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RIEE AR (inflammatory bowel disease, IBD)fSJREIASEH
By AR e Bl RIE BN, A4 e B BN (Crohn” s
disease, CD)FiIz LSS 74 (ulcerative colitis, UC). H:
KNz Stk WL RERNV REA R, 2— M2 HR
Z50WER T ARG AL E B2 . (2 R &R
ML A AR Se 4 e, FE1E)T B e e, 45
A AEYS — 0 R B KA RS N A Hp il 51
SEIRIT AR, 2 R WE % FrLUEAAIBD
HIRSE , RN LR IR 5 AR . BHEn, &
SEFFAEIBD I AR P EE , WAAIBD I Z AL
WMH T 51097 Bbrsdzi . ARZIEESR R AR R R4
B RS B CDA+ T AEIBD M & P A EEAE
Th1/ Th2 AR P SR ] e IBD AR EEHLH.Z —.
AIFEAID T, STATARISTATOSR 44N TAEN BITFZIA
#2574 Th1 Fl Th2 TWRE ML R

e, FUSE. Th/Th2 BRI SITENEBREIA R, EFRELAHERE
2004;12(8):1922-1924
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FEPU T IAEZR, 1BD ERRRE, K4 1-2%",
R IBD fIRF SR — B 4G ER. IT4Esk, T E iR iE
IBDIEFIIIE 2L, ATGRENE A IBD (AR IS L2 b
Friad, Wit AN, 1BD &% 25t
1 . IS B % RN SR A 0. B IBD S bl il 5
HIFARE, AT 40MI Th1/ Th2 W8 & HR T R & 5 4%0E
PRI R, UL LA SR Thl/ Th2 2840 f
DR 57 R 778 TBD &0k e .

1 TS ESE R TMEIIEHE BD &R LHI0avER
1997 4 Sartor et al "% M e I S50 78 IBD A &% T
A RO BRI I R SRR RS, T
AN A WL E B AL, A T R ARG A RO R
T EAE Y. TR Z R IIRE R B AR TN IR
PHRISERAY. 1986 4F, Mosmann ef al®'5 SeARIEK B
FE/INE, CD4 " THIAE I A B R Fi - S e e e Y
AFE, ¥HAY A Thl F1 Th2 B4SERE, Thl 48D 3=

5 IFN=Y F1IL-2 23, Th2 40ffl) 33k 1L-4, 1L-5,
IL-10 0 F. JT4kK , MOk FEE 8] Th1 f Th2 78
AR G N 2 B R T E AN R AR . 2002 4
Neurath et al™'Ff] Th1 #3235 IFN-Y F1 TNF-B 1fif Th2 48
MuZEik 1L-4, 10L-5, 10L-9, IL-13 33348 Thl F1 Th2 ¥
BE. Th1/Th2 2 #— E AN IBD MR HLH =2 —,
SHCDMiE, ZEFEER Thl FENR. X+ UC, #is
FNIERA—. B AIAH UCH Th2 48], {255
FAAFIFEINN UC I Thl il Th2 L FFE 4R, 18
FLHIATBETh S W3S , 1 AR EH LA Th2 S 7 o5 AR Sawa
et al "I SZHT RT-PCR A UC 535 738 45 Fh4n i K]
T mRNA 338, &P Thl F Th2 40 HT 1L-1B,
IL-4, 1L-5, 11.-8, IL-10, IL-12p40 , IFN-Y I TNF-
O 28 [ FETRHRIH B IE 3 X R ZH 5. UC 5 Th F1 Th2 {d]
FHHOAEY], MR ERE TR I A, A Rt
—EAFR.

2 Th1 §] Th2 kBvE P RE R ETE 1BD PEWER
THIA & B 22 ZMBE RN, B2 EE I
A9 Thl 1 Th2 p3fAE ok, FEOFEMEET. #
R, PiEAbTE 2SN . HoRE T THARA &
A A Th1 4 L Th2 40 i A R e — A SRR ek
VPSRN R a0 AL, ViR R X R A
BIRZHE RO Ty . &80 B Z 2 a2 m o4k e
& HATHFIE #AUS..

2.1 wfe BT 4T (cytokine) s 2 H Sy 4H i 7
WAL BEVRT AN INRE /N T2 K. TE T N A e A
H, Zo A2 e Rk A0 B TRDAR VR L A A A A4y
A AETh VRN Th2B3E B Ay B B Z AR VER. 4
MFEFS5HEMNZ RS G, B2l E g
AN N, fEHE eI R SR R A 2R3E. Tt
A TR ARG LR, F2HEHE 1 cDNA 7k
PATR AT T i e R A=Y, XA
TR T A EEATHE, U 7 IERUA 242
W AR R A4 1L-1, IL-2, IL-6, IL-8,
IL-12, TNF-0, TNF-B, IFN %8 {22400 H 1,
HAZHH RS L EvEaiEr=4:, 2540
MG RN . PR AN 46 14, 1L-5, IL-10, IL-
13 %, FEH T4, S5, Thl fl
Th2 T Z A i g & fE R AR R TS5 Hi A 4
FZ I, SRR AN R P 5P R 4N - 2 (6]
AT S PR AN R SRS PR i B — A B s AL 2
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2.1.1 i Thl o Fe i e e B -F HETHAH IFN-
YA TL-12 2488 Thl 440y EZ A . IFN-Y Bl Y
THE, FEG T MM NK4IE-4, B& 2/
GIEFTAER. CD4 " T 4iffdr, Thl 2774 IFN-Y 1Y
FEAML. IFN-YAEHE Th1 504k 5 258 i PR 45 (1)l
T BELA Th2 A4k T Thi A5 3 QTEBLIR G
S AR, IFN-YHI IL-12 38 Th A9 5046™. 1L-
12 B4 PAEE EEMAENE T, EERPRE
SRS AR, HOYRCON BARNE. TL-12 RE L3 Th 40 i 5] Thi
B4k, IR @I T 4R NK 408 A3 A= il
IFN=Y 7= AE 0, M & FEXT Th2 A3l AIXS Th
FIGEHEER. CD B IFN-Y H B IRE A )28 40
(LPMCs) B &A1, Hop= A 52 30 B AR E F2 I 41 e Bk
BRI
2.1.2 48k Th2 5t Fedg £ G A F 2 —4(11L-
4%F Th2 B fe i X8k, fefl T ZUR I1 28 2
A, {3 Th2 B934k . TL-4 AUl Er, flX) Thl 4R
FEHE INF=Y I VR FH AR . TL-4 =2/ CD4A'T 4l
Th2 A=A, REHNH] E WA T 40HE3hEE, XT B 4
M. THIME, RERANME . BAXANRE ., i A0 R R i
VER. B CD R E iE 4 IL-4 mRNA &
IR ED, 18 UC B As AR g A i 55 28 UC
B TL-4 mRNA F3500™". IL-4 76 1BD HR IE IS
FRRFGE. 1L-13 5 1L-4 I M AZAR, 5 1L-4 72454
MThEE H B VFZARRIZ AL, FEW BB R i
1 220 Th2 704 7 4 i Ao J A
22 B AT FEHIBIYE T 4HHE(T help cells, Th)faj Thl
1 Th2 ki &b, BREMAEEFS, STAT6, STAT4,
GATA3Z SR R B BB AT ER. A 28k
2t B T P S R 1% Thl 48 L Th2 20 B4 5 e ke
RERFTAFIANER, KEHAEE FE L5
WL N PRV R SR N A 23k . BRTIAEEE
Thl #e b 5 K74 STATL, STAT4 FlT-bet, P
Th2 # b AEE 5 74 STAT6, GATA-3 Fl c—maf """,
R T L HM S S T ARG A R T NF-
KB, STAT3, NFAT Z:¥JA]8ERCHIGYT HHE 521, 3r
AR SR BN T Ik EL A 6 A R R0 B AR AL
R VAR R N P RS TR, A T A
TG, B, UTECMA SRS E A B, B
ST PRI 76 I (R b s sl SC A E .V 2 5 S R -1
STAT6, GATA3, c—maf, NIP45 Fll JunB 2535 S FY
T Th2 A 1A AR R0 KRG SRR I E =1
A EAE AR E AR IE R SR AR, s SR R+
VEBRPEL 5 5L S 3 T I DNA R Y45 4. B T4 1
T3 A AR R RE R Bk 8 sk SIRZHEY . i)
AR B A K.

FS R S RO TR T (signal transducer and ac—
tivator of transcription, STATYEE A&7 8 %51 Ay —2&
BRI SR IR0, Bt AFLsh i i

B 7 S8R STATL, STAT2, STAT3, STAT4,
STATS5a, STATSb FISTAT6. STAT EH & A Be 50
T B R ER 4 A 10 Sre [MUR X 2(SH2)Z54 38, % T
AFEAEAR . M. BT, RIEE. R NAEN
B Rl A Pt FR. STAT 38 5 SH2 25403 5 % IR i R
LR AR RT3 25 & R ARk 5 B etis 1k, 11k
[y STATSs TEAIA R MY B[R el S 0 3R A, SR/
HHEA AN, (ERFROEMRETRE, s S
HFE P STAT4 F1 STAT6 J& T STAT F %, b 14y
12 5T Th 4001 Th F1 Th2 MFEER AL #272,
STAT 4 22—~ M.85 WEAR, 5515 FEEH IL-
1230, BEST IFN-Y BB RfZRik, (A STAT4 1Y
TEALE R RAE. STAT6 J2—Fh M. 94 I E T, bl
1d JAK-STAT 5 5% RS Th2 41HEHE T 11-4
IL-13 S FE IR fe 2R et 1L-4 55
) MHC 11 281 5 R o BRI 32 AR S 1 23k DL B Th2
YA AR AT B R T HEMER, 2A R
Th2 i &L T2 —, DRI STAT6 S4B B R 1
F. VF 2 5 i LR AT T8 2 X3 A0 & STAT 25
AL, STAT PTG 2 A T A K H T2k
PGS EHIRE L. EESM, STAT4FISTAT6 #5A L
BRI /N FRAR Y . STAT4 SR FE /N B Th R k52
FH, /N BRAT DK IG B 4 14 & Ji s STAT6 S/ )N
SUAPAS Thin) Th2 AL R, o] WG BE A . 4y
2 F STATA FI STAT6 SkFE /N ORI 5T R G PR BE
RIEIXFN B BN, UCh STATS SBE/N AT
98 A SEE IR I STATG kB /N BRI B s & R AR, X
ARIE R IRHLHIRI Th1/Th2 P 2342 14 T i 5E™. Zhang et
al "'H EB JREREBV)HAL A AL IBD H 38 & Bl ik i
B B A0k EATSE G, AP IBD MR G A
STAT6 Sk FERE . [R5 STAT6 SFARI sl —4f, it
T & BT STAT6 GltfA 1 EBV-B 4HffidR, M
HIRARTF IR UET BRI AR

3 IBD RFRBVHRARE

AR, 7EIBD AT, AAR Th1/Th2 4iiEE

BrEg) 2, (BRI S 2 A G, Thl/

Th2 4HRDVRE 5 IBD fCRART #2558 5 B4

TV, AT 2L SR,
BT R RE S S PR R RN IR IR SRt (554

T R GERRHE T R G AR T 7 R
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