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CHEELTVWBRZERMBLENTWVWAER, FHMIIRELAHTH D,

Suppressor of cytokine signaling-1(SOCS-1)ix¥% A4 b B A ¥ 7 F v %&fl#d
LDMBANG DO —>2THY ., JAK/STATREICBWTJAKICESG LY A b Ao T
FOUBRFERT D L 2T 5,S0CS- 1k x4 bAoA v EHET D ENH
HEIRTWER, FFIRIFNYyO Y 7 S LV 2 HEBT 2R FELTCEETH D,

AKFFRTE, VA4 I AT F A EHIET 5S0CS-1NIBDOFHEEIC ED XL ST
BMET 20NV RADBRET VEME > THRF L,

[ FERZLOCICHEKE )

YT RICTF AT UMEEST Y U A (dextran sulfate sodium(DSS)) % H H ik
KTELETDERBOACREZRDWBERBRICEHM LEZBXZ2 X3,

SOCS-1DFHBHNR AR+ 53 72S0CS-1~TaREHe) vy AL arbr— <7y AT
3YDSSESHM KL LIFERZFH L C4R BICW B Z L#E L7z, SOCS-1 Hew v A I
bR T RACHREFRIFIELS, KAEBADITKRE (138 B 5 /K0.05), &
T RGEMITEHR T()0.001), BRPEIFR I WA, KIBMEKEZHERE L
AR M T 5 £S0CS-1 Hew Y A CIXAMBEICRWRIEZRD L, KB ToO
YA DAY T TN EFEMTEEDICSTATO Y VBB LORBEL2 7 = X #
Y7 uy PETHE TS L, SOCS-1Hevw 7 2D K TIXSTATIO U YLD TR
FORBEBEOHEMZRDEZ, Z 0O & H5S0CS-1 Hew 7 A T ODSSH & o # ik
IFN-y/STATI> 7 F VO ER ER TH DI L Ex bR, RKICHEDO~ T A5 K
BHEBEAERBOY K E 5B LCDALMETMAR I X O 4 b o4 v PEE ZFACST
FEfli 4 5 &, SOCS-1Hevw 7 A TUIDSSHEEHEIM4AHICBWVW T2y hur—L=T X K
N AECDA T D 5 b IFN-yEE A CDABBHETHI R O H D B BN A FIC K& <

(P<0.05), % 7= Foxp3B o il 48 ¥ THI kg o F A 2K 2 o 72 (P<0.005), MiEY A b b
A4 DOWETHSOCS-1Hev VA TIEHIM4BBIKBWTIFNyRBEE &M TH o, &
O DR BS0CS-1 Hew U A TODSSIHER OB EIZ X, KB TOIFN-yD ¥ 7 F
MBI OEEADTERL T TR HEETHMBOBL LEEL TS EEX bR,

S HICDSSIER TOTHIRRIZE IF HS0CS-12FM T 220 ic., THIBERNIC
SOCS-1% K3 % Lek-cre SOCS—1flex/floxw vy 2 b 2y hm— L (SOCS-1flex/flox) <
7 AIZ3%DSSEIH ML LS LTH BICWBEZ L# L7z, Lek-cre SOCS-1flox/flox< 7 =
1Z. SOCS-1 Hew W ADHFE A LFAKEICay bu— A~ RACHRBANBLLFRES
. MEIFN-yIX & Tdh » 72 (P<0.05), L EDZ &b~ ADSSIH&KIZE W T
IFN-yO v 7 F L2 HH L . BROETEZHEET 255 2 CTHMMK CTOSOCS-1A EHIET
borEEBE2xLRNT,

WAZ ) BE PE THI B @ 53 b ~ D SOCS-1D B G2 DWW TCREMi 3 2 72 I IFN—y /) v 7
7% b (KO)= W R & SOCS-1/IFN—y# 7/ v 27 7% h(DKO)~ 7 2D Y > ik k&
M2 S F A — 7T %Z 5 Lin vitroCTGF-BE X OVIFN-y T#il % L Foxp 3 B
PEHI B PE TR ~D Db 2 W Tl L, T Of%E., SOCS-1/IFN-y DKO~= 7 A 2
HAYMEL T A — T T BT IEN-yIC K > THI BT ~D 452 L vk mf
NTW, 2D & BSOCS-TXIFN-yD ¥ 7 F v ZHI 3 5 2 & Tl 46 T/ K~
OHfbicEE T EEX LN,

L #® B )

ARBFFIZ LY, SOCS-1ik~ v ADSSHHERICE W TIFN-yD ¥ 7 F v & AT HI L.
FEBRCHLTHHEEROL H2HBAETHBEOFEICLMET 52 L THhHEotk
TE2MET D & MNAR SN, S0CS—128 K IEME K E O FHEICHE S 3 5 8 628 K%
Shi,
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signaling-1(S0CS-1) DRAEMERRBICEIT 2RENCONT T ADBRET N2> THRET LT,
ZDOFER. S0CS-11E, KRIBICBWTRIERT A b A v D—DTHDIIFNyD V7 F NV EAICHE L,
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TEEHLMNIL,
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