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Progresses of research on mechanism of carcinogenesis in ulcerative colitis
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[ R8I ] BomtEgE R ROAEAH LS B IR ; SAE A SC AN IR+ ; I s
[ B4 ZEE ] R730.23; R735.3%4 [ XEkFRIRAS ] A

Iz ESE %96 ulcerative colitis, UC ) & —Fg
PRI BT A P P T A e M i 0 R P50 , i 28 )
BRTRIHFE SR 2 JE 2 2 0 B, It
Al Bt &, LU B e gl . BERI N
HETS A SR AR . R R AR AT |
FHIRAE L UC A B K A8 W RE I, 45 1 9 A
F2E 1795 ( colitis-associated cancer, CAC ) %8t &
KGR KR 4 ~10 5. HAERRSES R IAE R
(R DB I R HEER 3 0, SRR SR R R 5 2 A7
H T, 45 B R iiasT EECR L F ARG 8 £
PURYY AT AL w67, (5 5 48 A A7 R AT AR 7R
50% EFL Z R CAC 450k & 8 i F 5T
EROCTE MR A0 5 L8R 5, 3 UC il CAC A
FOAH G PR 2R 728 B B 392 ) s 000 e ot ) BF 5 o A
JRIBRPE . i AR, NN TS E/ Mg S i B
AITATRETINER A, W) 45 B 98 4w AL A7 T IR
ARG , 2 e W2 B e 4 A= O A5 001 BIL
RN TR 2 TER T IS S, UHE 26
Tt Ve RE 5 IR K A BT A T Sl Pk ik
o A SO Bz TS5 W R B G 45 E e i A b
A AL BT FE kR VE—Z53Ak .

1 BHEMEEBRRITHRER

H i, Wt P4 i 48 B3 C A i R a5 I iy
ETE AR Z A, AR R Y e U 2 A5 Bl A 3
P AE ORI e 78 %) JXURS: e J3E 22 S A R . Rk
PN TN UC J 7% 1 & s B v o o A
i, Yashiro %[ﬂiﬁﬁi‘T 116 T ] e 11 o Br ik 5%,
R UC i P S 23 18 i SR 45 B 9 I HE 485 CAC
IR UC & fa 1 8 31 10 4EFF 4635 m, UC &
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5 10 AEJGHER N 1. 6% ,20 4EJ5HER N 8.3% ,30
AEJEMEE R 18. 4% , UC J 78 AR EAEF N 3. 7%
(95% 1C:3.2% ~4.2% ), 3¢ [FE FIFEE A 5 IR F 5
FREHADHIX . T Chen 2541 Z3 M3 10 4 640 51
UC i, 45 5 7R : UC JF & 51 B AN ML AU 38 1wl 4
I B9AL 9 (1. 4% ); Zhao 25 3RIE T 10 4F 343
il UC Ff A SR AR sl 2 W 191 R 8 I( 3.3% ).
UC-CAC 19 %556 4 8 AT 42/, Antoniou 25 H23H
CAC 2 WHAE % J2 50. 9 %, A4 ] 3 IX 1 &
ML IR 2R IR 10 ~ 15 4F . XTATRES UC A&
BRI BN O T S R 2R U7 T, Delaunoit
fff[”%ﬂ Francescone %F[S]Tﬁiﬁ 2/3 i UC-CAC B3
S B HRAE R A
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SEHTE Bl A T RE R R 55 M 45 W o i AR 1 R
SR SRR B 2 0] RER MR BB TS A

e MR 25 W R w1 B B 2 S R R 1 12
Wi, UC 55 RIEASC RS0 3 Pl SRk AR [ 1
U IEH ZH o IR A A ) | S A A R
RUFSERIE A FHME R IR R & ). UC A i
P IER 0 2l AR 55 B 45 983 ( sporadic color-
ectal cancer, SCC )| fF1EEH —E 7, TERNAE
SR PR TR 2 S R ) T . A SCC &
Wit R, W IN N APC K (45 iz B ok 8 TN 9
SEPRD ) FEi A W & A 58 AR DR sl AR i g
W k-ras FEPR5E7E  Wa W) p53 e [RS8 il 28 pE— 5
SR OE UC-CAC &kl e, ps3 iy s As ]
AEfE R F M, APC RASHE SCC KB KR T
YERIN Tl H— & A AE UC-CAC YRR eI, k-ras
FEH B R AR R AIE UC-CAC H A, Ir e/ H A
KL Wt 55 38 B B80S R &R ) — A
W, 5 APC FED AR AR RN, 1S B-i%
R 11 B-Catenin ) WA FEINZE VB R "', APC
FERITE UC-CAC (IR G728 38 K W A A4 i A 5878 1) R
SA] LU UC-CAC H 31 AL A8 55 UL, 1 AS 7]
T SCC g UL B ge B R R AE .

e MRS I 9 e A8 i AR W 0 o S S 25 i A
-SRI o A AR L AL,
P-iE IR E F( P-Catenin ) Fll p53 ()3 ik 80 W 3,
FWA wnt A2 P-catenin B 76 3 97 Ve 45 1l R
T AR T AR 1 pS3 AYa SRR T
SRR AR SCE )RR AT B R R B S
AR TR FER W RES AR

FETS Iz T 245 W 2 g A0 2o i v 45 i A R PRRE G
TR MR WA A AR IR, 72 507 45 W 2 A 56
YESE e B ESE IR 45 e 45 i R 22 8] E-
B (1 ( E-catenin ) [ 3235 716 35 22 5% 1
APC A wnt-112 78 RL_F 35 22 ] i 2 308 ) G B gk 24
5o R KAENLEIT, E-catenin 7E wnt 148
BT B8 APC FIl wnt-1 B, p53 R E A
P53 H TR AR TR 1915t 97 P 45 W R AR 2 i)
Tk SRR SE O B AR A K PR T

UC FRTEHE R b, B 2 Fh A (4 i 7
AU M U RN R A5 ) 2L B ) P s A 5% 3
T X g R (A ps3 ) W3 £ 24 4N CpG 5
FeAb ) A5 FE S0 R S, e AR IR L R A i R
SiE 2N P [ st 388 0 T i 40 i S 75 35 A 1) XU o
1255 sk I NF-«B FIE 5 5% 3 5 7% S5 B0 7 3

( signal transducer and activator of transcription3,

STAT3 fE H & T EEAEH , Hb, NF-kB-IL-
6-STAT3 LIRS W S — 4% 1] LSl Jirb I8 441 B A7 33 -
AR A () A S R

3 BEMERRETVHNTRAR

3.1 RERTAILETHILEN FRE T 870

Yt fR A Fa %2 ( chromosomal instability, CIN ) £
UC-CAC KLy R, H A R4 ™ . DNA
SRR CIN fy— SR AL, 11 CIN WUl 5| oAt 2
(SRS R U G TR N SR L DA N
SCC MR IEAFERE R 22 57, ANTE e €0 1ARE 8 15 0
I, 5p W3S & 17q 5% 5q MBEZEL SCC i I,
ifif 14q MBRIENIRT R 0 A8 SCC h SpAf k& A4
I ) 2 8 FIT o 722 1) e B B, e R A R 2 Ty 54% ~
809%™, WMfE UC-CAC H, 55 P& & 7 iy i [f) B
Bl B AR, i AR AR AR 22 | T S AU A
AEREER R T UC AR CIN B EE EEL 2 — 7T
RE S A5 18 R JEAE Hh 7 2B 8 7K T I T 4 4 reactive
oxygen species , ROS VTSRO A
3.2 KuEARK SR an BB gm R KM R T A B
20 KR P e R

AB R AL mast cell, MC )FE CAC & & 2
SIS SR T O A 18, 2 o 0 SR R A
SR HIT 1 AN 1 A D35 i 4 30 9 728 1) e e v S
YEFIE MC 7 A, PR Sk 266 A S 241 il mucosal mast
cell, MMC )/ [A] F &5 45 L ZUIE R ANAE(C connective tis-
sue mast cell, CTMC ), 7R A FIRAE 554~ £R g 4k
B REIRE . M B BFSE A B, MMC i FlRR
SR G RS S B8 e/ B AL vh Rk
WEW N, MMC B J5 R 7 9 I8 R 40 i 48 1 i
( mast cell protease-1, MCP-1 ) AN{¥ 3 CD11b*
Grl " RUEAMIAELE I L 2R B [ B of yy
CD11b " Grl " 4B Y 5 3l , M i e 2E k88 40 i 24 1<
JEHEI T 4B TS A, DL R SR 25 SR R BT, MMC 3%
& ARSERAPAATHY CD11b ™ Grl * 4HH ] i CAC Ji 155
#EIE, H MMC 7] LUE R T CAC & R I TEIR YT
LYo

B - A A Y 16 JE—Fh 2 DA i
R, il 5 22 2645 530 %, 045 NK-«B {55 5% Tl
6 STAT3 Jz IL-6/STAT3 4 X 15 5% S A i [
F 3( suppressors of cytokine signaling 3,SOCS3 ), 7£
UC J 7B vh B 45— VR o W 1 2 v e
2 I 43 6 1) 1 4 LA 22 -6( interleukin-6, 1L-6 ) g
PR N7 b K g 728 20 B 3 3k E R R T O AR Y TS
STAT3 ZEFF TL-6 Fah/KF-, fe b b B2 o 22 40 1
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FH RG34 R TL-6 i R s 45 B i
AP REEE AR IR, B A A T MR A0 i O
AN e

WA, BT K B PR AL AE CAC HYIE
e R AR B R T A AE S e i i e A
g S R E R | B( interleukin-13,
IL-1B ), J& 74 BE 08 il ¥ 5 A% - WG 240 i 43 9 1L-6, MK
A HEAE TR AE ] o A by 1A f 32 1Y o 2 20 il
a3 AMERGEAE 97 P 45 W AR i 78 AR vh [R) R
AR HEAE T, a1 5 e 2 MR A L1
ek CAC By KA,

VAT P A - L W 4 L 3 3 3 R B - PR I 3
KT ( tumor necrosis factor-a, TNF-o ) 5% ) i J88 4
K, BAERBE A T b R i R TS
RO SAE X, 78 UC g8 i e, TNF-o0 145
A7 2 SR T B2k i B, TNF-o SRIBBR
REVSA i 60 R 35 % 5 I 240 i %) 32 v 2 B, ) Sk ok
/D58 T R BB R A /N R R BTl AR
PR, AFUAF R A, BRI 45 1 AN
T IL-6 K TNF-ou, U455 38 2 HE R i 25 1 A 23628
X R TL-6 F TNF-or 23515015 15 I 240 i 92 11
VIR, —ERe )8 BARHE 145 2 S i gE R

EOHHFE A R (414 % -17AC interleu-
kin-17 A, TL-17A ) A% 55 PR 5 448 H A G AR LA 32
& T 4} retinoid-related orphan nuclear receptoryT
cell,RORYT cell )TE 4 E 1 W 95 19 22 i ML i v 473 Vit
oA @[ 30]; 1E A AL A H b ( azoxymethane,
AOM )/ % BEMEHLFR B4( dextran sodium sulfate, DSS )
/N AR AL 7T v & BE RORNT 441 Jitd 7 465 i i e o e
SRR EENE . 7E RORyTh17 K EL 40 A 254
TN B PSR RS R R B R, B MR 4 T R
Do T RORT i 8RS /] B 26 4 3 2% 1y B 42
FEARIEZ M e e A= AR AR T 3 1) o 2D A0
FEUEBHIXAHAE RORy B2 Y Th17 20 i A b5 200
BB R AR IR, SR R R A R 2 T
LI G B 0 AH OC Y W358 1% 2 R Tl Dy T 1) 7%
ko XL RORYT 4l i 78 /)N BR 25 1 98 #H 5K Firb 8
R A R PO iR A I BE R 4 T A BRI VE ]

41 A 25 -10( interleukin-10,1L-10 ) F 22 &y
ATV T A0 R 0 S5 8 A T AR T R
BA GRPEDIRERPT R AR, T ) 15 i 3 e 1)
KAz IL-10 BRI 2RI 250 R AE , DT 5 2 4
RMVEAE . S IAH—ZA 2, CD4 " T 40 Fn CD4
Foxp3 * T 4 M 7E /Mg B A & 1L-10 (1 F 2RI,
38 A RS AE 0 TL-10 AR5 P T 40 10 20 25 17 % 5%

PR B R /N BRURE AL, W] S s & AR JF HAE T
ZH A R T I Rl TL-10 , 51 AR 0™ HOR L WL
FIRAPER AR AR Sk B % Ok 25 4l i
BRI SR SR R e o X AP A5 SR AE 2 T
P -y M g W R T AR R 30

3.3 KAEMIBARXAT 5 B AARK T AT
20 K TP e Ha

G108 R RAE 5 IR Y A UDRR G, LR
Z etz T4 1 9 I A S 5 A AE A S Ry
LB =R AN Cit VAR e LY IR T R R et EP S - ST
A PRGN b B AN MG SE AN G I, T B OR
E TR , S A S R AR AR AR AR s RE
SR B R AR A PR AN R PR 2% i R
SRR R 3R A {1 ) R R DX RN 5 3 B S i, T IS
AR RIEMINFSF NPT R AR . SRR
WM, 5 SCC 4L, UC-CAC [ &I bLI | fé
I3 IS W R T 4507 T A R

KA IRGERHD AR , 2 5 AR H 752K epider-
mal growth factor receptor, EGFR ME57E CAC LK
HEAEZEEH . 65% ~70% 1K & ik
EGFR,EGFR 335 5 g i R 73 31 Mk L4532 3R
KGR M BRI R Y], #R EGFR {55
AR CAC YUt RN A —E LR,

B W58 W7, Tyro3-AxI-MERTK( TAM ) 3% {4
5530 % ML A Gase MR S, 2 A5 Ho s S
AT 1 GO . N — RS R A
Bl O T AN LR T 20 B 174 8 B L AT
BCARIZ T TAM {55 4t 28 P 20 DX 7 A=, K
MR 1 RAEY BT 2, 48 1 v Ny, 7 RAE 1 1
TR A AR ML, TAM 3844 1] B &k 95 o 2 A A
JH HAM G S RE I B 08 1 40 i 00 20 218 52 R 0
SR AR R SR AE W g T2 I 9 ) e AR

LT B O-GleNAce ) & —A4™ /Al 38 (1) &
PGB ORE HE AT 2 SR 2 1 458 . 0-GleNAc B
AT B 43 50t O-GleNAc %% # i ( O-GleNAc
transferase, OGT ) I O-GlecNAc [ ( O-GlcNAcase,
OGA AL ™, SR UEA 2 W, HOH 25 fiy 48 i 1k
o FIR BB MR R S AR B Ak, CAC HEALS IE
W NGE R I, O-GleNAce BEILAL K THe
FESr T HEY2EIF T, 0-GleNAce KT 5 im0
NF-kB {55 i I ) 4 1138 58, 9 3 4 b kRelA/
p65 MYRIEARLE & HM IR 3 1. XS RELH], 25
2 O-GleNAc &M KF- /9 F v, AT 2o BH Wy
NF-r AR DI Sl Ve, SR A2 UC-CAC ik 1 i
%[40]0
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3.4 FANLEREFTERBHEENBEL T8
(3

%8 P B A K I F-( vascular endothelial growth
factor, VEGF ) J& 4 43¢ 52 A5 A= K 6 % 1) 81 2 ]
+, Al ZAIE S e R A2 4, VEGE /] 4 i i
TR LN BRI T B, o R 1 A R B R A
AL Y R e 0 4 B ol e g 2R
I TR AR iR T A0 A VL AT R T A A A K
HEL0L FE CAC R R, VEGF i I i 1 % 41
P s , s HOE AR R CAC YK BFsE &
B, 55 KPS B A S A 1 20 2 myeloid-de-
rived suppressor cell, MDSC ) ) £ Fil 2 F 0] fig &
VEGF i i [iigg A= 1< iy X —HZEALH

VEGF 1R A EJ2& CAC FIHi%5-F MDSC R
KEBFFZ—, W VEGF {55 i 38/ MDSC
AR R R SR AR, DA 185 5 470 b 96 e 922, 400 ) i 98 A=
1o MDSC 7] B it Z2 ML) 52 i AL A T i e 4
P, HirokS & R -1 ( arginase-1, Arg-1 ) Fl1i75 5 741 —
E4b A A L ( inducible nitric oxide synthase, iN-
0S )& MDSC 73 AR EE B4 JiT, Arg-1 38 i 70 i P
RS 2R, ) T 4034 5, INOS T ik ks = iR 1ot
Rl — SRk . MDSC Y 7R F AL A 43
JE AL FEE Arg-1 FINOS I i 20 i 7 04 T 41 fifg
(I A AT RE , NI LA A BT e S SOn , £
e AR

IR & B, 78 CAC fFREE T, VEGF 1)
FEIRZZAE A 240 L PR A 240 - o 4 R % R 3R 1A
¥ ( granulocyte-macrophage colony stimulating factor,
GM-CSF )1y . Ml ¥ ilad LPS/TLR4 5 #%
R |- e AN 2 5 GM-CSF, J5 &3l i 1 40/ 55
377 FOREL VEGE 177 A, DT A F if 4877 AR
R A MK B Z5 1 TR, VEGF 38 i 5
MDSCHI GM-CSF 7™ H= F1 R, & & A F T CAC
TS, 2t CAC TR I

4 B E

I, JRAE IR 1 0 FR 2 PR 2 R R =2 —,
UC 5 UC-CAC J2 1R 47 i B 0977 3% 58 A H,
UC-CAC 5 SCC s B AL ) 22 S AR K I R o F 1 1
SERE R 5 % IR T8 B SR S 7E . DL 58
WSS i A IR R IR GE M sLA BT, &
M MBETTRES A, (HE] HFA 1, AT T3
MG R 5 5 % IOV s T ML, R
HHSCAELE I S S M AA 1 A 58 28 48, AT TR
SR AL, e AR S RN A S o v A e T

TS RR A, RENL Tk PR 14 S AT 20 M I A 77 3 A
BBAGTT 259 , BRSSP AS E e i &

[ & % 3 ok ]
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LM ZAETR Y R R R EEEZAEM , W LB F «B( nuclear factor kB, NF-«B )15 BRI . Lot
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