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0 3I

B TE I 2 EE %S (inflanmatory bowel disease,
IBD) T ER M HM LA (ulcerative colitis, UC)
R E B (Crohn’ s disease, CD). HIFHEMERHIL
WA EE, HarfART MR - HREREERT
Wik 5 R, TERTE B (BE B AT R IR R T
EYUNWMZET, B THiERERERERE, BAT
b RN AE RS, AT RE TP R AR SR E (FD)
G AL, XM G SO RN R I I R A A T
HIE. R AN IBD AR+ AW A EEM
fER, fEFEIESER . MRETFERENTEEZNT
. H, 2R T (cytokine, CK)Z 155 ik M1

E JRAE SIS A B AN TR F 23 0 P 2K = i 28 A L DAL - AN ¢
A0 DR 7. A SO A — T ZEERA.

1 ERMREF

1.1 &% —1(interleukin—1, IL—1) IL-1Z&—FaE
TEZ PR RIAOEN A AT R AR T, R E R/
SR O R % i R S 0 /S S B S B i
HAFREFRD A1 FREH R 17 ku AL FZK
AT IL-1a (pl5. 0) M IL-1B(pl7.0), W& Ky,
MEH % St 4. TL-1B feifnt |8 4 ek 5e 4 bl
B A CK FNJORERE SR =4, R FURR EMMF T 42
e FRIRIE, b THRE SRt ss — 55, i
B AR ik, S REREON W, BILBeE
HMA, ISR AN M S RO S N T A SR R
Ab, TL-1B LR AR R IME P K — EA R RGP 4 T 1 3R,

A H P R AN S 2 AN I N BB R AR AL, T B
E— R Y7 40 S N AL BEER, o4 M R T mRNA 1)
KI5 UC B EFERBE i IE AR IS, AE A R PR b ) W 5 95
T T R R AR FR AR

1.2 GA% —6(IL—6) I1L-6 TG ERL M.
ELYH A S bR Aoy s, AN T IL- 1.
IL-6 7] LA i STAT-3 3R AR U0 NK-«kB 1M 75 2 40 M (8] &
Bt o7 (ICAM-1) BIMRAL R IE, Ja& BRI EE T
PERLAE AR - b R A0 M ) A BVE A ek AR O — R
Bk, DRI, 718 M T AT I R B R 2 G
MIfER . TL-6 7F Sl 48R I8 A ) 7 F 3 LR L 6t
ZMAMRERIERMFERHAR =2 ERNED,
HE B CD BE R IMyE [L-6 KPR A BT 5.
1.3 @& —8(aL-8) IL-8 F—Fhssimuf 710y ki g0
MU AEAL 5, R, R, R,
SRR R T KM ZE TL- 1. TNF FO4MEPE R 540
W2 B (LPS) MR T =4, EEAYE/ERE B
TP RN, (R AR A I P I T A RO A AR
F, WPERRE RGN MRN T 40 b A — 2 AR . Bar
A TNF, IL-1. IL-6 WRMKIMERNAERKEL &
WIS ESFEAEL IL-8 RERBILE FIAS M. UC &
FHIL-8 AKFRET &, H 500K AE KL i 1 A
K, JUHE A KB PR 40 BRI 0 B B3 B e i 50 M 4
W ¢ fs, L mRNA I AT A Ay e R b S o 7™ R B
AT e br

1.4 @i& —12(0L-12) IL-12 BH—2 FIEN 40 ku
() p40 WIHEF —2> TFEH 35 ku [ p35 WIEL A7
FIREH 70 ku R4 (p70). p35 M@ T. B, NK 4
Mo K B A S P2 A, p40 5 diE Ak Y SR A% 40 i % B 41
MorsAE.  TL-12 REMEMNK 4GS H 7, REMat
CD,"ThO 4534k Th1 4008, R NK FI T 40 /=E %
Al 7, f IFN-y, IL-2. TNF-a. GM-CSF. IL-
3. IL-8 %%, FEI XL RIEEM. ol IL-12 %
IBD B35 U CD BE MG A HE A &.

1.5 @4~% —15(IL—-15) I1L-15 5 IL-2 AL, M2 h
NEZET A r= 4. B LL TL-21B Fy 8 0 o 15 A HAE
SRS, WG TN, BAIME. NK 40 DL R R A
FHRSZ A%, (R BEIXECU o (g 4k, 384, HI AT R
TEEE AT 2 A IR A& B, R EE T 40 23 TNF-a
IFN-y. FEE GBI UC 5 Rk TL-15 (40 I 4% 40
LB A LU B, AT R DR A 4 N 40 i g T A i v TL- 15
BRI 0. G Sh 1 IBD VAIT 2 wk WRIA IL-15 f40 g%k
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1.6 @M% —16(1L—-16) IL-16 Z#E{LKEF, T CDyT
M. FERRPERIAEM . AER4EMR. b 4HMRSE 2 MRz
R, EEELCD 4 RFEER, BRI K CD4
fER TR0, IL-16 Al B Pz r=4: IL-6, TNF-a,
IL-15 %%, HEAMIERANLSILE R —P .

1.7 @i —17(1L-17) BNE 17T 2—H5 0 FHREN
M (20-30) X 10° fptERE, FEMEIMM~4. IL-17
2T S S AV EE 20 & AR R A i — P BB ] v
DRl Al m] 4 b R s 0 B R B R, O LR R A
M. AR, BN MR A 4 B MRS A TL-6. TL-8,
Jor 4 i 4R 75 R R 7 FHRT P IR 38 E2 (prostaglandin E2,
PGE2) S5 28HE I 0T, I INAF 4 BEAR AR AR T ICAM-1 (IZRIX. T3
Ah, TL-17 & A REAMA C3 o R N R ARIF=4E, 7
PR R A PR R E BRI . UC a2y i) i &b
JHEEEEN A M (lamina propria mononuclear
cells, LPMC) 43k IL-6 F1 IL-8 S0 &5 T-IRm AT 41 41,
M E IL-6 [k 5% 37 LP-CD,'T A WAl IL-17 3RE 2
EH, 7R R iE A AR KR TL-17 Al Jsip 4
i T 440 ML DR 1 0, AT 5 8= B i TE RAE R R A Bt
TL-17 HiiRpE o] SAH 1L-6 A1 1L-8 @724, m H 5tk
MIFIBA I, XIRor IL-17 78718 208 M 40 i 87 1 7= A
R EEIEM, [FE RS E R TL-17 = iR 2
YRIT UC By —FP A B8 77

1.8 MR W F —0(TNF-0) TNF 2/ Carswell et al
F 1975 FRILIF 4 1. R0 40 I R V5 A o T 45 R A
[F, Al a BB A, HETHHARBENZE INF-a. &
WETNF-a &2 —F 17 ku FIEBEEA, TEdpga
M. EWEAHAAN T 408/~ 4. fhir] Ld i TNFR1, TNFR2
PR AR S, BRI EHALMERE S (najor
histocompatibility complex, MHC)-I1ZBHrlafrss
W bR AR JE T DU SR I E TCAM-1 (4034, S2m
M TR AT e B s . RN, TNF-o Refeatfs b
A r K0 TL-8 B PR, K BV T 4l Bt
FIPERR RN A0S H . TNF— o AN EE R B 40 i
TR, SPIBULARAR . b A0 MR Y S A0 S i e AR
VARSI CK ARG, IR W0 = AsMA Fy
B A IR g TR B AR K I R AR, AT
TR B A MR LR . A, TNF-a A B A TEN-y i
AR W b B AN MR TS S R R0 B e, 5 B L I 3
. 5i4h, INF-a & r[is 5 4 b s, 21t uc
IR . CD B M E M A H TNF-a =43 %, I
I TNF-o KPR A& (FE4 W CD s , S5HEMEH)
(R PR N SE 56 2 Fe bR AR AT . DRIk, )8 TNF-o %) T ## IBD
R (R AR AR NG B B B . TPt TNF Biikia
ITRE I b 28 E i R AR T, S ERRE N,
Har & f lIh g,

1.9 F4#%& —YAEN-y) IFN 5 T 2RI IT 2Y, T BVEu4R
IFN-o AV IFN-B, TTZX# IFN-y. IFN-yZ&—#HE_

FARBERR A, B Th1 #FE40 A0 NK 40 f2 5= 4. fth i s
VSRR, PURSEIFAISS, A ARAT 70 A A0
AR R TR, R R MR A MHC - T T RH1)R,
i b Rz 4 MO A BA A% A MU T8 TCAM- 1 S8 b0, R#ET. B4
M4k, BOET R4 M. NK 40 M R0 N e, R
MRIERZE. IFN-a FE @ B kB =4, H4axid
WAYER 9T IFN-y. 4R35, IFN-y#8 Nid IBD B /s
IL-8 )5 uktel,

1.10 4 i A 0E & —1(MCP-1) MCP-1 2 —Ff
EFEBENEF, ¥.13 000-15 000, fhAEmI0 5] i
SH, FLHLHEBOE A AN AR R OE, Rl
BAM AW IL-1 B, IL-6, R ELIEE. E¥EA
Wi R E A MCP-1 EEf77E, HUC BE BRI
TEAENCP-1 EAGE, mAFBEEZE L2MHaRFy
FAERCFE E, RIER AR MCP-1 nRNA A3 .

2 IEREF

2.1 GA-FE —4(IL—4) TL-4 5 0 ik 2 40 i A
A LA AL A R RS TL-1. TL-6. IL-8 & TNF-a
FEA L JRHIHE B4 M R0 E A e e AR RS B,
WA TR, 1 BN BN KRR, ] Lk
2 1L-lo /=4, &5 IL-1ra/IL-1 fHAE, 9% PGE2,
BRRAPIRIIEE, WHEFEREREZEEH. UCE
0 IL-4 b MO /D>, TL-4 mRNA Ri8 R & H 5
B Rk b, 378 IL-4 5 UC FIERA <, 10 HE A /ER W
BIRTERE ) — A atr .

22 GAE —5(IL-5) IL-5 TZH Th2 M4, 2&—
Rl SR g R R A Atk N 7, fEAFBIEM. T
MEAA. EERMERIA MR, S B 40 MR
fb. TL-5 [FRIEH LR TL-4. ERBL, CD EBH G
5, HEIE RIEA IL-5 mRNA [f 3616 % . A1 T
WA, FESIARG A2 EE IL-5 nRNA KPR 5
Fimte.

2.3 G4F —10(1IL—10) IL-10 X MK +5 Bfnsl
¥, BRMMEHR S e HIERE T, FEhELE
BAR T AR A M A, 3 TR TR B 0 B A
M. EWEANHE. kiR T 4N A IER X ThEe, AEREm
BEEBARIE T R EESER. L-10 7 DUES X IBD
PIHIE AW R, B mENFREEE RS
RN, W EURIE R AR EEE O 2,
TL-10 Htk (IL-10-/-) RES B A AR Thl T 408
SHIRMITF CD Mg mae 1, /KPR IL-10 85 CD
MR REDIAESE. T UC B3 TARE4IMEA A IL-10 nRNA
KFEEEMIRT, 1L-10 PHEEG M S T BLE R
L BH . B R AR AR A RO RN, T bk 40 B
IL-10 mRNA KA prgg | o4 K TL-10 ] #04] Th
AR 7 TL-2 A IFN-y 724, 3k P 1k 2 8 1 &
A, WS T4 T TL-2, IFN-y A& TNF-a mRNA
PIKFEH BT N, ks B, HIL-2, IFN-y, TNF-a &
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TGF—B FAM 40 J & E7E vH e oy DR AN o, A HRaE, iR
WA RGN I 1) TL-10 (AR DR VR T e ] B 2 — M 2
JRIT CD [Tk

2.4 GAF —13(IL—-13) IL-13 T2 Th2 40 =4,
HamMmaeysEHYE IL-4 A2 AL, TL-13 B IL-
4 — AR 8P A0 Sy Wl T A 3o JBURN T T A L R T
PAZAMMIIRE, BT IESZ RN, HHIE R T 46 f A0
B 41 i o J NK 40 fa i o e AR AN 534k TL-13 Rg EiR &
A0 M 2 PR RE ). AW RoniE S 1% IBD B IL-
L3 FIPLaEae s P BT UC BEFERALAN 1L-13 &
BRRE, dRA-

2.5 344 K BT (transforming growth factor, TGF)
TGF-B A LA B B & 48 5E ) . CD B2 LPMC H TGF-
Bl HEHE/DFXMA, mUC EEMEMFHR, X
ZARESE Th ARIRAGIE - IOEE R, T RAERH A E T RE
5 TGF-B L AEPI4LR T 4t sl A v B Z 45 501 Ak
L, BCAT AN T el I ML A R AR R S BESR A T
CD MRAEFREZIER, 555 T6F-o R IE L.
2.6 % & A ¥ B F(epiodermal growth factor, EGF) EGF
J 53 MR ARV R L AL, fh AT HE hnFE DNA, RNA F1
‘AW EGE, MEARNERESE, HGRFEHE
FEEIE . E R BUARATEST EGE B B 0 45 1 1) 55 i Al
HKAE, HE BRUR S A R b e A, HEIR
W BB, (B4 W EGF 5 A R &6 7 Bk aR, Bt
AR S EGF W] ad i HL R (1 R4 AL R UC B IR
545 A0 9 g ).

3 HthEBREAT EENERAES

3.1 GiFE —7(L-7) IL-7 2k 40 A& R AN AT B/
MR 7, BHAESNEIEREHS T ER YA ERE. B
iEH, B b AR A IL-7, JEE A LT RIE IL-7
AR (IL-7R) MRS E g f s A, RIZHE IL-7/10-
TR KIS S, TEIB A8 2 K R it AR A
3.2 GiE -18(1L—18) IL-18 XA IFN-yifEFH ¥
(IGIF), AL ERME =4, TL-18 Fiifh 4mid
192 M AR Z K, Zr Py T —E 35 M
RIFE RS SIRFER, 6 N- IbE 5L b Ar 55ORT BT A 7Y B K
Z5 0k, HNTREGEM IL-18, RO IL-18 a7k % 41
5IL-1B- %%l (ICE) 4G, A RekEHEY EE
PE. BRI, TL-18 Aefit T 40 M1 f NK 40 ffarh TFN-y [
G, WA TL-10 &2, #CD AR EAT
YER .

3.3 GA-FE —23(IL-23) kKR H, TL-23 AlRe2miE
ROEREZEIT, W EMAT CD iRz e, fREF
Th1 Z0MReAZ R B, 7R EHUAEAh ok B = 2%l 22
,T/E)EH[ZM‘

3.4 BIHE F (chemokine) ORI, & R H A f7iE -
R R TA ) B L T CCL20, H3Z4K CCR6 HIB= 45
D T B I i E R SR AR A, BI CCR6/CCL20 HlivE A A i

o 77 TE AR FEASET 2001200, g R Ak I 79897
A TL-6 24Pk, TL-12 Fuikzs, 750 FiRiEl.

B2, WEETFAE IBD ki B EEEEM.
HEr, CHFRT RKEE M7 /a7 kg, FFo4E
PR TL-10 B30 TNF 5T B HiiA%E a7 1BD fIF5T
i, BRI, A REMNARSR. &R, £ IBD
RERHRSRES, SMEHE TR EAERRAERBER, L
R R TA M 7 i B AR IT 7 5, MRt — B AR
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