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SAE M7 (inflammatory bowel disease, IBD)2—4%
BRI BH e8P P 1B R RE s, 4 B R4 A ¢
(ulcerative colitis, UC)FI35% BJH (Crohn’ s disease, CD).
IBD AJm S5EE e, %, SRR A G, Hip
g S AE IBD AW HLHI TP R ERIZ 2] 1 T IZ 6
T FEARIGERR A KRB, e F%
AP IR SR S AR, AT AR P AR R AR AR TR A
N 2EA FETESIPE IBD, MAMNETE R A AR5 B 40
JLBA S, AT TR RS P 1B A Hh R DGR
H. B AR s R A AR R S A e
TESRAE SO A B R

1 HENERERBRRE. DmifS

i7E s A= il RS R VA1V TN N N2 31 ) S
WA — PRI T A AN LT, A
VB RN T B AR AR T, TL-1, TL-3 ., TL-
G AR 7 AT A AT . AT R AN A A A
WS N, & E At AR AL, BEmisstr
A eB B HRRE N, KRN BRI, K E
IER RS R B AR T 20 B R N AR A
RS G RTINS | DUZRSE. 0380 B B AZ AR i

EHAMLG, FERTARERRm T, RS
— IO BRI, R E A R ARG A
FEECRHARRRE R . difpRm A RREs £ . BN
B HAMEEE . WA S B2 . RRREE KR
T IS AT A AR E A 20 B VARG 43
L BRI, AR E REA AR JE,
= AR R AR R S A i, (H2 ATP FgRik 55
s . FIRER ZEETE R E AR, TEARA R
W], whiany AR IR BES PHVE. 545 aAE IR, /N
WHREE A 2 0 E AR AR RIS /N, 328 ACP Fl NSE
Beog, {H ATP fif 52 55 FH M.

DsE o e A ke e £, 7EUC HICD
SRE I ST Hh B AR A A A S . SR A
HRAE PR TE 77 J] Rl B A R A e 2
AR A — Pl S M R LI . 7 Yao et al "HIRRFT
o, XFCD. UC iy B 0 IE 7 B I B R A T
Kidftes, RBLCD B& T2 mms 2 8. T =i5imEk
. HE., BTN RarE R B2+
UCHF MIEFEX S, HCDEREEWMARARE. B
WA LR kb BT 1 R 2 SR AR AN ST AN R Bk
BRSNS, B HiB R E VR AN A8 e S AR e
[ I ARG B AR B S 32 S i R J0 G AR AR 15 W i
RHE B A R A IR T CDBR A B i
TEAEFFEL I TE ) R ¥ . Fais er al " ITF RS2 FF T 5
CD IR ZF it B 1 1) B W 240 A2 DA ] I AT P TR S 7
FEFROLEE IE5E, A TR R BIE ¥ A 718 B R
HUTE IFN-Y HI T~ ANBRIE 2 4% EL AR

2 BERBREREAGYIRRE

F WA L 2 A VF 22 S SR e P AR T bR e 4
A5 CD68. CD14, EMEANNIH 75 #3214 (macrophage
mannose receptor) . FLEAH 7 37 1 (macrophage scav—
enger receptor), M—CSF 324K, KIRIM ZAH 6 E 40
M H (Nramp) ., MEWEFEZREFN 2R (sialadherin), F4/80.
B RS B BE B (monoevie specific esterase). FLWE
A4 JE 9% ST (macrophage metalloelastase)., FL AR
BE -1 4 FETESIME IBD H, AR E VR AN TERIE
R T AR UAERIRTSE KB, TEShIE UCH CD Y
R E AR R R A 5 I AR, Hrh
FELE CD MR b B3 UC 21410 R 3L RFD9 FH
PEE WS 3G8 BHMEE W An ™. I 1A kR B s 40
M U A B 10 % I 4EE R 3L CD14, TR AR ZNE
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(LPS)AT DL T 5 CD1445 538005 B V4R L. 1 Rugtveit et
al "R, TEIE S IBD B A 2 B w40 i 3k
CD14" L1 (‘B HE A% 4 i b R sl ik o 45 L8 . MRP-
8/MRP-14)HEH1. K4 CD14" L1 B R i =35 2 M Ak
JE M A B AR, W H TNF-0 | IL-1B, IL-1ra FERE
CD14'L1" EWELNIEF= A 1. 7£ PWM(pokeweed mitogen,
LINFREA 2257 25— Rl FEFT. 22089 LPMNC
RIRR AR 2 SR 0 ) 5 55 W Hh 2 BRCD 14+ 4RB AT DA
TNF-0O ., IL-1B. TL-1+0 g7/~ B 5 %K. Rugtveit
et al "I ST R TB DR AR (14 5k 200 i P II J  T
PEIETR , AR H BRI R CD14 L1 W 5
B, T IFN=Y FI LPS HI I 7R 1 B W4
HUCD14 LINASBEE G FIE. B TAK BT
Wb i B W AN P bR & _EJRAN T RES 518D
Y &SI

3 IpEEEMmIBHIECE
B AN M B80S J5 T DLgRAs 2 s iG b iAo
TEPE. dIE T SRR . S pE R
BAAZ AN A R 1) L W A 7 T A 43 W6 PR TN =Y B A=
Y- LSS 2 M ER T oiss , X274 TR
T2 S AL, SR T B WA A th T D e FR i 1
BEANME R T~ 1L-4 FNTL-3 300, XA 7E AR s ffg
R e T — AR B AN R D RE ) B4R i
FA FAECD R, HTFEWBAIS S T IFN-Y &
FEIRITh IR SR, PR 2228 B s A i 2 ok 20 i
FERBTE AY™. UCH B AN A BT R R M NS 28 R
FERHAR & BLAGHLT Th K2R B TL-4 F1 TL-13 A3
R i HAE UC W65 T I B R R B
TFN-Y [k

RN R AR 7] G 2 W (R i R IR ik
7, HEAMR ZE PR HENA 20 2R s ER
(MAP)BLREGRNEE SR F, ZEF -KB(NF-KB)HI{5
B . Waetzig et al' R IIAEIBD S Z VIR R %
FhAE A 3 A A R 0 B AN A R R A A
p38MAP B G 1 PEIESR . NF-KB 3805 J& 4% Ak A
RAETR T = A — P Ui e, DUFE 2 Fh 4 A
A2 E 1 Sehreiber er al "™ WERFIT A & BUFE S MHCD R
FUIBR R IEbR AR S AR 2 AR AR U348 NF-KB 21k
FHEN. TL~1. TNF-O % LPS i 258 1 5 4R 2= 1 1952
IREE G BIEIZIB . T3 HNE AT &I Toll FEZ {4
(TLRWE M A= Py e (R B2 A AR5 T N AE G i o
P Seg% AL A B AIVEA. LPS n] LIS 4 i id
TLR 454 . Martin ef al' ™" B TLR 7 DA3E T MyD88 141
A IL-1 Z AR G 2 R | AR
F K15 T NF-KB Fil MAP USSR 00805, 3
HermEEL LM T AZKA 10 AR TLR, (H2AE
R EAATT AT LS 2 RN FE AR A, SRR AN
HY LT H BTAATE 2. MUCHIDC B35 318 1 45 i K/

W RARAS 1 R A R A TLR4 263k . 52 M,
P TLR3 FEGEShE: CD MAETE UC F65 F ML

NF-KB {55 i@ 18t n] DIgk — Fh 40 i o 18] 19 32 4
Nod2 1%, Hugot er al"""EVFZ2 CD SBEHRME] T 1Y,
A Nod2 2L [, I Rt AT DAk 26 Hbis NF-KB 5
SR, AN, TNF-O FI LPS j#i1d NF-KB {55 841
SR E AR | Bz 400 Nod2 i35, AT REXT INTE SR
BE N K TBD AR PR A M. o Ak e A
PG SZ R (PPARs) BAZ I R 2R K G A AR 5. i
PPARs/RXR( IRFEXZ AR iR 2R TR & 5 T %2
REER A B ROR B R, gk . Hg AR An
B E%. EH PPARs A=W Ala, BOFIY, H
HTAIBFSE BB FR T PPARY 75 B W 40 11 /& 8 K T
MVER. ZELLAERFST HH B 4 L B PPARYE —FP LB HE
FEERERETE, TR SEAREEIREA
(oxLDL)IJF 2l R AR A 5 W A g Hh fH [T B (R e A
Weber et al'”' % B ox LDLBENS 15 5 A2 I35 BA A% 41 it 2%
A A B A SR AT M R B PO R B B R B, 3
Al e et B NI A PG AR B8 . 55 Y Feng et al™'H
S B AR AZSAT A i B AZ AR, oxLDL BEf%IE
7 MA PR (p380) A E 42 5 L~ 1B FI TNF-0 ff mRNA
Kb H 7K

4 IFHBERMBFRENERRE T REYIEEIR

EL WG AT 7= LN S b 2 R AR Wi e T, RIDER A% 20
F A7 M ZFiEEY BT, WIL-1, 1L-3, TNF-O
HIFIIRER | FRLMA B D K% FhiEE Il 1R 145 IBD 1
i L P A% A A Wk 0 L Ak — el v R R
MAETE 4% IBD B 1 IS th A B KR4 R e 2
BELPS), 7] BERAETE SIIEBR T SR A AN b JidR
SRS AT R

4TIL-1 IL-1 ] 2P i, e EEA RS
N EWEANAE. A TL-1 2T sl 15-17 ku, AR5
HOr T EE A R AL B9 22 57T 20 TL- 10 FITL-1B. 1L~
1B 2155 IBD MIlA 1 R AE A —FhlE & HE A 20 A
T, 7F IBD MR MEFIHER MG R R 8 Y B g 1y
AR R ERAY R, BRAZANR ] it i DL A — b
5T IL-1r0(IL-1-receptor antagonist) , IL-T rO AJ )
AR TL-18 5HAZ k45 &, FAE 1990 K
Cominelli et al” "B G IZE 5WIERMFERIHR
H, IL-1 2 —FERTAEE T, HAIL-1 ro Fikk 3
AT DA AT (94 R F 2P RORR L1196
W5 IL-1 ZAFEHH] IL- 1000 22 [l i 5 E TL-1 %
RAEFEGEHEAERT, 1L-1/1L-1r0 1Y LU(E 5 5% 1Y
NG PR ™ B 2 VAR OC ™.

4.21L—6 1L-6 AJ fy1E A4 / BRI S A 24
A Az, A IL-6 BY7r7 B & 21-26 ku. 1L-6 42—
FITES 12 20 SR AR Hh (A S AE A B s vy ) i) LA A=
P RAO B ATIE R . 78 IBD 883 A9 A5 FR b 2 31



2164 ISSN 1009-3079 CN 14-1260/R

BRENBME 20040298158 F12%8 F9H

1L-6 [He T Bl 3w, i B 1L-6 5 Fr ] FH 48
SEIRIG S ANEYT SN . Kusugami er al” FH2R G e
HARKI, sk UCH CDARA I AR LR A 25 1L
6 B TN CD6S* B WA, HAbE: 7 48 Ak (i
A [ Y R 58 ANt i s R ) I L EITL-6
TEPERE MRS, 4R TR0 L6 TG PERG I T RE 2
S IBD ARAIE AR 45 1 48 RE A —Fl 5
43 IL-8 IL-8 B LPSEX IL.-1, TNF-O 7GR /B
WL . PR al PHA BSOS A TAIM . MM, Hrikian
Wsg =L IL-8 AL FEE, 2 FHER 8-10 ku.
IL-8 2 UC i B R AN AT /DAY AE 6 . H RTIAR
TNF, 1L-1, 1L-63% & I HRAE £ N AR FRERE I 2l i
WG A LIL-8 MR S T T 1. A5 5R)
R UC AR AR D 1L-8 K P B &, BT
M35 &SR RAEALH, UCHEENIL-8 5 =48]
I KSR er al BT L Z B UC B E T
8 S X R, HBERASTE B Y IR AR
FREE A AN T S B AR, 25 AT a I 1L-8 5
IREHE TR, R TL-8 (AR UC (™= EAEE AT
BENRAA — e T8 X

4.4 TNF-O TNF MR H AR S Z5 A [R5 Ry P s Al
TNF-O Fl TNF-B. A& EERHE WA =4, LPS
S HER AR ARSI A TNF-0 21 34> 17 ku 43
TFLHAA = Z R (45 ku). TNF-0 25 T IBD 18 R AE 14
—FhEZEMAMEE T, BEAAWAE ISR A
BRAE TBD 114 4 1 A8 A M 7 6 w400 38 o 7.
TNF-0 J&—FpfE 2Rl B B . RAERIE il T
Th1 20 S 15 98 RE SR S 7 AH 2 () B AR 43
T, HAT & PR Th2i7 S i B2y T o ke 1)
FAGVE . ZEIBD Y A% AR TNF-0 i 57 21l 22 il 5
TE. Guy—Grand et al™ Y18 75 % BAR £ # 77 4 1 TNF-O
B, ELX R A /R IBD AR — AN RFE. IE
W4T TNF-O J5 i) DL B & FIIE R A, i
N FPT TNF-O AT DAe 4% 58 /)N BR TBD A5 A1 g 2 2 A
I REARAE T2

4.5 IL-10 TL-10 FZ MG T 41/~ E,
DL R B IR L ) — S S A = A S )
INEE AT I A I ) T 94 EEL A0 e i B A 4 B ) T
TE LT BT 58 H R PRIL-10 7] UM HI LPSi7% S0 B W 40
Mar=A Ay 1L-1, GM-CSF. TNF-O_, IL-6IL-8.1L-
10 S4B A% \ BV AR T8 9 MHC-TT 28405 19 3
K, W IL-2 FIFN-Y 724, FERIH] T 40 5 v
R AR EE W . #E Schreiber er al "M RFSE A R TL-
10 AT DL 7E mRNA 7K P-4l IBD el [l ifn 42 240 M F0 7
SRR 5 I A A I G TL—1B Az TNF—-O. [F]AHF 5 L~
1 2 ARMIHARAL- 10004305, B4 IL-1ra\IL-1B /1 HL{A.
FHIL-107E 73697 3 B AE S 2B P R 251 25 1 1BD &
B, T L L L o B A A0 R i 2 L B I A
AT IAAELA T K S B T R

4.6 IL—12 1L-12 2 —FoCHER B FiRE 4 e -+,
EE R I I S e 0a s W P VA0 A O e % s =
AHREAT 7, HA B8N 70 ku, HH 40 ku F135 ku 1y
PSSR 4 BB R T A . 1L-12 AT RLE
IEOE B AR AR B R, FFH AT IES
IFN-Y, IL-2. IL-8 &R 4R+~ E, s &
RE 2 W . Monteleone ef al”*FllParronchi et al™ {EMFITH %
B, SIEFXEBHSME R, 1L-12mRNA KX IEE]
PR TL-12 22— B ARTE CD Hh3EiEH00. Okamura e al™
B TL-12 A1 TL-18 BR B 25 25 7] DAFE/N R A s ™
I INIFIEE AR . R R B~ 12 0] DIGE RS T/ )N
SRR 1118 2 AR FE TR 1118 [ L1y .
4.7 IL—18 IL-18 /3T & K 18.3 ku, B—Fg KB
e, ALIES IFN-Y /97574, F/EES Thl Y
2 FRLEA T VERT. 1L~ 18 G AL B WA B A 75
YU = A TEAL A E AR = AR Y 1L-18 BT (prolL-18)
FE 1L-1B ¥ AL B (O 3 DYERT T B 2R s AL A 1L-18.
Kanai er al™ "2 81 CD H35 I H TL-18 e I i F 10
HOX L. CD R PEES A REEAR a1 1L-18"CD68” (1Y
Egdifz i, H CD IARMEIIW B4 Ris 11-18 52
P SRR ST R IRIL-18 AT DLSE S 4R 4L~ 1232 {4 14
WAL TL-12RB2 Ak 1 R] 1L-12 355 T 4 AL
P, FFEIFN-Y 174 B P FEER.

4.8 TGF-B TGF-BR&—FiH Ty A Kb 2 Ak,
AT E LPS #0G A Ba A% 1 B WA= A SeWliAh TGF-B
FHESHRAERNMALUEEZ %, ERAE TCF-P X}
A AE S | AR S DR AR TR AT T TE . At
A DRI A i A B v A i A R, SRR R
A0 IL-1, 1L-6. TGF-B FE 2 —Fh i il S e s
FL AT LR B AN A | FEPTR IR T
FH. T HE S 40 B R 7400 TNF-O, TEN-O f77 A AE
UC 1 CD B AR R TGF-B A W T. A
(TGF-B1-3, TGF-BR I-TINAYFEAIE R, FF —LLehf57
HOR IR IAR AR AR SRR A R TAARSC, H
{UHBAEBERGTE S, Babyatsky et al 8 Z B 1E
FHIE TGF-PmRNA (3155 RAE & I 1™ AR AR K.
— BRI TR R PRI Fh TGF-B L7k - &5 248 5
BRI A A B I GET 2 E i
4.9 HAh TEITHIAOARSE T, Bamias er al™ AR SE &
B CD BE AR B WELR A CD4"CDS” Ik L4 i Az
UC B F M A0 A] IFEATLIA. TL1A & —F i TNF
MRIEF, TLIA EAREE N TLIA AR EE
SRAEMFEERREAK, 78 CD iy i K EA
AN TLIAMAZ] CD B3 194 PHA RIB A BEIE A )25
W AN 5 2 b 0T DA TEN-YAG 7= B Al 445 TL1A ]
DISFET- 6 & X ZR(DR3VE G, BRI IFN-O 4
WA R T 53 AN B R L -17F(1L-17 K
f— 51) 2 FH B A / E WA B 2R A . R 22 11
TEAR & PRAE 2R 2 1L 1 72— S 984 R g
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FEHF. Bl 1L-17 AT DA S LA 5 R AEA OGS A
35 1L-6, M-CSF(E W4 ARV FIE N ) . ke
IR T AHME RER T -1, BEAh, IL-17 A DI SR
IL-1B Fl TNF-0 53 84 SN . 7E Fujino er al ™
5, TENESE UC A CD BE MR ERIR Y 1L-17 78
CD3+T 4R A CD68+ B Wi i 33k, fE1EH M4k | Jgk
Yeltkliz o¢ | SR R A B R B R 2 1L~
17, {EH23ESE: UC Rl CD 83 s AL 1L-17 19
FEIRAA A .

B2, TR ISR EFRATN IBD [ 62 5 R A
SR HRI AR KR RILHIA T IR AN LA IBD gAY 2
H T 1E 5 W18 A1t 2 R I G RGEATE Y /5
FEBCHE 1 . EX A AR, RpEii g B
IV £ A A T B SR A SO R RS PR S
FETESIPEIBD Y, B WEAH A S — S 2 Y P9 A G 1]
B ARG S A R ey R SR TE . B
BRI T XA GG PA . s AN/ sy
AR P L 27 ) 700 ] BB A W A 1R kA
FERR R, BAE, R . AR NH SR
T FEIALHIB T AL R B T LAYE A6YY 1BD
A R 254 BT R IRy i B S A TS
YYD EA R, DIERBAE RS i S Rl A vy
JeAIA.
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