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= VA s Functional analysis of invariant NKT cells in autoimmune arthritis
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H OB &IC 81 5 NKT Ml O#EEZ B S 20 L. NKT Miflax ¥ —7 v M & LIHEE TV &
YA RV-3

Qas—r vFHElpEis%Ee 7))V (collagen-induced arthritis : CIA) (23817 % NKT Mg O#RE % W] 5 72
5,

@ NKT Hfi A © 03I 2 IFN-y PEAE % 75§ 2 A IR EHUR @ a-carba-GalCer & I V> T BA i 2 D 3]
Tl A B
(&)

(D1) NKT-KO ¥ A8 X WC57BLI6 (WT) <7 A1Z type Il collagen (CII) #%ET A 12X CIA %
FHEL, MEHROFREEZNE L. 2) CHRER 10 HHOFE Y > 3 Hi#ifa % in vivo ¢ CIT FFRIELL .
CIL- 55819 7 T AINISZ % ELISA #:8 X O FACS T IC X D ills€ L7zo  3) NKT Miflas & o IL-17 A
HIEAGEET 5720, A% NKT MFaHUR T % a-GalCer T NKT ML AL L. IL-17 A % % L 720
4) NKT Mifgi231F % IL-23R B X ' RORYyT D%l % RT-PCR THEFR L 720 F72. NKT g% IL-23 fF7E
THFE L. PEA SN S IL-17 % ELISA #: Tl L 720 NKT flfaid. NK1.1 Bk, BEMHEERICS T TIL23 @
BAFVE % FERR L 72

@ 1) a-carba-GalCer DYEH % #7283 % 72, a-carba-GalCer % iv. %5 L. #FE SN pMboH A b A
> % ELISA #:CllE L 720 In vitro I2B W Tl NKT M % %% & T Mifilie % a-carba-GalCer THITL L. 5%
FEPICEESIND T A P A A & ELISAETIE L72e 2) o-carba-GalCer % CII & 3:I2HZE L. CIA
FEHENZ G 2 5B 2 WiE L7z Anti-IFN-y A1 HUMR 13, a-carba-GalCer % 5- ¢ 12, ip. &G L 720 3)
o-carba-GalCer/CII 589 % 10 H H O Fr g V) > 73 i % in vitro T CIL FF ¥ L. CIL4F R4 T RIS & %
ELISA 2 W TilliE L7z 4) a-carba-GalCer/CII $23% % 35 H HIZ, 1fiirh o4 CIL Hifkfifi & ELISA #: % H
WTHlE L7ze  4) a-carba-GalCer/CII %2324 10 H HOFTE ) > SEi O #HilE T Mifa gk, &AL T Mk
BLOTHIEO 7R =3 A% FACS Z H Tl L7z,
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M1) NKT-KO %7 A DB DO FREFLIE WT (IZH L THRETH -7z, 2) NKTKO ¥ 7 RIZB1F 5 HUA
(type II collagen) #5574 T HIRISZIZBWTIL17 O AR TE L O Th17 Mol z @7, 3) in
vitro DfENT A&, NKT Ml % a-GalCer THIM T2 Z &2 & 0 IL-17 ASEE S N7z, 4) NKT #ifgix Thl7
MBS TL-23R/RORYT A 58BL L TH ). IL23L23R 4 L7 RIS £ - Cd IL17 #FEAEL S 52 Lo
REMNTze F7z, IL-17 FEAE NKT ML, NKL1 Btk NKT Mg < - 720

@1) & Wb IR E o-carba-GalCer 1. in vivo/in vitro |2 38\ TR IC IFNy sEA Z2 FE L 72 2)
a-carba-GalCer %595 Z & T, CIA DEGEAMET L7zo 72, anti-IFNy FRIPIAEZ IG5 2 & T,
o-carba-galCer 12 & % BFI M &Y K 1d, WR L. 3) PUBEAFRM 2 THNIS S %2 AT L 724 3L
a-carba-GalCer ¥ G- #E 12 B W T, THIB OB RE DK T B L W IFNY/IL-17 D EEKR T 2 B D 72, 4)
a-carba-GalCer $¢5-#E12 B\ THEA 2 T CIL BUARBEAAR T 2 5889720 5) a-carba-GalCer $35-H#F 12 31T % $Pii]
PET AL, ML T MRS 7R b — 3 ZMBuE. 3 > b o — VALEREE & B RS 2 B o 72,
(BE)

(D NKT #ifix, BIFIRISHEICB W T, pathogenic 72 Thl7 MIE O #HE /230G HALZ - R— b9 5 DA%
59, HE (BFIC NKLL B NKT M) b BIRE PR R IL-23 % 32k L TP L3 5 2 & T IL-17 BEAEMIE
& U CHIEi 9IS 59 B W RetEAVR Sz,

@ a-carba-GalCer 1&. NKT #lg 2 &ML L. sE@IRWIC IFNy 2 FE$ 5 2 & ¢ HebuE ok TR s
L OB MRS S 2 Bl L. CIA O EHERE 2 B St 72,

L2 L. a-carba-GalCer #5-12 L2 T, #IHiIYE T Mg L MHAL T Mg %, 78 b— v Al &
2B LR MDA AL LS5 T THRBELZHBL TV ZEBEZLNS,

(¥&5E)

H O PRI 25 7 V2B W T NKT Ml i, effector Ml & L CHERES % 25, A BBEIR PR 2 Vv T,
ZOYA MNHVEAE T IO - VT ST LX) B %% 9 % suppressor Mifd & L CHRES €5 2 &
MU RETD %o

EE OB ROEER
AFCIE, HCRIEMEBEI 212 BV C NKT MilgA 5 IL17 FEASND L E2WSPICL, TOMEER

HHT 5 LI X o TEORHEIUHET S 2 & &R LAFNICHD THEOE VS DTH 5,
L oT, FEHEREL (BR) OFMEZTAI TS EREETLLDOLED D,
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