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Inflammatory cytokines involved in colitis associated carcinoma: A progress

ek ARG, kEFTH(.F_FEEXRSE FRATERA AT, L& 200433; 2. $—FE KT #F
RATERKIN FRANI, L& 200433; 3. F—FEKRF AMESFF LA FHHFT, LB 200433)

(5 F ] b 20 A B L 6] ey 200 P 3 DA 1) S 1 DR —F PTG AR A DG A7 53 B , 175 P G 2 1 11 RO B8 T L, 2 5 45
BB R AR R, S8R R IR W R HF FEA TNF-o . IL-6 . IL-8 . TGF-8 .PGE2 %, TNF-a
WG JAEAR 555 SR F NF-«B 1 AP-1, HE 1 2 0055 T8 190D 7 TL-8 , 472 1 8 1t 485 74 B R il e #9155 4% P 980 400 M6 43 % TL-6,
VI Ui Star3 , K 1 SR A0 OG GE RS SO 0R 1 5 1L-6 38 0] LU R Y58 T A0 A S 009 G e RAE BN, PR kLS B e K . 1L-8
75 IR I I 2L A S AAE RN, (2 0 IR 12 B A R . TGF-B — Jy I 1 45 20 M i A K, it bR i M A 125 53 — Dy i

TGF-B {5 5 18 i S 305 A7 By g A 4, TR IRE TGR-@ mT LA S84 i sg M 50 i, Al 0 A Rg e B8 . PGE2 205 (i 2 5 45

Az R R 5 S IR A KBRS B, (8BRS B i R AN 1L

[ X% ]
[ FES2S ] R730.2; R735.3

VFZ IR 1 R A R AR AT 18 M S E 1Y i
R R4S B RAE 5 R R KR R D)
M, W TELs I R ( ulcerative colitis, UC )l 78 &
BEE( Crohn” s disease, CD )% 485 M 1% 48 ( inflam-
matory bowel disease, IBD )% & J& 45 1 . EH W
TR RPE R KIEIN . 20% iz 45 I R B E TE
KN JE B 30 A R A 45 H M ( colitis associated
carcinoma, CRC )"’ IAh, 7E¥A IBD &AL
IR VRS B i A9 R B, B dH A A R
R MEAN M AR, DL R E I TR R BT
HAT, MR ZE R T ol tumor necrosis factor-ar, TNF-
o) F4IEA 2 6( interleukin-6,11-6 ), A4 g/ &
8( interleukin-8 ,1L-8 ) b A K K+ [3( transforming
growth factor-B, TGF-B ) \FI F1| it F E2( prostaglandin
E2,PGE2 A5 Ve 1 15 45 B Ji i B 38 1) OC %
e NIRRT BT AT AR DA 45 1 1 98 i PR T80 4 1K )
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1 TNF-a

TNF 2375 5 I 4B 0 T () B 22 X 5, 72 AR Ab
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TEAR A = EAE I AN & 5 00 Mg, T2 A R 2 1
DR T 2 el 1) K e o e R I 485 L o jB R
KIN TNF-o 7K1 85 83, T A6 DBk 5L & Ji g s ke
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25 e /N B Z5 I R IR T 2 BT JZ TNF-o 1Y 3R
IRIKOP i 2 . IR SR SE R 52 4K T A tumor
necrosis factor receptor [ , TNFR T )ERFEAT/NEL, 45
Jo i ) A A 8 X 3 R AR, i ik A v v e 4 BEL
TNF-o 55t T {0 35 [ AR 45 i s 19 25 23 400 6] e
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PR AR K 1L-6 4% =% R 45 B i 35 R [ A )2 B
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PR e 2 FR 0007 2 B 2 3l o T A e s X T B
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Ji4: )& 25 H B ( matrix metalloproteinases , MMPs ) %)
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2 IL-6 51L-8
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AR A S B DL R R A A A K S
i £ E AN RN TL-6 114 7K -5 Ji 0 £85I R 4310
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TGF-B XF 4 B i Ik 983 19 52 i) J2& X5 1T 1Yo
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G REYE A R . TE TGF- {7 il #% 2k
15( Smad3 €72 ) /N AR AT 3 & A 1045 A i b
B3 )L Yang S5 R, 007U 98 40 6P TGE-B
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B 53 B8 U530 P 40 B ( myeloid-derived suppressor
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AR EANMIXT TCF-B i 3%, I HLAE JEH L P B4
A K T ( vascular endothelial growth factor,
VEGE )AYA I, 2 PR 7T L] Fof Jed 1t 785 26k, 3oF
I IRE Y A A R SR T B R AE T TR, TGEF-B %t
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TGF-B 54 VEGF AYHRF 5 M350 50, A0 i) A6 5C b I
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4 PGE2

COX2 S 5 iR 40 Jifl PGE2 & JiL 1) G B il ,
COX2 Jr- 3™ A 11 PGE2 5 [ ) A ) 2 % M 25 1)
MG, G5 A0 ML R 3% 05 PGE2'™ Y, JEim Ab e By
SR P PGE2 5 f B MR A4 15 R T s, L
55 R 9 /NG EARSC , T AR YN BRI AL s
TR E TR Ih R COX2 i 42 44 1l 1) 4]
celecoxib 14 40 1] 50 Bl w] DL AR e 40 i
A B PGE , #8115k 25 400 1 4% 0 o e 8 4 2 gt 2e
COX2 4131 PGE2 fE S5 T I Az K 3k e 1) 4%
ANJTH . PGE2 RI i i 22 U3 AL 3 F R mito-
gen-activated protein kinases, MAPKs ) FIlI i FpE & fi5t
3 P4 phosphatidylinositol 3-kinase , PI3K ) {5 5418
AL LR T8 1 BCL2 BYFEIK T Rk
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b DN BT W ¢ L el = A L E b
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