EEyBRrMAR#ENE RERENFHASER)
SEMARESE

THIfL 77 —BEFHE AL D REEH DR RBFRE DR

SHEERE LA —E

RHAPRERELFARNT LV E— ) 0oFs Hig

MREBE BLOoARSRBRE0LARNTEHEECLUER L QW 2NRREN THEOREIGEE ) 7LY A L
TEHZ, FOTHIRL 7y —DBEETHEHREZER L. ER ) IKCERTEAL, T5ICHEEERR
FHAINT2EMERLE Uk, UEAREN THREEED X7 AL 3 RIGEREDOMAED - » OAEH
KhiTor. BARTIE, BHICEANTERL TV DREERETHRO. 1 >OMROFTTHERL T3 2
SOTHMEL 7S — (o pHH) DE2EDNAZIO—=2 7T 3D OEMEEFEMEIZ DWW THRET Uiz,

A TFHREK
RKFEOBKIZ, RO T TICHEILLT
WahTHilsZ o2 %4 7mHEEZHANWT, Y
PYFMEREEDLEFINEWORER Y
CEBELTWA2HRFREXNTHER I D—2 @
Rk, ZCHPS5FEMULEDED RNA 25
mBELE-LT, BEEEYELI SN 20—
W2o2WT, FO—20HKRTHEbLATWS T
WLy —0 o, pHEHOEAOEER
FlOLBEHEE2BIHEME, Fhor2EHL>D
Dy NBRIIBEGEFEALNMRAREMS 2 58
T2 LEEIC, YA PAhSLREMFX
NO2HWEBGFLHEATEIRI I — B
VT BZIETH B,
AMETHELEBEL T W DM 68
Chhif, T2 Bhrok1) v
REHMKELRDY, AEFHEETIZLLDE
BTOHFASENBERECOATRRZ, &
HTERLEBEMCRZ - EX %,

B. ffX A&

BELr 722603270k, MTOE
W TH2, AEERBEEFOEBRATHEME
Th|ERVICERLTWD THiRI OD—
PRY L. FOoMBETCEDRTWLWS THEL
7y —D a, PHEDOLEE DNAKHEERS
L. L O ANZARTZY—ZHABAL,
ZhiZld RT-PCR/SSCP iz X a7/ 4% 4
IH e E-HROBEEA VWD, Th 5
OTHIBL LYY —BEFE2RETZ2BEREM
Lrom A NVARZY—RERL, V2R
ORMRICEBERFRATSIIET, fiREK
BEWTHREL 7Y —2BEHEEL, BT

DTHBICMEIEOY A bAoA i KGR
O FREETLIEERTFEEAL. MUK
HENEENTHREBET S, RICZ0HM
BAEEGARAIZBATZ LT, HABEDN
GBMEELREL, ABEBICINL THRK
MBEREHEARXKDIZILEEDPD S,
YO —D20Miad>s 2 oD RL D IE
TFEREERITIIZIHER, BEECRLD
MEETCRITHEBBORXI N, B —# o8
EEHFLELTHEBMEWMEEILILDDH %,
REBRCOHAICEAED T, BEBIZ 1
DHE,LERLE2ODDOTHEL 275 —
¢cDNAS P2 HEBENRETHL I L E R
?%5&%??‘37:’_0

C. HEHER

SEOEBROBHICIEF., 7V rRRYE
GEBEEAXRICLZTHEB  O— 0 OEHEL
EMEHTZ2LEDHINOT. YU RXDHIVA
BINEETNVEAWE,CTLOZE P —7 &
WE L TW3 PISIIIB A 7F F2 &R
NIVAL.ZHTBALB/c Y ARG BL =,
GEIhE Y20 BARZABENT
BERBBLEELZA, CTLIEMEZRLU-HMEE
AT THEESZD—FNICEBELTNWSE 2
LEBERLE, EHICI0EETEICMEDA
TWATHBEL 7Yy —DOVEHO IS,
Va2, & VBT &2EIRL =, KRIZZ DWW HH
BHol1l->oMREICERBL. a8REE 2L
V—F =X ZHE M58 & RT-PCR &
LD, FIUERBLTWS THRERL TS
—Daffi. pEEID—ZL T L. RICZ
heas®x@csolL oA NVANZE—IIY



O— UL, NSubr Y T8 AR,
BigMERICEETEALEEZ A, HIVZE
=T EBEHLTWIMRBEICN L THREE
EEHERTIEPELPER S, MO
BRPS.HAPEHELTWE THEL 7
S — DR BEANMEHEEIERKIC A
THhEZ3ZIeBmahk,

D. 8
HETHEOMETE., TR D—2 D
THIRENA 7V F—< 28T 23F5E0TD
hTaEkEs, 7ao—-v@vFTIcRERSE
NEEL, ABRBOoTFTTOAAENNL TR
BhEH, EBOBBLCZEAAELRI Y
ODBEEADPH B,
JUNRBREFTRERBR L TWATHEL 7
Yy—EBETORETREEHWARTWZ D
. COR3 OB O R 25T T 5 4
(CDR3 length analysis) DERAK & T L IZfT D
hTwad, Zhiz, 20 SSCP#HE2HW3S
ra/ A 7o EEHTWE SR, —2—
DDTHRZ O~ ORI RT3 8Lk
T, o TAFEL IR ABRIZAL T
EBTD2Z2LEE LW, fE->T., BAffFxiL
SETOMERBICLHUEAMED S EKH

DELTHH, WO THAXNRZEDTH 3.

HEENO—20MBE,rs 200 RR 5 E
CETHERE2EEITIHFER. BEICH 2D
MEETHTIHEDREZI L, BE—Hom

BEE2HFLLLTHEBERNEELLDDH 2,

AEOMEARBI AL EBIIBHLBEZ =
LETFLELDOTH %,

LrOo A W RAERWETHREL 275 —
ODEGEFEACZBELTR, PAVHDOF —
LB —DDRZEZ—IT a. p#ED cDNA 2
HAABMEHRIZEBEALTWHWE N, HhEHE

CHRBEXRHCEEREBERETS TR L,

—hH, BL2OF—Lix., 220D RT ¥ —Z
A2 Il HAAALTE cDNAZBEWT, BFO~
vVABMEICEZTFEAL, AR THR
L7 —DRBEIISBHEH40%L Lo
EERTHEBERFERBEIR, s RE
WBLUHBRATHEEZERERI®BLI LI
BRI L Twd,
BERMTOL rao A4 WA Z—%
Buwr, ME#HE~0BGFEAIZLD
Dy NEOREMRIAT WS, ALY B
L2 HFEEL PO EHAN
230 THh, SBEEBEICHEBERSTLZ L
EldprzH, AEO~0OBETFTEATIR

DE>SLBFEHSERWI L, TR ICEE
REETR2RILODEECRL2L AT LEN
mMERBTBLITREMEEEDHZ I LB
METHDI2Zeh s, FEOMSEIIHER
W T 2,

LEoRbSs, KiFRCBETHZ TT
L7 —BETHEACLZAERKO
Rl RE ) RBERETRETCHZI L EL S,

B R

THREELEZFEADTFEEMEHFLWLE
BEOBROEEDHDOEELRHEHN L — &
2= LT, 120#MiE»rs 220 THAE
L7y —-2EDNARIDO—Z20 T L., %
NEZAHWTHERASBSEIABEATCHE
TUEETCHZ2 L ETRUE,

F. BEFERBREH
BilokL

G ERE

N PEE

1) Kawahata K. Misaki Y. Yamaguchi M.
Tsunekawa S. Setoguchi K. Miyazaki J. and
Yamamoto K. Peripheral tolerance to a nuclear
autoantigen:dendritic cells expressing a nuclear
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BEEHBEAHAREDE FERENRWEEE)
AR SRS E
HELRBUNROEDH O REENFRIEORIEICET HME
ZREMEE{LEIZB TS NKT 028 & mRE~DOE S

SERRE LN B’

FNLKS R - fE T 2 Y — MRS R ST R

HOREEE TIT NKT fIiE0ROBACHENEZRNROND ZENRBBEINT LN, &
i CD4A*NKT & CD4CD8 (double negative, DN) NKT #ifa B8 eE00ic Bird 2 EARE
NTHL., L VEMEFHERIKRD SN TW5, 5805 E 513, £REMAELEE (multiple sclerosis,

MS) OEMAEICIZEMM invariant Ve24JaQ NKT #RAVZFRICED TS &2 BEL TN
- A {J. Immunol. 164:4375, 2000), &H%ETIE, i TCRAGBIVCDId F v —2 AW
T, 7081 b A—F—T MS BEDBBUREHEXMMO CD4'NKT. DN NKT fifa® =
HML 7, X5iC NKT Bl Rk23 8L, TOSEMNELEREE - HBRELE. 20O
fEE. 1) MS EEHICE DN NKT filarnEeicsd 3255, CDA'NKT #EORMIFEET
T k. 2) MS EfEdic CDA'NKT #iaid The REAEMORESLZ D, CDATNKT gt

MS BfEMFFICEBRGHZED LRI,

SERE

A B ENIREW - TSR
MEFTREMAR i

MEBLE

A ¥ EiEw - gty -
IR R 72 80

=% ®F EIFMWH - #ELY Mg

WA REMER =k

A. BIZERAY

SHEMEESIL. Z2RMELE (multiple
sclerosis, MS) EEHICIIRMEM invariant
Va24JaQ NKT #ilERZEHCRPTH &
% SSCP EZRAWVWTRLUZ., KT,

TO0— - YA b A=FICLDERNILE
refrn, WEMNBRIFST- =, BT
i3 NKT #lfa % CD4*NKT. CD4CDS8
(double negative, DN) NKT #ifi(Z 77 #4.

FOEM - BENELLEZREE & 8B
L7, #72, NKT #fR0OEELT Y1 M7
- > & conventional T Miglzxd 28
IZ DUV TR L7z,

B. ®& - Hik

TRIIER], FHESHERE MS39 # (B
fREN 27 B, BEW 12 #), HBa DO
—J 15 fl, EREEAOERIZ, A7 U
A4 R, REMHEFHIREDREEE 3 » AL
LEREATHRERMICEEL TWAEH & L
fro £i-. BREONKTHIREEICFZ S
EEELTATUA FEMMALIOF (5~
20mg /B, 3» ALLL) & IFN-g#EHE 10
#l (BA%E 3 # A% XDV THHIEICHE
L7, #AiM Va24*VR11t NKT HIRRSERE
., 7a—HA A% —2HOTHIEL
. £ 0O # . #H kB HE (o
galactosylceramide) ## %M X T NKT
MBI, BEML 20~30 OB
N J—F—I2T NKT #ilgZznsRL7%E
(CD4rE /13 CD4 ). S REL 7=ffmic
CD3/CD28 #M#E =T\, BHELFPRD
H hAA 2 (IL-4, IFN—w) E£Z2REL
7=. £/, a-GC BHIZT NKT #Ra 51
mL R EHMBEaERICHL T,
PMA/ionomycin #j# %17\, cellsurface
affinity matrix technology (Cytokine
secretion assay, Milteni Biotec)Z BT,
NKT #ifz (Va24*) & conventional T #ifz



(Va24) O&EL DY A AL EEZIE
LAY e 54 L 72

C. @R

BEEMNERELIEEL T, MS ERETIIE
fifm DN NKT HIAEHE QR D Z2ED A
(p<<0.01), CD4*NKT #MigsaE oA Ex
AR R, (p=0.18). B—EH
TITEMRY O NKT Ala8EE I L EHER
EEmy a@EmERLE. —F, FACE
fRREICH - TH, AF01 REHFRE
Fliz B W T, NKT #iAHE OB %58
o7, in vitro 2B 5e-GC g 7
BEOEEARD NKT flasEEd, K
i & iFIFEEEC, DN NKT #lig0oER R
AR LI (p<0.001). Y1 BATCEE
2D Tid, CD4*NKT #ijast DN NKT
Hific b~ -4 2L 0% <ESE (Th2 ¥
A7), IFN—E£EBEIRE TH 7. MS
HRACIZCORENLDIEE LD, DN
NKT fifg o1 ~ A CEAEEDL.
NKTHIl&& & U T Th2 R 23 L,
R NKT #fgsE Tk b =8 dian
SRAFUA FEFAS, Y1 M VEE
NEZ— 2Tl Th2 REOER ZHERFL T
Too Elo, T MS HEHFEH O NKT fifa@ Th2
WA iE. NKT g o &4k s 7,
conventional T #ilad IL-4 E4 % &M
ZHEDHIEHHEBAL

D. &%

2HHE{LEREL OB REEETRE
FAI NKT#OEAPERE N THDHA,
BEOHS TIEE DN NKT #0585,

d, 9 DO EEEZY Ty FTH S
CD4* NKT #ifahs [L-4 #%8iciEEL,

MS EFWIZ Th2 Bz RT 2SR
L 7=., CD4* NKT IR0 G HmicE
EWirikEEHESY Ty bEL T, S8
SR HMERNTNAKETH S, £k, AT

O FIEgEF B WTHRMD NKT #ia
HENBIEZh, TOMELLT Th2 R
BRMEFEEINT-Z &M 5, corticosteroid
DERAN—E NKT #ila:n32Z &%5

MY oHREESE L THKENWSEDTHD,

MS &I Thl ®B& DN NKT #ifahs
A, M8 Th2 ®#E CD4'NKT #ike
EALOIREE 720 . CDA'NKT #ilgnt MS
BEREFOBEERGHEZES Z EM0rah
7o
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Gumperz, JLE., S. Miyake, T. Yamamura, and M.B.
Brenner: Functionally distinct subsets of CDId-
restricted natural killer T cells revealed by CD1d
tetramer staining. J. Exp. Med. 195: 625-636, 2002

Araki, M., T. Kondo, LE. Gumperz, M.B. Brenner,
S. Miyake and T. Yamamura: Th2 bias of CD4"
NKT cells derived form multiple sclerosis in
remission.  Int. Immuol., 15: 279-288, 2003

WA ¥ OSE AE. B FE S REE(E
FEIZ VTS NK fiid. NKT ffdOBMS. #EM
El 56:312-318,2002

2. FERER

Araki, M., T. Kondo, and T, Yamamura: Th2 bias of
CD4* NKT cells in multiple sclerosis. Concurrent
Thematic Symposium Il Innate Immunity. FOCIS
(Federation of Clinical Immunology Societies) 2™
Annual Meeting. San Francisco, June 29, 2002

Yamamup, T., M. Araki, and S. Miyake: OCH, an
altered glycolipid ligand of a-GalCer, induces Th2
bias of rodent and human NKT cells: The



implication for treatment of human autoimmune
disease. 2™ I[nternational Workshop on CD antigen
presentation & NK T cells. Woods Hole, USA, Nov
8, 2002
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B BEE Thl 7 O0-- 2 % Uz MRL/Mp-Fas™ <™ Z B CHE O
FEAEREICRE 9 S

SHEEE =K Rt
WmOERE B BX
WHFEhER HERFRER EFWAR BRREES

MIRES

MRL/Mp-Fas™ <=7 ARRMRRMN S, EA b & dsDNA ICREL THEFBELFT dsDNA FkOE
ExFMT 5EIRIEE CD4%epThl #BRE dnaS1 &, $i UIRNP HifEOEE #H#ET % rmp2
Rl 7z, dnabl iE V8.3 4 L, TCRp#H CDR3 SISEEM Y X /B2 E < S AT,

dna51 ZHEBRBHEICEA LR (-dnabl #AE) Tid. PBS BCH LE dsDNA Bifk
O LAV, REREEROBEEEESIIET, RRECENT 2% bR U,

L7248 T EAE &RIgk. MRL/Ipr ¥ 7 2 TH HEBEHN LA BCRIEHE CD4"opThl #ikn 2
H—2DHAT MRL/Ipr Y7 AQHCHAEEBLIHEOREMNITRELEEZEZ 5N, AR
RASEIZERE, 1-dnabl BAROBRMRICB N T CD4VS3THIRAEE I3, miE
I dnabl X SHEMNRWEENE. Lo THRENFHOMFESL T, BAYO—

A DM RIEOMESATRE I N,

A BHFEHERS

eHRETIFYR—F X (LT SLE) i3, f4
DOHENGEOEEE, W—7TABKCMEL:
EREEGERICIDREBEERMET S, Chs
DECREHEFIBCHREICKIET ST - BM
FORWEHE - EEicESEEBIONS, 2
EATH, BERICRE T 5@|RIE N5 >
A (REFEEF) OREBCDLHEHEBNREL
BWOWIZHL, SLE BETHE, ZOMLIF22R
AHERE L REZMH T ORBOAEEI N TWS
EEZ BN5. Ben-Nun & Cohen %13 myelin
basic protein (MBP) $%pREAY72 T MR % st
MBEHPTA Y1 AR TRERL 2,
TUAKFEELTHLS &, £0OH% MBP BHET
FEINOEREHC AL EMMESR (EAE) @
HEMAAHZNDEZEZRWEL, THRERD Y
Fxr—a bt UTHE LR, EAE BBRSE
HEHCRBRETHL2EREBLECDHMEST

WTHBM, ZORKRIBIEMIC EAE 25 R
T&E% MBP IGMTHIATFHEL CH, E#
NIATREOREEZNH TELBBREET
LT EERET S, KK TR, 288B0
RERBTHS SLE 2AARFET S MRL/ Mp-
Fas” <9 A (MRL/Ipr =W 2) oHWT, R
FROMHBBEREL T33O0 ENEERS
EZBE—-OHBET S, Thbb, REOF
HEICEDRBCBI AN — T A CHE R RS
THIRMEL I > ADMEOEE S, BTHEC
&% SLE RIEZEMHT 2B OWRIF A8 &
Hlc. BEETNH—TAEFNI D ABIT2
EFRNTHRBRERANWEIZF o OEREITH S
2%, EAE LI ICHCHERIGHG 7 0—2 %
Aw/iaefiEREETHRE 7 O— > 2 Hh/
DUF A3 ORI, T TERE
DE_OHMELT, RFARBEHLEL—-T 2
BCHEREETERY Z2F iz k0,



MRL/Ipr T 7 AD L — T ABRIERERI .

B. HAFEHE

1. MRL/Ipr <77 AR Z AW ACREET
MWimoro—=—>%

R HCER AR THIRRARYE, Y7280
FE#EE L L7/~ ELISA (2 TH{ dsDNA #ifk ¥
7243 UIRNP kB E ML 7= 7 ~ B il
¢ MRL/Ipr = w7 Z7n & A2 BRE L,
single cell suspension {24 - THMR%E 10%-
MG R E RN EHAA (Click’s) ¥z
BlEEELE, TOEHMN)A-HET EZULIC
L ORMmEREZ@HRREL, ANFr—7F X2
NTHELL, B—ERSERAS (30Gy)
MRL/lpr ¥ 7 Z MR #ife = FER=ME (2X
10°%/well) &LTMA, £/-E2M8 =7X 1)
J>EF b IL-2 (10 units/mD #MA 7.
FRUAGHARFRIIMA -/, #3 A
PEEICIIECRSE TR ERFT D (0%
#THBEUAOHMBBIZERIIERTZ) &EA
53, FOREST 96 WILEREE 7L — ki 3-5
Mg /well OFE T, MEREFRAR (4X
10°/well) & IL-2 (10 units/ml) & &b
gL RASRIE) . MRsEsiRoon
- well DAMSHIEERRL, 12 REETL
—RIBLTESIIEEEI S,

2. 7va—kEah A RGETHK O in
vitro (BT 208
ZOvFoBEEFTOTHE Y O ORERERE
# % “H-thymidine @ H 0 A & (T cel
protiferation assay) IZ& DRERL /= HIEC
BRACEIRLTHEY O— 2220 TH,
#¢ phenotype (CD4/CD8 2 EDRMHESR
LUTHRRL Y- TCR) #70—%1 b+
APUYU—=THHFLE., £
transcription-PCR iEiz & 0 TCRp#{® CDR3
o7z /BEEFEFHFLEZ. S5ITH CD3
FiAERICL O THBZ O s RiEns

reverse

Th1/Thz & M4 %42 K1 wF ELISA
ICTRHEL .

FkgiZ TR~ O—2 & MRL/Ipr =7 AH
EOBHIBESESEEL, in vitro TBH#IR®
FEHE LB E T . ETHREREBY (20Gy)
T2 O—2i2&%H MRL/Ipr B#lifd o835
% *H-thymidine OB AZTH~NZ (B
cell proliferation assav). i ZO#HEMHER
CD40-CD40L {Z&FT 2 m E S mEH CD40L
T/ 70— F I HEERWHREERICLDE
AL, E-THE7O—2& MRL/lpr B#
far -ARESKEEL TORE EFED ORI
& (F1 dsDNA Fifk & UIRNP FiE) B L U G
BEZ ELISA L DHIE L (n vitro helper

assay).

3. HORBHETHER Z O—-2> 2R 0
adoptive transfer study

SEEENEEKIE Thl #Milgs o % 338
& 0 MRL/Ipr =7 ZZB AL 7= (2x 10°/H,
2@+ E 6 E). Thl #o—> (dnasl &
rmp2) EFEhEN, IL-2 TiEHLE () H20
WEHERRRA (20Gy) ITENEMTE () &
Li-#%. #h¥h 1~2 x 10°#faz 38 LD
Bt 6 BB AR MRL/Ipr Y7 ACBALRE. ¥
O— > A%, PBSIESRE (22 FO—ILED).

WipgEE A B MRL/lpr T A MiES DB
¥ dsDNA 5 WhidHl UIRNP fifefii x ELISA
EDHlEL, E-RBRERROREREE
THOUOMBESHEBITRTAaA7{EL. BHEE
oW, V- ABRICANWSNSEENE
feiE &, PAS B xH /- Carl Zeiss Vision
#H KS400 A F LI K NREREMRE S A Y
CEDAEEEREFE L. E 70— T
FARY—ZRWT, B AICLDRREE
B iR D) > NRGEOES ER I, E
SICRMEBIFD MRL/Ipr ¥ 7 AMEFICH
a3, BALZTHEOD— T 280
FEEE, TRAEIZ FITC B~ 2 1gG i
HERNHWTIO—H1 kAR TN,



EHREHMEL T,  BMYOEBRUERICE
THER] (FERK 11 £ 12 A 1 HiEfT) I08E
L, WAhEABESICBLTHEERNMICERN -
HiE G AL DIIHRIBIEL .

C. HRHRR
bitbiudbe A b > & dsDNA IR L THE5E
L#® MRL/Ipr B#EfaA 5H1 dsDNA HilkD
EFERET S dnabl &. [E#RICH ULIRNP #
EOELEZFMTD mp2 CEBELZ, WY
O— 2143 Thl T. CD3*CD4'B220%F L TW
7o, £/ dnabl 12 V8.3 % L. TCRp$H CDR3
Harid 12 72 /EEMOBREIN TN, B
7/ 8 (FANST B, JILFI 8B
BESFATWE, —FH mp2 (& Vpl4 2F L
T,

in vitro TORETIL i-dnabl, i-rnp2 i
CD3 fiks#giz LD s—dnabdl, s-rnp2 @ L
AL IFNy &SR L 2. £ 1-dnabl 371 CD3
ARz L D s—dnabl EFERIZ CD4AOL & F
B L, in vitro THE MRL/lpr B#ifao¥5E
EREEL =0, OIS CD40L £/ 20
— TR TRERENICEE S,

Adoptive transfer study Tid. PBS HHH
Iz L s—dnabl BABTIL— 7 ABROFEHE
BESERICER Lz, £/2 s-dnabl #BAFIC
BT, RERFHBEOEINE X5 > F 7 LHE
WHEAOIEKNMBEL N/ (F 1).—F i-dnasl
AR TIE, PBS BIZHELF dsDNA FLEEO
FREAHE S (18 A~ RAEER), L—
TABKOESEREIIRT. REREHERD
WA LT, s-mp2 BARTLREEERRKRO
A dsDNA FifeiE LB AIE X /i, KRR
FEEXOFEHEHFECERIIAL, MEEER
PHEL TWe, ERBEETHEAMBMTE
IS, 758 i-dnabl BAMBT. B
B o CD4AYVe8.3THifEa & BRI
M PRS EHBHCHLEREICRDL .

— 25

i-dnaS1 BABO T AME R THRICH
dnabl HisP@H SN (B 1). 72 s—dnabl
BABTH 25% TRAUENRD o, £Z
NE5OMEE rmp2, L dnadbl LLA-@ VpgR.3
B T AR & BOUR L7ndn - 7.

D. 5%

MRL/Ipr <77 Z1d, SLE BF @RS 515 86
BFEAE (1 dsDNA Hifk, #1 Sm/snRNP
Fikiz &y #ERMUCEEL, »mD SLE &F#
DRBEBEZ - BEE, E&EK. OF
%, BERLGEERETDHIN-TAETILTY
ATHDH, BEFENIITHEBEEREL -
MRL/lpr 7 A4 (pBLeTHRAL 75 —R
& MRL/Ipr ¥ ) OmMEPITIE [eG M
FNED SN2, i dsDNA Fitkd 5
Wi Sm/snRNP &N EA I THER AL E
EERND, £/ CDA0L R MRL/Ipr 717 X
X, BAHMEH Sm/snRNP B EELETIHN
dsDNA HiEEEEET, BREREL L0,

TH A RFHRETH S PCC ( pigeon
cyvtochrome ¢ IZRHRENIZRICT 2 THEL &
TE-D S5 AT v MRL/Ipr ¥ 7 A
T, ERFRESBABOEMEICE 2K NME
1 dsDNA FIAOELRBO ONEHEELE
BMEWRZ XAV, L Eo@mEhs, MRL/pr
YORACHITE2EREEICIL CDIOL 2 HEL
FECRGETHE, fFlcrya~xF - (DNA-
EARCEER SRRMOCKRIEY S TN
BETHD,

AMFICBLThbid, £ dsDNA Fik
BAMBYE MRL/[pr =7 ZOMREES,S5AHS
R THREE 7 O—= 4 L1, & 51T dnabl
EHRHESBHRICKXOFRELLAE, MRL/ lpr ¥
DACBATEIETRT Y ADH dsDNA T
FEEEBLVEBEEEZMRTES Z L8R 0LE,
TEr70-—2 dnabl O TCRIE V8.3 =EL T
Wreboo, £ CDR3 #Bfte7 3 /EEFIT
MON—FZAEFTI I A (SNFL 7)) 128



T2ERECIER->THE. AT, TO
CDR3 SR{riziZBE8E LAk, BETEZ L
T/ EEEESH, dnabl MrOXFEBRR
TESHAREME TR T IR EE AL SN,
WIEET MRL/lpr ¥ AR THIRY
BFR— 3 o ORBPIBBN, THEN CD3
“CD4 CD8B220" (Double Negative) 2 T#Hl
B1, MRL/Mp-Fas'™"<w7 A& L BRET
FoHRELTHERLEZLOTH ., LL
“hoou s F MR, BROBEHO THR
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