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MAEER

AT NTCR ZHMT ARG E LT, CD1d M5 NKT HIIBOBEIGEA TSN, BT 2N
U7k AVI9-AI33 TCR 7778 (b b Va7.2-Ja33) 2RET 2 THROFEEMNELSHIZEN, "8
DO NKTHIE”E L THEEENTWS, Lo nETlc, SHEEBE (multiple sclerosis, MS) DI &R
REBRBBEEICIBWT, 12N 7>k Va7.2-Ja33 TCR ORENBROH ONDZ I LE2RL, HERERED—
REESEER THRE TS DI ERM L. FEEIR. YDA AVI-AI33 TCRI VT iz BFHAESRT
BRI VATV IRIATIE. MS O EF )N EAE OREIMHINBIEERLE, PSR
w2 AT, BYERE MOG T2 BERBREEZNTHEL, Th2 BHEOERNHLMTHo . 12
NU7 >k AVI9-AJ33T MEASEREZEICES T, BEREOHBICBWTHEELRGEH 2R THEMRT

HBIENREENT.

A EHR

AU F7 b TCR 2RBET 2R EHEE L T,
CD1d #5itE NKT fllg DZEANEA TWE N, B
ANNYFMAVIO-AI33 TCRFN 778 (Ek
Va7.2-Ja3l) 2HET2 THREOFEENRTEBEEZNT
W5, Lantz 53, FEHEMS MHC 7 S X I HARET
$»35 MRl HTFICHEINZZ &P, BEEREEER
ENWZEEBESMIL., HEEREOHEICEER
EEERLTHREEERE L2 (Nature 422: 164,
2003). /=, BAEERSIE. oMM CDId /v
Z 7 b Zh¥kO NK 8B TH#HIEN 7Y K—7
DELBEEEREDHB I EERL, B0 NKT #ii2E
H&ELTBBEIREZEERELTVS, &1 £
SMFE(LEE (multiple sclerosis, MS) OR4EREIEDE
BERZIZBNT, 1 2N 7 b Va7.2-Ja33 TCR
ORENREHESNDZZ &E2RL. BCRERED—E
FHIEBELTHIR THSA[REE 2B L7 (les et
al. Int. Immunol. 16: 223-230, 2004), LA L. MR1
A THIREN, REREICEOLS TS T 5,
oMz Tz, FWERTIE. GHIZL-oTE
Blxhif- AV19-AJ33 7I77 TCR b5 ATz =
w2 A, BLUGifilanizckd MRl /w27
reoZ2EFAL. EAE OFHicHid 3 MR1 3R
THREOESEZRHNT S,

BHIR 5 ik

BHELLD . B6ERDAVII-AIZZ NS AV
wITIABLIVCDIdKOBWRDOR M AV 2
w I RIJADRMERV), J0=Z—& LTIV,
B6 W HRDMRL /w77 U MY, Gilfillanf#t XD A
FL7Z EAER5E£7040 2T PaN2 bERR
L7z MOG35-55 R7F ROEEIck D, BiEOI&
<EHLE, BER 10 BEOMEY >/ HifRZE R
BL. MOG35-55 R/ F RTHIEL . Thymidine @
FOASIC X O MRBAERISERE L. £, EEE
HPDYA M1 iRE%E, ELISA BXUCBA &I
S DHELE,.
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C. B eis 5

DELZMPCREICED . FRBLUVERIZBIT 51>
N TF 2 TCRMRNA OREZBZL.TCR b5 >
AV IRITANBITBLRIT M TCR @
BERBEEEDRLE, 2) DEIWCEAE OEHERLT
Sl FOFR . FERMBG v AL L UBS littermate




T, #hEn£f (10/10) TEAE 52 B (Y
— 2B EAE 237 3.0) 8. — 4. B6 BEROMS
VAV IUATREER13FATI0FICEE
D, P—ZEOEAE A7 13# 1.0 &. EAE 0#]
FAR S/, £, CD1d Tt NKT %R
T35 CDld REITAIKBWTH, BERBKROBER
(TCR S ATz wIiTHITS EAE MED M5
5z, 3) BIEY 2 /NERD MOG35-55 X7 F Bizxt
THAEBRIGIZDWTI], FSATP IR
ERBIYTATENRRSNS, P AP rZwIv
AR BITD EAE OMENE. BiE T SigoiiE0m
ML 2D TREVWETERELE. 4 BELEFEPOY
AhHABEIZDWTIE, PSR zow Ty
AlcBia4EEY A b4 2 (IFN-gamma. 1L-2
BELUTNF-alpha) EEOEHEOMENRE S,

DEE

Lantz 513, MR1 #5#% THIROBHENLEEID.
mucosal associated invariant T cells (MAIT) & MEF5

THZEEBLTWS, LhL., Hald, Bt
CREEAEL, EDEWRETHRERHEZEY Y 5400
THHEHBLTE:., SEDO—HDOHERMS, MRI
HSRME T RIS Th 1 SO SKIEMS 1 -1 VEE

#iMH L. EAE &5 &SI 7=,

E#53

Thl HEOHET HECRHERE EAE BT, 1
>IXUT b AVI9-AI33T Hfa HilisHA & LTl
LT EMREN. FRHERMEEREEZICRST, B2
REOHWCBNTOEELREZRICT T LAXKIF
ENnd.
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EEFGHREMAREN S (@R RBIRARTFH)
SEPFRREE

MRL/Mp-Fas» v U AR B SHEREETh1 HRRD 7 FXx—3a Y RETHA
-BEFAEONP B SHACRBETERV Y7y — it oRE-

SEHRE  ZHF fi
BhRE  EH BR
s hax HMAFERFRESHER AREMHE EREES

MRER
bRHNITEWKY T, SLE OEFNEMTH S MRL/Mp-Fas®™ (MRL/Ipr) <D AIZBT
HHCKETh 70— 2AWETHIRD 7 FF:—2 3 L OFHME ML TE /. FEEX
TIZHL dsDNA FiEELEEN—TABREEIIEE T2 2R GE CD4tepThl 70— 2/
(dnaS1) @& Fxr—aick D MRL/Ipr /U AN — T ZAFENEEL L. il dsDNA
REOLRAMEE NG Z & 2RELLN, TORENERFOVEDELTI I F VAR
W BHE (AT« 351 THE) OFEEHRALE. BRBIORA T 51 THiFR
dna51 @ T#ifa L+ 7% —CDR3 (TCR-CDR3) &KL, 70— dna5l % RANZEEH
LTWwW. ¥£7#i dnab1 TCR-CDR3 Hifkid., NMERRMABOGFEET T dnadl DMBFEZEMH
L. BEKIME THRNHETH /2. TOH dnadl TCR-CDR3 Hifkid, @EACHEUY D
IFEECHLUBERER (EHEXYFITM—FT A, BEE. SREHR/REHGR) BETH
EHE L, E5IZSLE BEF D 44% (16 il 7 §) TIE OHEME A DNA Hi % SLEDAI
LEOHEBAERLE. SH%IOIIRMEEECHAENECRERBIIEAD2EEERNTS

BEVPHD.

A. HARE®

e/ FI h—F A (BT SLE) 13, #4
OMBEHREDOEEEN - TABTRPOERRZE
REEASARICIARELZFMETS. Ben-Nun
& Cohen 513 myelin basic protein (MBP) %
Hie THIREAMKRZ IGTERST A b1

MBUTHRERLER T ATRELTE< L,

FTOHEMBPRETHE I NS ERE CABEER
filEse (EAE) OREMNMME DI LZ2RAL
U, THR7IFR—a2 &L THELE.
BEEFTN—TAETNITVRACBITLEER
HTAREMWED I FR—a X O|ERSD
%M, EAE OXDICHTCHERBED O—2
ERWED D FF— 3 yOBIEZL.
bhbNIEREIET, BHRBH LL—T

ZAHCHEREETHRD 7 FRr— 3 2ick
N, MRL/lpr <7 Rl BT s N— T ABF LI
DOFEERERLUTEE. TS ICTOREREERF
ELT ) UoFrERIzHT MG (T
dna51 TCR-CDR3 ¥ifk) D#EHE, 2) vy F>
RNV TS 5 BHERKOEDS, E5I123) 7
UF BB EETHEROEEE2EE L. &5
RORKEANIIZOL S ZECREREOHH
VAT LAEBREREZECBWTHEETAIET
HD. £ TEHEEERH dnadl TCR-CDR3 #i
UHBEFEERE, Ri2alT Vs —FTA
(SLE) BB TROL NS NENEMEERL L.
B. BARAE

SLE 58 ffl. SSc (3&EzfE) 37 #l. PM/DM (%
RUEE R/ BRIEEHR) 41 i, MCTD GE&:E



HH#9%) 14 7, RA (B&EVU<F) 31 f
EX{ELE. Eh@EEA4FAEI RO
ELUJ. miEi 100 fEERL. MRL/Ipr < A
HE K Thl 7 0— > dna51 ® TCR-CDR3
DEHLATF K (dnab1l TCR-CDR3) % E#{k
L7z ELISA TR F RiFZERIE L.

7= SLEDAI BERZ RO < Eb 2 A
ENREINTVAEREIIDOWTIE, $l dnasl
TCR-CDR3 Hifk(li & # dsDNA Hifkifids Wit
SLEDAI 0 #HIEE®E~~. 2B dnadl
TCR-CDR3 ¥ithH L Ui dsDNA Hifkld. &H
filifm 4 M7 2 W TERL L.

(REEA~OERE)

BEMBIINWTIR. BECAFCHET G
SIICAVWS CEETRENCEEMFEOSHZE
HERLE.

C. BIE#R
SRRV TFHEBREENERICBT D4
dnabl TCR-CDR3 ¥yifAZBELEZ S, 88
A+ RA, MCTD Bzl L SLE. SSc. PM/DM
BEHETRAEBCEHETH A MCTD & RA
TREZEDR»P-R (H1). ZEEFAOFE
BE+2SD 2y hFAT7EELEHE,. SLE
(66%). SSc (46%). PM/DM (49%) Tri
EIZERH LN, RA (19%) & MCTD (14%) i
BLEREEZRD. $XTO SLE BERKIC
2 TH dna51 TCR-CDR3 #i#&ffi & £ dsDNA
iRl OFREZ RN FERESE LR
BOFESHEIIED M- .
RBEENICHFEZFIRTE SLE BF 16
FIOSE 7 H (44%) TH dsDNA Hik{l & 41
dnabl TCR-CDR3 @A DOHEERLE
(2).

D. E&R
bR bIUIFWMFI ORI, in vitro TH DNA
HithoELEZ2F L TCRe#HIZENWET X/
B %&% CD4*Vps.3*Thl #O—> dna51 #
MRL/lpr = AN S HEEL, ThEMH
HEHODBEATHIET (BAZO—%
i-dna5l1 &M LK) MRL/Ipr ¥ AZBIT5
MiEH 41 DNA FUEREO LR VM & ., BEE
(REESHREREKETR) MFELTDH &%
RUTER. EETORERE#FIIBEAIO—
> dnabl ERILCERBY—A—%2F TS
CD4*Vp8.3+ THIfA & BHIfA B DA A5 L
T I &R EEEOEMFEIITBNT,
A 0—2 dnabl ® CDR3 D7 I /ERFI%
REOICIERTSIE (BEHE) THEH
dnabl TCR-CDR3 HiEMFEINZ L E2R
WL, ZNHMAPC FETICHBIT S dnabl DI
HERET HMEEORATH DI I EERLE.
S ICAERE. BIRANE b2 B T F s
BEREEmMBEFICLBH SN, I SLE. SSc.
PM/DM TRHEETHS Z 2R LA BEIL D,
BEANDEFRIZIT TCRpEHO—HizXT2EHE
FUEMTFEL., FOHMEL SLE © RA BEITH
WTEDEHETHA2IENFHEINTWAS. L
PLENSONGRREGT 25FMBEZIIDON
THARAT, TOREOHEEILDWTHHENAIN
T, RS 5l dnabl TCR-CDR3
NENBEBRICBWTRERHESYOMRERL
TWEDONERNDLENHD.

HERFENWT &2, —8D SLE BFICBWTH
dna51 TCR-CDR3 HifkffiAt, Hidna51 Fifkil
BH U SLEDAT &#HRAL T, BERSRY
BOCABEERTHI2EEMEAEERET.
HLA-DR3 *HEHRENRHTEFLIY L
7 —HiE (B AchR idF) OEAICBETS
Vps.1l BB THIRICH T 5HE289 32881
BEOERBEEENETIZLHEINRTNS,
#1 dna51 TCR-CDRS3 ¥kt SLE iz BW TR
DT =N —=FHITENEGERFMNHBETD
3. ZORDICIBET. £ FBEHESE (B2



SLE) izBW T, dnabl &FEHOMBNEEL.
EREFEDEEHELTEOEELIRDEND
M Elinvitro iZBWTEENFFICES 5Hh
ERENBEREE T MREEHEET IR
PHBTHILEMNBATH 3.

E. %%

MRL/Ipr k7 ATEBHONZBERBE T #ia
NHEEOESHENEERBEME THLED S
hrz.
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G. HBIFEHEDHEE - BUFIRE
2L

1. 258U FERBEE MIFEPDH dnabl TCR-CDR3 $ifk{fi (k)
Fi dnabl TCR-CDR3 fifkid. f@% A, MCTD, RA B#iCtbL. SLE, SSc. PM/DM BEFMiERT
B TH o, 7L SLE & SSc $5WiE PM/DM ETHEZIIED M-/, o SHIEM

¥ozmRY. *P<0.001

¥ 2. #1 dna51 TCR-CDR3 Hi#:1fi & #i dsDNA Fi#ffid 5 W id SLEDAI & 04 (T)

16 i SLE BEDO S5, 7 #) (44%) TH dnabl TCR-CDRS Hifkffi & fii dsDNA HifkmA A DI
BaRLE. £Ths DME TI3H dna51 TCR-CDR3 HifkEA T A{EIZE 5 & & Hic SLEDALIE
BFLTWE RE2HAEEICRT. LhL—FTHO5H (31%) TidHidnabl TCR-CDRS ik
fEE M dsDNA MAEMITECHEZERL, 44 (25%) TIIERE Al
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SEHFRE  hE

Th (BEKE e

MAEE

RV DTFOMBICDWTIIRETHZENE WA, BEAEEGP 1 It T 2GS THL %Y
TEHILENIVATHENIR-TRS, BARAFZARABECIBLWTHGP | K2R T58EMS
WZEEMASMIZLTERMN, INSEMGP I HAKROBEDRBEEOFEZALSMIL., REKRGEORTIR
DAAZZTLIZDWBWTERLTOBL, $EAGP i S 2T 8 AEBBRE0ORB R 2O Y
DERATHEBER IS Stk HIBBEEORREE2H T,

ABTRBE®

ME) U<F (RA) RBEHENSVWEHCREER
TH2H, TORBIZDWTREETAEZANSZ L,
T4 I3RS REFF glucose-6-phosphate isomerase (G P
1) THT2RELENEETHRERERERETS &
ERSMILTE ., £l ZOGP I ik aig
HRIZTESIERITONMNIDVTHHEAIZBASHIC
LTETHEY., NEOHERERE TOMRRBRIE b
THLEETHLSIEMHHL TS, RABETIOD
MENEHE TR NI Z LT TIREEZATYL
5%, MO EFNGP IEHZHWTITS
B2 DML T, Schaller SM|/E L EHEL DITIE
WAt BERBEBICZ<ERLTBD, BETHTH
ADONGP 1 HIFMBIEEZHIEL TWDS, FITR
ABREBIHBISGP I MEEENMEHXOREE. ¥+
O ORAEENE LTI ZED D,
FHFETIE, 1) & MAGPI R E FeyLE 7 —D
BEFEZREONE 2) GP SFIZTHERIIBY
DABBMBD AN I LM EE bAQIEEEBRH &
T35,

B SR Ik

1) EbTT 74254 —DEENRIBRVEILT
A ZALBTTIZAEZNTNS 2 DOHMME Feylt
7% — (FeyRllla— 1 5 8V/F, FeyRlla-1 3 1H/R) Iz
HEBL. TORVYENT 4 Xh% RFLP 2 A WNTH
BRI LE, HBEULTIT72ADRA (9519 AN
i GPLIAUAISIE) . 145 ADHS (55 7 AMHL GPL T
IBtE) OF J LEITEB IRk,

2)DBA/I SUAIZ3 00 g ®VIaVEF P
GPI-GSTREBHIFEZREL. HBELT1I00 g DG
STERZRELZDBA/I YA, RUSRE7Van
P THEIEOGPI &85 % L7 C57/BL6 T AEANWT
BB RORERT ZITof. E-EBSMICREE, 12
. B, B, BETFRICOWTHRS L. FOPIH

FEHIZTDOWTHRBITEIT>/. 3) GPIHETYR
OREETI L PO T AORKEERBNT, 774
AR ZHDGeneChi p THERITLE.
(BGEE~ORE)

BMNICE FOMRERET D, BEEOF v
(HBs#ilE, HCV#Hi¥k, HTL V-1 §ifk, D)
ZLTW3, £k, BREOMRMLZEEZEICE
BETHENIERIIRSE D DOAN VBRSNS B
. THARHEE, EHREEEOERELZEERLZ
BMEATELSEHBEAL, MELTWEFTBLS5EET
5, ARKFOEOKRBIFNREERIIT TIRIE S
THHD MECHAX. FERZ2ELRAEEZE TV,

CHE#E

) MCPIHERBEHS TR T ATRTET I =52
—DFFN]1 5 8F DHRETH-, —FH. Hi GPIHE
BTE RA BBETIZ1 5 8V 2 0BEMN 6 B THD.
FEEZD>THREENE (p=0. 0298), — K
PLGPHAKEEERED RAHS O l#rTliEMED S i
Nolc. 2)GPI ZRAEA L DBA/1 v ATt 3 M7
BE THERMNFEHINM~, UiU. 65T 2HRELE
DBA/1 R 7R, RUBIET ZanN N E2RWTGPI %
EETHERUATRHRBESE ORI <Tddh
Mhaft, GPIRETIADEAEOE, Mo
BEMITIcBWTHBHoAZEENEADONT., OF
ROMRLRDONAEMNo, 3) GPIHRETTR
DEIFICBWTERRTAEETEVLSOMEAEEN.
ZORIII T AFORIOPADMLGEMEHRETFEL
TEENTW =,

D.#ZE% EiEwH
AFEAIZBWT FeyRllla- 1 5 8F iIRIET R A D
PFARFTHBeREMENTS N, £/, EFGP
1 2RE L THEXNIBHREFIVNES Mz T,
EDETIIZBWTD FeyRIll
DRBEEENRDEND I LD, FegRNISFOFHIH
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