABES O OHFRITE
ULTOWA(E3), 20OHESICABORIET2 14
DS 12 HTEH. PE>YUALRIBYIINIZZLH
BeBOANACHB L ARG /T 2 HBRFHIBRD S
Nnro(R3), fEF 6 TIHEMD 3 B BRERUSERED)
DHEREBRBRLZEZB. EBVD 3 D208 /80 &8RN
RABVTNOMBLS HEAHCRESNA(X4). EBY
CHBRRIHZ SN 6 HD S 5 3 HTid Western
blot ICT EBV D& /32 ICRIGH & &=,

Z =

(1)FE#B0 OB REEMS MIZ OS-MS HE L, C-MS 12 %
OB BEMERIASTEE L . BRIG & B3 BHRRUEGR 2
ELEECEMS. ThOHDERIL OB FBMUAIE IR 25
ENBb-o TOUBRERLEZISNS, (2)IL-10 £ IL-6
ek Y IgGEEl:E&b%‘b‘{r bAATHDN. BRE
DigGindex ¢ BELEOHBEERLAOEEEIL- 10T
Hole, COIL-T0DEBRIZDVTIRE FAED S DL
2. EBV @ viral IL-10 55 LT W35 E 5 hSkigit
L7y, (3)S[EG phage library £ B0y OB DR
TE =T DFEIFTIL, protein A-beads ZAVT IgG %
BHRAYIC beads REICHHIEL. 77 — U OIEERMES

HIRR L7=2s. BEKICBIIERBEORTERLS, FO&
B AMRIBIANZREFILHEAOIA I CHEE L
EICHRAEBRMNSBREET NN, BEITY 428
ZEDHRRRIFEAESSHIEN S, SHIZRES R

£3 MSIABICHITAHET S /REHD

HEMER RS R
(HEMEE B L OEO, HIED LY HV L DOEOTHT,)

3] 123 45678 91011121314
{EBV 006 @0 c @&
HCMY (O @ (oMol o NeNo
HSV-1 O 00 00 O o©
HSV-2 (0] o}
HHV-6 (0]
VZV (®) (o}
ADE 00 O

HPV 0O ® O
VACCV o0 O O
Eeoli [O O @9 0000 000
MYCTU [OQ O (' HoRoNoN - NeNoX - NolNe)

ITRIRERLZ OB OIRIRRRP E1 5 OME MO PR
BATOBRBROFRALEMS ICHIIZRANER LR
HTABEND S,

s}
(DIEF 12875 OB IBME(F C-MS TE 67.9%. 0S-MS
TIR10%THEENAON/, ¥/ 0BEMC-MSOZ
<IBIFHRBFLGHMRIFFREZ2 L. (2)BRIBOMIESD
ICHBITS IgGEEICEEIL-10058b > TINVD 2 LR
Ehie. (3)MS BEDEEE oligoclonal IgG (12 EHFICR
BAMBEIE b—T42BEBLTOWB LRSS NE, 424
KEHL—BDBETIEIAIRABIALILROL S
ubiquitousvirus MIBEY 2 ZFTHLTWAHOEE
Abha,

X
1)Nekashima |, etal. Sigrificant cor relation between IL-
10levels and 1gG indices in the cer ebr ospind fiuid of
patients with mutiple sderosis. J Neuroimmunol,
111;64-7, 2000
2)Ca tesel, etal. |dentification of peptides specific
for cerebrospinal fluid antibodies in multiple
scterosis by using phagelibraries.Proc Natl Acad Sci
US A.93:11063-7, 1996.
3)RandKH, et al. Epstein-Barr virus nuclear
antigen-1 (EBNA-1) associated oligoclonal bands in
patients with multiple sclerosis. J Neurol Sci.
173:32-9, 2000.

1 EEFI(MSE)DRIES 3 AN
BiIFHHET I /BECY)

(SPxxMH) {DPYQxP) (PYxxYQxP)
1999.12 SPPKMH DPYQVP PYEFYQYP

SPKSMH GPYQDP PYLNYGQHP

SPPLMH DPYQLP

SPRNMH

SPVHMH

x4

SPRIDM DPYQLP PYTGYQ

SPPLMH DPYQSL PYAGYQ

SPGMH DPYQVY
DQYQQP

2000.1

2000.10 SPYHSH DYYQQGH PYSPYQLP
SPRNMH DPYQTA PYNLYQTP
SPGNMH DPYQLP TYGAYQLA

PYAHYQPY
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&SRR BB 12 BT B Heat shock protein 70 BEF KT
B2 adrenergic receptor BAFEEIT DWW T ORES

e EBY gR EWY
Bk #—v R

B &

HRETEE MS) 1, HROBCEER - BRXNEA
COMEERICE > TREILES, 2EATRETHZ 4%
ZEhTWwa, B, 2RTFREOERIEBEFREDK
HORFTO—FELTRHVWENTVWEDIL, & U THRR
EfESt (affected sib-pair) &% R W HE#EIT (linkage
analysis) &, {E#B{EF (candidate gene) ZFHREL
7= association analysis T 5. BiFEOFEIL, RAOE
T ELHRNTELIRMBNTLSN, BEBENELS,
EHOCERBRARMNOBTNLETHLIENERTHD,
MS k8Bitze4 /AR - Y ORFTIE, HLA
EEEOEMEERL DL THORREERIT TS
EEFEWEW, —F, BFOCHETE, EAOBETHMHS
BREBGETFEREL, TOZERLEBLOBWEEZFTTD
HOT, REEENE L, BNHFSOBSHRETFHHRE
FTHEIENTES., ZRTHRBETHS MS T, B
B2 Thn<ohd s LMENEH, BRaMAL
Tky5 case-control study IX MS OIFRAIZES FTKRKE
HFROFEHEEEZSRS, TRETR4IE, vitamin D
SREREGTE#HE N estrogen SHEBLGTFEHIZDON
TORWNETY, FOREEEHARLTERZ 23, BE
FRERIDWTIE, ABEILLS5H0BHFL5N, BHEA
KBEHLBFIDVWTORMNNRRFLELEDNS.

Heat shock protein (HSP) 7041, B, MS #BE=%
M T cell BT, recombinant HSP 70 12%9 2
proliferation MTLEL T @& I 4. £/,
OB ETFIIHLA class [INEKICHELET S Z LWGEHS
MoEh, TOEHEECAEFRBLOEERER XN,
BEENTETWD., —34, B2 adrenergic receptor 13,
EEBEED astrocyte ILBWTIRERL THWA DI,
MS BFOBEHHE D astrocyte ITBWTREL Tzl T &
NETEEG SN, FOREN MS ICEENH S FTREMHEMN
EXONTVSS, DEOIENS, FhThOBEKTS
HUMS ICREBZ2RIFILTWA RN Z2EZ, 50, B4
i3, HSP 703 BT R UB2 adrenergic receptor BEFD
£R% MS BE - RENTRBETHEL, MS ORERUE
RERANORER EE2RN L.

D) AL A FEA R
2) et RAERAREEL

w gD R Y
—EEY B HED
SfR - Hik

HBRIRE IEUEFBL T SEENICZEHEER
BHEMS (C-MS) B#BIUEEANRETHS. HSP
70 BEFEHORIHEAIIEE 107 6, E2HATS -
7=, Kfmk &S/ DNA %\ PCR-RFLP &# %
F\a, HSP70-1, -2, —hom lZBWTIFENThHIEE
¥Bsr Bl, Pst], Neol W TFNENOBRETHEEE,
FNFNOLREBE —SBETHERE U, i, B
K, HLA R FEOoMEEZRMLE. —F, p2
adrenergic receptor 2B TIE, C-MS BFE 7 4, &
B BE 04 FITHRITET o/, FHEE nucleotide 46
(Arg 16 to Glyle T, BER D WIERBOLE
ATSAT—RT FL AT —RMA, PCRI
THEL, wild type ® homozygote, heterozygote,
mutant type ¢ homozygote 2iG7. TH 5 bEMKICHE
R, HLA RS EOMEERM L.

BR

MS BEFRUEEXBED HSP70 BT E2HOSME
Table 112579, genotype Wl allele frequency O
Til, MS BE-BEMRBFICETIRMo A FIZ, MS
BAFIIBNT, EEREK BBBLUMRIFRE HSPTO
BET2L - OMIZMERA -2 £z, B2 adrenergic
receptor BHEFERMOBAHITOWTIL, Table 21TR7.
b SOBEMH MS BE-BETREFICELRS, MS &
Bz B0T, EES, #8350 MRI FFR & HSP70
BEFEHEOMIZEEIISN .

R

SmEB Lt Lz, HSPTOBETEHMEMSIZDWL
Tix, “hE T, HSP70-2, -hom IZDWT, Canada
NEDOR|ENDS 0, TOHR, MS BE-BEHEET
genotype BIZFERENL2 <, HLA-DR2 % match &
BARNTHRICEREN D EREINTY S, T O,
SRR A DM L Tz promoter region OFHRIZD
WTORMN, Inly heBEIhTNLEN, ZE556%H
susceptibility gene @EREHEIED T ERER T TS
0, SEIFRALE, 4FE TRECHREDH S HSP70-2, -hom
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IZhnA, HSP70-1 DWW THMH LA, BEADT—F
TH I 5 HSP70 B F£ 81T susceptibility gene &
UTOREENES, BRERNOBEBOEEIMENEER
Ehfz. &7, B2 adrenergic receptor WEFEHMIZD
WTH, nucleotide 48 DEMIZDNTITI MS ~DEE ST
BaEEZIORNE ULALARIS, Table 37T LD,
[T HSP 70-2, -hom OBEGEFHEMN, ethnicity Ik
HDRECEBSTHD, MOBEFERIZBLTS
ethnicity CEBBWRTHELONS. PlEED, BXK
KEWTHEINTLISBEFEHUTS, BRAKLBLT
OBNNREERELEDRS.

xED

MS @ 55> BEERIE R12 HSP 70 B FH8 R UB2
adrenergic recoptor BAnFERABILR L T 2 alfEMIT
BnEEBIENSD,

SOk

1) FukazawaT. etal Association of vitamin Dreceptor
gene polymorphism with multiple sclerosis in Japanese. J
Neurol Sci 166: 47-52, 1999.

2) Niino M. etal. Vitamin D receptor gene polymorphism
in multiple sclerosis and the association with HLA class II
alleles. J Neurol Sci 177: 65-71, 2000,

3) Niino M. et al. Estrogen receptor gene polymorphism
in Japanese patients with multiple sclerosis. J Neurol Sci
179: :70-75, 2000.

4) Salvetti M. et al. T-lymphocyte reactivity to the
recombinant mycobacterial 65- and 70-kDa heat shock
proteins in multiple sclerosis. J Autoimmun 5: 691-702,
1992,

5) Keyser]J. etal. Astrocytes in multiple sclerosis lack
beta-2 adrenergic receptors. Neurology 53: 1628-1633,
1999,

6} Ramachandran S and Bell RB. Heat shock protein 70
gene polymorphisms and multiple sclerosis. Tissue
Antigens 46 140-141, 1995.

7y Cascinol. etal. HSP70-1 promoter region
polymorphism tested in three autoimmune diseases,
Immunogenetics 39: 291-293, 1994,
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Table 1. Distribution of HSP70 genotype in MS patients and healthy controls

Patients n=107 Controls n=82
Genotype (%) (%)
HSP70-1
*bl/*bl 82 (76.6%) 53 (64.6%)
*bl/*b2 21(19.6%) 26 (31.7%)
*H2/¥b2 4 (3.7%) 3(3.7%)
HSP70-2
11 13 (12.1%) 10(12.2%)
1/2 66 (61.7%) 45 (54.9%)
212 28 (26.2%) 27 (32.9%)
HSP70-hom
1/1 61(57.0%) 56 (68.3%)
1/2 44 (41.1%) 26(31.7%)
2/2 2 (1.9%) 0 (0.0%)

No significant differences were detected (P>0.05).

Table 2. Distribution of B2 adrenergic receptor genotype in MS patients and heaithy controls

Patients n=97 Controls n=5%4
Genotype (%) (%)
Genotype frequencies
WIW 22 (22.7%) 26 (27.7%)
WM 47 (48.5%) 4R (51.1%)
M/ M 28 (28.9%) 20 (21.3%)
Allele frequencies
w 91 (46.9%) 100 (53.2%)
M 103 (53.1%) 88 (46.8%)
W=wild type, M=mutant type
No significant differences were detected (P>0.05).
Table 3. HSP 70-2 and -hom gene polymorphisms
Ramachandran 8 et al. Cur cases
Tissue Antigens 1995;
46: 140-141.
MS patients Controls MS patients Controls
HSP 70-2 (Genotype frequencies}
1/1 26 (40.0%) 29 (48.3%) 13 (12.1%) 10 (12.2%)
1/2 31 (47.7%) 25 (41.7%) 66 (61.7%) 45 (54.9%)
212 8(12.3%) 6 (10.0%) 28 (26.2%) 27 (32.9%)
HSP 70-hom (Genotype frequencies)
1/1 1(1.7%) 4 (6.5%) 61 {57.0%) 56 (68.3%)
1/2 28 (47.5%) 32 (38.7%) 44 (41.1%) 26 (31.7%)
2/2 30 (50.8%) 35(54.8%) 2(1.9%) 0{0.0%)
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B MmY = =TV
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fnatural killer (NKHiRRSIERBOHMICH Z &%
BB LTEREN. LAHL, EBOMSTONK
MR O BB REREICIR R > Tz,
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AiE
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BEERESIZ3 s ALA ESERICEMEM 2 < REmEH
FORGEZTTRNEE.
2. purification of NK cells and generation of NK
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negative selectiont: T#& 7. NKI,NK2# i3 Peritt
SOAE@QITERNL TEHLE. BHEI AKX
NK1,NK2# R IZ T# i & PMA/ionomycinF#E Fi2
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3.flowceytometry
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M RRE O 5 IZPMA/lonomycin $i 8 385 FS51# 12

VRS - MR S 5 — BT e A LD

iv: J- A1)

B MSTIINKRRE DIL-5 0B £ R UACDOSBENK@RR L T 5

:twsznna IL-5 IL-12Rp2 IFNY  IFNy
00 %

LS
s
2

P<om
=l PO O

1
I3 -
1006
1

T e

I

T -

o o -

s ] B

Pelative quantity of mAN

| —
s 7 MS HS OND oAl

o
HS MS HS MS HS MS &) M3 SRUELE
HS R
OND ; RONERE
Ol AMBERBKE

brefeldin AZ&M, & 5IZ3MMEEEREREERE R
CEBLRBETOY ML > ORABZETH .
4.RT-PCR for cytokine measurement

IFNy, IL-5, ILIZ2RB2DF BMRT-PCRO =i
#HcDNAE B-actin TH E S 1, SYBR-GEZ A WL/
LightCycleri» A5 L TEBI M.

#HRBLUZR
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B3 NK2@HETRIROIFNES 20H L T3

CD56(-)lymphocyte
T with NK1 T with NK2 T alone

A0 71%

jﬁ; |

11.52%

IFNy >

0.93%

iL-4

CcD3
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FREER I E TR R LRERRE LT T ERIDREER -
BEMBRAALCHI I TRIEEE 2 OAMELT,

o I EE 7 FE RS RBITEIC LT RRO R
BT 2 EFIERERL, TOEEF MR TS THRELL Y,
22T FEIRMARR S AM LD IR FAIEE L B
I TARIEEE IOANELT,

—%. b 7 S E RPUEBEEH Tl —AXTE
Biioxtd 3 gE PUERAENT FEIBEREERFD 34
BOBRETHHIENE, FEREEDNT M — R BDEEE
FLRNBARHERAEELCVA, &5i2 AD 2BV THE
7R B =7 %3 (staphylococcal enterotoxin;
SE) 3, AD OHERRET L&, AD BEDH 80%T SE frR
9 IgE BEEED, T2 T AM T SE 7 #EI R85
FIREEERAL, SnOORRER T ERFLLTE
AL TV BTSSP HASMITIILEE 4 DERLL
7

® ® - A &

L EEEFREOSEST

IR 364 RERR., SR FEBEAE 104 FEERlo T
—HAZREITL., ERLEAIS VTR R SR RS
1TV KT 55 AER bl 7o,
) IFEEERTE TR R B AR

MBI EEAFEREICTURIIA S0 T EH(R),
TN BRMIERY o TERS I ZO 4R (R
Y ETE, 2377 4 EREAR) O R A E LB e
BESRITLRE, 3722 B, TS %84 gE, Mg

DU R AR R R
D EMES AN EEAE R

BRHTX?  HRE

FRELGARE R IZHT D 1gC HEERIELT,
3) 7 #EE S R BITECLSERR I B AR
BRER A EE R TR, RETL A — 2R SE, FEhT
FIRHEIT T,
4)SEA /SER ¥ R0 leB, 7RI IgG, 1B SUEDHEIE

AM 24 FAD &6 11 5, JESHHF 13 F1), 1E IgE A
#p8tZ% (normolgEaemic myelitis; NM) 12 {5, Poser &003EHE
LRI REER SR LEMS) 28 # (5 1gE i
B 4 7, IE IsE MAERE 24 #) . BFEMEHC 3 HI(F gE
MmAERE 11 {4l IE IgE MAERE 23 ) 2% BI7 AlaSTAT HhiZ
$9 SEA BT SEB (Zx4 A iE s R IgE FEERIEL .
AM 23 A (AD &4 11 {5l 2EE0F 12 #) , NMI12 {7, MS 28
51| (75 1aE MERE 4 {5, 1F [gE MIERE 24 7)) . HC 21 5 (7 1gE
mEER 10 fl, F [gE mAEEE 1L 7)) %28l ELISA i,
AlaSTAT $EIZEN 7 Y [EI R RAY G, [ FUAERIELT,

#w R

1) MEERNEL 192 HEER (52.7%) . M4AhEL- WBEALAL 53 Mdk
(5108 JNREA 2T, EFIOBEEENEN 21 K
B 26 FEM, 4 HERY- 4 AEMIET, &5 30 AEFIT REC
RATWBI LRSS o, 20 30 EREThETIIR
KCRRERLT= 55 JEMIELLBRL 77 A%, SEIR, WASERAL. s
LUBEET —#TTR—Th -7,

2) TR 40.0 5% (26-53 5%) . BB, 56 1 FlH3 8-32 miE
TF M — MR OB AN, BAETLAX MRS
TLAFE—HEAKIZRE, U 1| FINEREIZRE, o 5
FUITBABA W T LA F —RBOMIEII 2t -1z, IET 4
[ 1gG FfiZMlEL 2 42 5 Hld 2 FIGER] 1, 6) THRIET
Iotm s, 7HE R R B TEI L~ BEEETHD, F009)
5IEE] 1 12T Albendazole (ZLAIEFEETToT=05, ERACHER
DWBEERDIED T, I RE g6 FARTRIEL L,
5 il 1 BT T EREIRRIE D). 6 5.7 &
BR< 5 BIHICR IgE MAELY =5RE oF 4380, T
P A R B AT RS RIS A 7 T, BB R
VO E B4R, MERE, EEELIZ T U Eko
BEAEIh, CD4, CD8 O&E R ATV AIER 1,2
TRV GLmMFEEIZIE CD8 B T Mz, Chd
BBME T MRS T B B IS4 R, HEMIZIE CD8
BB T B0 70 h S BGO T, JEM) 6 OF CHATEEER IR E%
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SE 1 2 3 4 5 6 ?
EMTE M 44/M 390 26/ 37/M 53/M a4/
T hE—tEkR "L T E—tE A (8-32) wL TEWE (R#E) L L kL
FLLF— s, R (RE)
AR 1E (W/mI) 782 647 550 690 200 160 57
SR EE + + + + - + -
Il 75 BRI g6tk + REBAT - LT - + -
MR R B goia ik - LT - T + - -
FARI EFALER 3. 8% 1.0% 1022/ u | 12, 4% 2.0% 12, 5% 0. 2%
WMRAE K GRES S MU TOREER Thé-7 L= LG ELHED TEROER  EBUTO HiTEHR
WIRREBIZ A7 13 T DA ARER REER SRS
MR (MR1) C1-4 Th4-35 Th? [H] ¢1-2 c4-5 Th4-8
hamEn
ERER + +++ + + +++ +++ +
EHRORE + + + + + + +
WA + + + + + + +
B AL - - - - - + -
Fre— ?rE— FE— Pht— {A@EH? 7t~ Q|
R EE OB A RO, 27,
3 FEF 1L 22 B, AR 2 0 27 Aok, LWThb gL
SHLOERELFTe, FEFLTER 1 F 8 AEA EEOE E =

IREEMEMEIL ., 10 AELVEMESLL T ORBER T2EE,
BWEETX 12 AEL0EL, MEMEBR LR 12 € 1
A ESEITE Lhermitte UBBHEOI TloT, EF
2 E MR Lhermitte #{EE A 20A0OLTH-T,
MRE L, SEH] 1 iL C7-Thl 42, GER 2 1R FER-C4 2 T2

e SIRE RO, AR =0 MBS RETBOT, MikiRE £,

JEM | G A RER 6720 /mm’, 438K 7%, IgE 155 [U/mI T,
FEM] 2 TIXBMLER 5740 /mm?, FFEEER 16.0%, 1gE 405 [U/ml
T, BEHRILAEA LIS 7 /mm’ TLFBEER 10%, &
19 65 mg/d] THY, FEF] 2 (T 7 /mm® TLEEER 10%,
EH 34 mgd Thoto, EF 1, 2 LLEPICRIFEERD T,
miEBLCHEED -7 FEREEIC)SE (TR OD.
B 1.0 LLE) 2384, 7 AR BRBITIC TR L0
foo EML 1,2 &bi2 Albendazole FHE-H1T\, fEIR, HE
R U MRI DRELFROHT,

4) AM BETIL, SEA BLUNSEB £RH gE ffkffil LU
EIEMEERA HC, MS, 2L T NM B LA BIZEETH-
fo( Pt pe0.01), AM TilfiF 4 1gE {E& SEA/SEB &
- R E EORICE B MR, 4 =% R 4 #
& SEA/SEB B8 H) RE (HORI /B ERREn ehoTr,
7 & m 1gG/IgE TS SR AM BE 39.1%/73.6%, NM B
8.3%/0.0%, MS B 17.9%/7.1%, HC ¥ 4.8%/14.3%& AM BT
N7 HC BEVABICH T FEIS 1gG, IgE buEiGRsE
[ETH T (p<0.05 / p<0.01), Ll igC FridfEixamt o
R BITIE G L LIEETHY, RIS EOLBARE D1 3
AT Albendazole O 551T-o1285, BREEEREROSEL LD

SEFERE L. FIFF—OEKAFEE 5T —
HEHLDEEMICTFETAI LRSS N, £R L. 17
BEERMEFRER AR 7 Fld 5 Pl T e —FHEOME S
PRIgEENI, Flo 7 b — R OB ER FLL T T
rh¥i, FTEEIRRBE~ORBRELLN, —H, 7Y
Bl (ZiEREh i FL i — Al )7 FE R g BB ITELC
LEHFTRHEROLE B THEMOGENRSSLE T, 0k
Sl Cit, M KE 3 FLLAEE LSS T, LAFRME
Bis I T ESER A 43R A EIR 1gC MENEEL LD
DOHFFHETED,

%
REFHOFHROBIZ, T — R FRIRMYE
FRERSFET D,

M OB
BEEREAL IR R LB A I ES
WELET,

X ™
1) Kira et al. ] Neurol Sei 148:199-203, 1997.
2) Kira et al. ] Neurc Neurosurg Psychiatry 64: 676-679,
1998,
3) Kikuchi et al. ] Neurol Sci 2000 (in press).
4} Oscegawa et al. ] Neurol Neurosurg Psychiatry 70; 265-
266, 2000.
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AT+ A7 b —HER - FHRARERFOREE ¥ — - GEHEERE LD
BEE - FUR T L X —EERAORE

WEE Y, ENE, FRE—

B #

FELHT PR (atopic dermatitis: AD} 35817 L.
BIIEHRARETDRECTELREL, 7 Mt
# (atopic myelitis; AM) &\ 9 Bl /pEBEAIEEELTY
L AM TSR RIEE AR ONEETHD, —
F. MRTHEBCSE WA (bronchial asthma: BA) O{E
I AMREOMBESMFE L B3 5K ) & (FEIKAHE
%) BROOFFHEAS, asthmatic amyotrophy (Hopkins fEfRRE) & L
THRGN TS, FAE GIEAAEREBEORRAY] 2 EFI% 10T
B|EL Y IOZSIETTST Y HRBOERIZL
O BBEE D SF - B R B R TET D, £ TR
Ehid, & gE MEE 7 LT RN eE 2k E
B 51 oW TERITE AT R —tERB L FHEE S —
Vo ISR E L OES AL NITH I B0
E L7,

—%. FUURILUBERREI R TS — M LR &R
TIBEETH Y. Hopkins FEBHFHE. FHiTAESH == —
o UMREEENE, MRE b, EETATERH RIS ORI R
LTEEMOFELFRO 6N E T E0E, BlETFORRS
DBEZLENT VD, SRFIOFBATRA bt MEREED
RSN THDH, RS FIEEORMRL IR -TE
V. TOEREBESFIITHRTHL, TITRELE, &
FEC M MBI S I AET L L F—200%F 15 51 5 e
A& L, RUTEH L7 FPILFRERE 6 o o0 TT b e
ROBEEERLINITEI S EE_0BRME LT,

w &% -F &
1) @& IgE MAEMEFTRI T 2R
FHEIIE IgE MAE & 7 L4 R RN [ {9 FHR R
Bk 5L fH, SEiT+57 FE—EROBRIZLVESTL, #
BEERPTR, ERATR. ERAEFEPNRF RO OHEXNSH
B2 0 & o REC L 0 FhEERE LT,
2) ELFRiCIsiT Higat
1998 4E 9 ANS 2001 &1 A 3 TIT YR TSR L 7= LR
B 6 Flh R L, T LN —0BERE L £ OEREC
DVWTRIEE Lz, MERE LT, MRS SR e 528 LA
BEMCIEE Tih-7 81 FlEHV, LRFLREE 6 H

VHN R AR

b2V T, ELISA #EC THMiE4 IgF {#% . AlaSTAT i&IZT7F
L& KR 1gE A RIE L. R 82 il & Heiat
Lz, Efz, HIEGYGEARERDOFIF 5 FllzonT,
/MR EOAREFE 1o SEF (CD23) BHRBE 7 o—F
A FAFY—ERCTRIET 3 & & bio, FeEEE, B
T U A FHEOFEI VTR LT,

#w R
1) & 1gE MAEEERR IS 2E & 1)

AD FEITEHT. RET ¥ — (BA 7 ATk
allergic rhinitis: AR) FATEECIL L, EERE (p<0.05) DA
EBASICE, MMM (p<0.05). EEHFRE (p<0.01).
BEREBEE (p<0.05) OEERREICE ST, BA KT
BHT AD S1TRECH L. BE - SR EOEEL AR E D -
= {(p<0.01), FATT BT LAF—ERERDEVEET AD
SATREIZEE L, [EESIRR (p<0.05). BEMERREE (p<0.01)
OHEAARICEL, TiERG, 3B (p001) SFEEI
Pred, JagE (p<0.01) BEEIZEH T,

2) Tz AT (E2)

T BRREIZHE L. AR (67%% 13.6%, p<0.01) & BA
(33.6%%! 4.9%. p<0.05) OEEEFE (RBEHOGHESTN
OEENFEILE -, £, TUVAX—RBOREES
FE TR LA BICm T (83%%F 17.3%,
p<0.001), FILFE CIIEERMEIZL, Yres e ¥ =4
B 1gE R (100%%F 31.7%, p<001) L=Fbades
=HERA IgE B (100%3% 30.5%, p<0.01) BEERILAEC,
£, & Igk MIEOHEESEVERIZH -7 (50%xt 20.7%,
p=0.0987), % LB EILA 5 flizdst vC i M _Eod CD23
REEE (177290%) bk, @EHE (=10: 772200 it
DFRERBEE (=21 83152%) W LABICEETH-
= (FhFR p0l, p<001), FHEREIIRE LS S
BB TIRIE FA > 7 U A FHERS 1T 1gM 245 GM1

TR E B I- OB TH T,

#* B
AD RFEITHROTHRIL. BEEREET> e L, ##F
HEEE - L TOERREL S -~ T HEE T, RS TTEDL
FETLLONKES Thof, —77. BA R AR @& 95742
FIET LKA T3 2H MR T, SRR LAE



