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BERAX. AREREATRIEDREY, EHERANS ST, BHHEEEAERRRE, RESERNASE, NTHR
KRR, HPRRRH B RBRGHEBARFNEERR, TEOE L SK. Sas. SRET. FRABSER

SREEOMN, ABHEN LIRS, KGR T BHHEH KRBT RRIE NS HEHER.,
[Xiia] BBEELSHLR: RS, SRER; ASHE; SRS ARET

[hE£%3S] R574.62, R392.11, R593.2

B L & (ulcerative colitis, UC) X HR M #EIE4E Rtk
BREHLEBRBERERZHER L, R—% RLRER
BB R R MR, LR —FHEEE. BERNE
BRI R, WER R RRTRESHHRBRE
FRTE, REZNEBFH, Z2RRREGMZRE R,
BITMERER, TRERLEHERAREE, BEZHERE
Wi, TRIERZIANBN. M5, BRKLE, BaS
Y, BOBREFBIERIA, XY, FHERERERRRE.
BB RRTEAR, REAS, BERIRTRE
SR BN, UC B9 R0 S B 31 B P B BRI R
#0251, 2007 48, RE+JLA IBD BHIE b0 LA E B W E Rl
WORZERR, UC BRREL20 T, UC BERHEALEY
BLIBE, KRB R BT RS SRR ER,
KRR UC RYIKGRAGAE . L SURBIFRE | SrmiReTF i
ARHEE, RAUHAREEREUC NRESEBRHREE
BEM. MRRERR UC BREB ISR SR, H
EFEERTERNER, REAAKEFSRAARETFZ
B iP5 SR B R UC B —MNEE RIS, & UC HsTl
Mo TR UC B R HL I b S e B R DR SE s R AT 458

1 Bah#&k

EUC BREMME+, TRMBIZH B SHEAY , Kb
JR9t 42 b 48 ML R i ( perinuclear antineutrophil cytoplas-
mic antibodies, pANCA) SHJIARE S HER BN WA 2 # B
BYE. KFHIR pANCA fE5 UC & —FEEN 8 SHi4;
BRER, UC B ANCA 45 IL-10 1 TNF-o WBEX S
WA BEMRE" . FR, 22 A E S1H055% (human cytomega-
lovirus, HCMV) #-3 B 55058 S 3R 48 SE #E % ( inflamma-
tory bowel disease, IBD) 57, QHBE&R CD13 B\ N 8 IBD
H—FieRE B B9, EEARBFETARER UC BF
¥ CD13 iy Bk IRY & 66% , BB UC BF 3k 85% ;
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[XWiRED] A

T EZE UC BE MG . RRE ., X5 %41 R FL CDI3, THIEX
MRAFBRAERAY .

2 4%

2.1 PSERYIMA ( dendritic cells, DC) DC REABEHE
HREIMBERIURRE M (APC),, SEASBRAMAEH
R, T2 THRK, & T HBHRIE, NHEIELETF4
BENERS. HHFM DC BENHRS UC EH#LEN
FEEEBENXES . —MERT, VAL KLY DC
LAFERBRE, IERMHE FHBRFTEHAARNBE S, B
FRHMFERERWE, FEB5 T AKHME, TUMBEF
HWRETF, NS 552 Th RS, T 55 8 58 %N
EEITH, MR RN AR (Th, Th2, Th3, Tr) . HER
FEBUN 4 E S, HRIER, XF UC BF, DC AT
i Toll #3244 (toll-like receptors, TLR) R B84 W1EH K
B, 3% DC ) TRL ik L, K9 RE ¥ N B4 HKE
kB DC JLF A3k TRI2 1 TRIA, Ti UC B &/ DC B
TRL2 F TRIA MR EERE, EMIEHFRA DC 5HMEWZ H
AR BV S BE RN, Wi ELX i R B 52 7 6] ) 088 IR I
HEl,

2.2 THM AWEBR, EXANGELERNN, 45
B WS CDS* BIM T 4R, MERERBREE
ATABARSERIM CD4 " RUHREY T 40MI(Th) ; WE3h#: UC BER
CD8"T 4B IE ¥ SN RMRLIHI B TFE, CD4*/CD8"* Hfl |
Ft, MEEDUETBREE, ERFAS UCHBHRH
o FRF, BRI Th SHEER=4 K HBIRE FRAERARR, 7T
4% Thl M Th2, ZEHAERRE TREFL FHELHE, &4
PEGRETHELAY,; £—EXHTRELYWE, K+
Thl 83 4IHE R R 2 34338 IL-2. IL-12 F1 INF-y, Th2 J%5
BBV H 4 [L-4 | IL-5, IL-6, IL-10 F1 IL-13, f Thl
FRAE ) INF-y BRI Th2 SRHRAGIMA, Tim Th2 4UHE4MH
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#Y IL-4. IL-10 0 IL-13 AR Thl K5; WHIEES, UC
BIRRU Th2 G SRR EHER, ERYPTHE
Thl STREIMER, TOBENALA Th JAY &5 R34, Bt Thl/Th H
BIRBER UC RARWERREZ—. M5, THELHAMRN R
TR UCHRTEFRERNEM. AHRFA UC BEK
ShR L Th17 4EMIEFRBBIE R A B #, Th7 HlS
Thl ZAEEAR, HRS Tel HAMRAMRKYE, Thl 1 Tl 4
HaF STAT {5 S BB R K BIE TS S UC 2R, X8RI
HUCHFITHENRRBET WM LRKE" ., cDs*
CD25" T MR W W T AREHZ—, FET UC BENG
REPHEL T, fER3X Foxp3 mRNA MEE R, 3804 W
il B 2R BUKES: CD4* T SUAIMA, BA T ¥4
RAFIE, BEEERFR MR IE P L A AR M AR S,
REATH: T 47 UC RAEVB P LEEEHER ", A
RA45 T 41 (natural killer T cell, NKT 41j1) RIE4Ek R
A—2FA NK I RE 4 F NK1. 1 1 T-ZI 3244 (T cell
recepror, TCR)-CD3 S48 T 4EMINERE, #F4 NK1.1°T 4
Ja, fFR NKT 40fl. AHGERR, SE¥NRALE, UC BE
WEEAR T 4Hr=4£ KR IL-13, T INF-y B97=4 B
2 RMRA NK 41jib5 7 CD161 3 RAH CD2/CD28 f T
ZIMUER B 4AHIFE S CD1d A T 40T AT RAF=4: K Y IL-
13, UERAZE UC *F NKT Z0j0R IL-13 f7=s- 410, EX40H
FARFERMA L Y NKT 40 a3 25 9 B 2 B9 NKT 40 1 32 44 ;
A NKT 41}iF0 UC i) CD161* I FIRE AR T 41 H#»
HT-29 5 b R AIMRA SR, BXRRE R T A% IL-
13 BoRo REEREY, kB NKT fiRAFA93E R
B Th AR UC R ERREZ -,

2.3 AWMSF RS FMAPCHEEM, I THK
BEROSORRAE S, £ THAREAIBFRETERM,
T 4ijfiRTE CD28 RERNIRIWSF, 5 APC REAMRA
) B7-1 1 B7-2 AEAEA. &46 T 41MIERIA CTLA-4 4
F, BAT5 (028 BWERREMERMER, 5 BT FMAdl
CD28 1, T ELREABUB M AR R T TR B, &
BIRRA, LRWAT 0X40 BA B FHE MM %K T S A M AL
f9 CD4" T 41}, HARBEER AR T HM L, 7 UC &
ERERARBEARS CD4* T S LRERAHAB™

3 @mRTF

ZMETF (cytokine, CK) R p S BEAMI (ME LM, K4
K BN R AR ) 0 Bl G e 40 D ( 0 i ¥ PR
BAME. REZHM. BRETRLIE) LRIMTT AR 40 H—
RAA ZEWEEN D FEAR, EXAREES 43
AF, ERANRENE . SELBRARIERE. ML
SESURL . WBGE T AE3H S S HABES; FRMAREF
RARRARNEYLEER, TUERATRENMLE RS, &
BT LRI IR B MR TR AR, AT 42 52 R B
T EORRBALRRE"Y . XTF UC BE, SARETFHERATL
SN, N REBHBBEREAERY, YA UC BIRHIH
WHEERMEM. % CK BTN HARMR(L), F
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R (IFN) . Bl 3FFEE F (TNF) | &K EF(CF). &kl
HRETE.

3.1 HERAMRK(L) LEAREFHREIBENAESH
EMEEN—AREET, FEAEARNRE. M. &
PR R B AR BEL B A EER YR, B
BRITRA, M BRI E MR A A IL-1, IL2, IL6, IL-8
SHRTREABMET, B5MMERRR, TEEH T 4
M=t f -4, IL-10, IL-13 SR THAMRET, B54%
SBERRL, EW AT S5 E TR P FHE LRSS,
—BPHPRSBBIR, MREEF—F SR, WSBERH
WIRE, BEEBR, IL-1, IL6, IL8 FIMERFEEF (TNF)
SREFARETFRANEMNS UC RIFNWARETF, 77 IL-
4, 110 SREATAERNARET, BEHERNEE
EERHEERWERBFEEEER, L1 SRWNE
BENST UC MBI R4, L8 MMM INA- 5 2 4b
SRR TR, ELER(R A AT B AR/ BRI T o
KT, S RRBARBERR, IL6 4B MY G
FEAREREABEL, AT HIREARRE SR
REo IL-2 5330820 S B05 0% 2 Yo o 40 IO 6] I 5 1 45 2B, 1
ARSI TR B BB, SR AREAER; L4 43
Wb BBV IS R e PR, R A M B Tk
N, IL B4R I, BRSEHER R R RS
THAEEEAL . TRk, AR ENBRER, KRR,
RAUC, MR UC LR IL13, IL-18, IL-17 {4303,
IL-10 B4 RAEXTERA , I TR BRAR S FI0 48 B F 2 IR 6 P-4
FAL, Pt B, S UC FERM, FHWIF UC XHR
RAWEFARLAREFRA —SABER, B2, BE
MHE TR ARE T MG PHEASH L £ UC R4
RBHAMWMAIFERAAL, T Thl A1 Th2 40502 5] 60 P AF 2
ETREGREFARABREFZ HOLE , BEH
WHAREFRAR, ¥ T HH4H Thl #lTh RHER, 1
WAERMEEEHARE T, B8, SR, RSB AR
HREFSWMY. AN Th AREENSAREE, £
REMEF EER [FN-y, Th2 HREEN SHEERE, 3
RS GHIE FR IL-4, IFN-y BE{R3E T AL Thi ARALTTH
5 Th2 4% 4k; IL-4 SRR T SUHIR Th2 #RALTTHA A Thi
Bib, —EZRNBDTE, RETRERNRESERKE
REMKE, XBERXARRT -+ E 20 F%ER
%, WMETLIAT Thl F1 Th2 AT BEPAFAO L BAME F N
WARRIE UC BAZORIT ML R P EZ5% Thl 71 Th2 418
RIVBEER, AR — B BT, -

3.2 Em4MFENH & F (macrophage migration inhibi-
tory factor, MIF) MIF /R 24 S AMMAMW, BiGE
RIM—FERETF, ELH T S, EM4IKEIR DC #a]
A4 MIF, T MIF 35k B B om S S WA,
MIF ZEfR4H AT A B4 I E AR A B R a5 3, ZEdk AT
PSR E A TR TR AR A1 1Y), (R I MO S8 5 SR I
A BERSW—HHARET, EAETEEERR, B

- BRENHIAEDY MIF —RIR, 7 UC BE ML UK LR
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&, HEKRE TNF-o, IL-1B, IL6 SHREAF, HERTH
HEFBRHE, BMEME UC WRBRFRAEEERR. &
—24F=H IBD BE MW+, MIF KFHHBHRE., LR
R BN, A MIF ik BFEH LR AR MIF 554134
. EHRERRBENBESINRERRVLRTRERE
AP, MIF 2 3UNRSHARH TNF-o F1 IFN-y +F, T
IL-4 /K TFR&, Ohkawara %™ BF5E Toll #3244k ( Toll-like re-
ceptor, TLR) 5 MIF By R BRI, 7644 MIF k= K RS
B4 MIF 5, ERRESBHARPRNE) TLRY PSR G40,
VB MIF 548 @B xR,

3.3 PMEIFZERET (TNF) TNF R—FEAZFEYTEH
RO 48 40 I B A0 e B A 1500, R e S O AR R A
EFETRASRRBRGEM . RBILREARRTS% TNF-
o #1 TNF-B, B0 F ARk 6q21. 1-p22 Fl 6p23-q12, H:
RIEERMT HLA-MXRX, HIRBAR, TNF-a 7 UC FHE
FARMYE LA, AL ET, RAEPHR R E
LBEBRRIEXE,; TNF-a 5 TLR2 7£ UC FEE—ERXEK
#; TNF-o ATRIBSSRE A4 L8, 7E UC B4 i
TNF-a, IL-8 H¥REEFA BIMR, HS5RIHFRBEMRX, TNF-o &
UC FYERNIBIMBI R A BT FIRRWITIR T BRI KEBIER
HRREAERRMAIET TNF SUERBIT ™ . TNF %
TR 5 PR R B G SR B B 38 T 45 ¥ 9% (IBD) B yT 7
o SHMRBRTEML, KRBT RIFAME, TNF M5
5 IBD BEAV SR BEMAKYIUEIBMEERE, &
5 IBD BEM ARWRR™,

3.4 BUEKEF #¥ib4EKETF-B(transforming growth
factor-B, TGF-B) AILAM G BHERIER N, HEAEBEN R
BEAYER, FAE N R b B 4 N R R 4 R i b B 4
R ARE. FRER, TCF-B B5HF UC WEREMER
UC Zf#}, Eastaff-Leung %™ ZEBFSE Foxp3 * #¥5 IBD %
- T 40, Th17 200 40 KA 40 B 73RS R B, RA % UC
BESR M RIL TGF-B KFEF %, T CD &H TGF-g
TR, RHEEWRRIA, FEARBEFBFMARF R
3 TGF-B YR, LR MM B BB B2 § % . TGF-B
# UC WA MERRABEREAE R TERARNRE,

4 FEEEH

4K A B4 (cyclooxygenase, COX) 275 4= PU BR¥E L M AT
PR R A A+ he A PR RS, R —F 5 4888 R Y 85 4
HMXNFEIRXEMN, 403 FFIER: COX-1, COX-2,
COX-3, E# COX-1 B[R4 #Fk, COX2 BHEFHRX,
BIFEER, COX-2 ZEXWRKE A RRE L KA A AL
HRILPBRAERE, TESHEXRRBSINEHLTBRE
RS EMMARE E R AR CoX2 BB HRE™, NF
UCBEE UCHLFRRRL; REHRETF. REH.
TNF, REAKEF. BEEANE TRITRBLASZHERY
AT COX-2 5%, ## COX-2 mRNA K, T LARHE 4 5
KR, Fif, IBD % b g4I COX-2 FxRMHGAL TR

HI—FMRIPEER Y, B COX-2 ARRMRTFI IR K AR (L33 B 3
Rt fa. Eit, X COX-2 % UC RmpLH M2 — BB
98, FTRAIMEAEE, FFRTRRM MR A UC REIAR,

5 EREREAEH

3 7 $ /& 2 1 B§ (matrix metalloproteinases, MMP) & — ¥
EHAXNAKE, S50 ERNEBNER, £IE¥
HRTERBLOHLETHRARS. BEMNEYEREERR
4% B IREH 8 (MMP-1, MMP-8, MMP-13, MMP-18) ,
BB B (MMP-2, MMP9) ., [B] i % f% ¥ (MMP-3, MMP-7,
MMP-10, MMP-11) | 3¢:B§( MMP-12) 4, Z4BERF 20 £
o BIEER, MMP AN ZREREAMAKANHEF
(tissue inhibitor of metalloproteinase, TIMP) %} MMP ¥& ¢ #5 #i
RETRRERBZE RN EERE, 1 MMP-1 FEHE WS
far=4, UC KyRZAES 4 Rk MMP-1 k¥ in 5 H AR 4
BEARX, TH MMP-1 7] DMER P UC BERIFERRE
B Y#38%R; MMP-2 F1 MMP-9 ZH & mRNA 7£ UC HE B
Wi, EEEREASRBEKY, ARASLERAEE
/N MMP-2 FHETHIRT EHRI R, T MMP9 LB
B4R 8 . MMP R7E3% 30 #: IBD il R B Rk
WERBEEM., AR RY, MMP9 EIER 4 HHR 6t
Z, {87 IBD MR IR b B I B Bl

6 FRR-SURSEH

#ESE — &K L& & 8 (induciblenitric oxide synthase, iN-
0S) R—FiEHET NO M BMER R, BBES—RIEN4&
HEEFIA—RARNELES (ABE), hBEwARES
BRREPNTRER, E¥ASBRERPARE—RLBE
¥ ( constitutive nitric oxide synthase, cNOS) F1 iNOS % 4&, Ti
UC BRELBFEBREFLLINOS X E, 3 H UC BELBRM
FiNOS B E A ®™, ®A INOS 5 UC HRFAH %,
Martin® ™1 1 291, iNOS £ (NOS2A) 1 UC J5 B H Y
KRR, ~SHBRRRERBROBEEDEREY. HRE
1 IBD f8% % NO My BE B @349, M NO WRER N2
—Fiel, REN TR, AI4ER7E IBD B MRS 3 MW
HA AREIRED™

7 WHATF

YRR 4 TR — 25 8 T 40 R T 0 32 T O
B, RAE A RN | SR 6D AR A 1
RRAKREARERSHER, SE5RENGERN, RES
MABRREER, ARERITHNS k% BERIE.
BEARRK. BARFK. RERE H @K (IgSF) | &
B, WA REAM AT, 4T CD44, CD36 BIFRTH
W5F. BRER, BOA 3 XERITRES SKEHR
58 B R RS A F E R TR, X3 KBRS T
PRRRCFERERBEOBREZA BAXURLS

. ﬁ[n] o



892

8 RBERSEEY

MBRECYRIEER SRR NER, ZIEL
BHREFENEARARZ —, WFETREFFHEZLAY 16
MAME C3C, BIEER, EREFHER T, RETAWK
BRI TARBNBE, WADKHRAREA, T
REEERSIMER N SRR EA X, RERBRERE
YURE, MERRBARRGIHNEES S5E; 48R
EYRMAZE/ N ERE | R - B R M E R E LR
BBRCRVIA, H g6 SAMARRILH B3, B C3C W%
5B 1gC RAHIMIRTTNE, HGERUEDPRE, 5
PR B. ERY UC BERETAWHHAS UC WE
FRAIE S BEAR, FRERA UC S il R &+ i 4l R
#4r, R T UC SBe RRMAFTA o
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