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Advances in the mechanism of the colorectal adenomatous polyps carcinogenesis
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Abstract : Colorectal adenomatous polyposis is one of the most common diseases in colorectal. The study

reported that the colorectal adenomatous polyps is the precancerous lesions of colorectal cancer, of which

50% to 70% of colorectal cancer comes from colorectal adenomatous polyps. Once colorectal adenomatous

polyposis is canceration,treatment is often unsatisfactory. Therefore,the colorectal adenomatous polyps oc-

currence factors and mechanisms are to be explored. The early intervention is of great significance. In this pa-

per,the research progress on the risk factors and mechanisms of carcinogenesis of colorectal adenoma polyps

is summarized as following.
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FREERTGAS . I, 355 CAP R I fE RN & | B
W R A EE A IG IR X, A GBS e
B SRR 2R /N Bt A o R
KAFRA R A A8 55 22 T R AT G b iR 1)
WEMN L A R R AR <Smm
(1) B A AR A RN 3% , BLAR < Tem RYEDIR RIS N
5% , HAE >2cm MG EIRARIE Sk 50% . 2 K& M
e A8 i AR AR PR e s AR R AR D R R
7R T HET0H (1) IR i A8 AR & AR 2 R IR
SRR R A AR AR N R ZE 25 W, 1 B e 1k 2 A
TR KR e H e Rk, kR b — Bk
ILEAR > 2em 1Y BRI PR S A2 K I B, LA B 9

Az,

1.2 CAP BEZHRIP R E

S5 B AR R, — B A B
TRTTRCR AR BAR, PR, B35 I TR 1 72 )
PR EAEEE X, PRI, MR R 45
TR R B VA R TR R it 5 £ PR L 7K SR
ey FUHAh R R i R ¢ YA FE D A
HoA 4 2 26 T T By 45 e R Rk R AER
Hollestein & 38 H BT H VAR < 100mg/d 2, i H 2
~6 4EH HA ] 2 4R H S i R AR 259
Jennifer 538 1o B HLXT BR S 56 % P, 990 MR IR I8 R
A AN RE S I D 45 e ) e AR (HR
IR B B 70 1 A A W T A0 0 A T
PEWFST . 248K I Jr ik v oA R0 BELT AR 8,
PR AR o AR B 2 o g AR A K BLE R T &
Bt

2 CAPETHIHLE

SiEH B NRERERNR 2 ZHAME,
FIRTIA R , 45 B i ) i JR 1 R 4l e RS2 IR HE 2
H— 1 Bz 200 i 4 A= — L S0 R — P 300 e — g 40
iR — e — e e RS Y — b gE JRE BT IR I 52 2 Y A
Yl ge, WIEZZ F ] R, IR & A g 78 S —
AMKBFRI AR, A OC CAP AR ML B Al A
R A A FFERIE PTRES LA R 20 7 HLsi A OC
2.1 EAERZTLERAKEGRIRARES X (phos-
phatase and tensin homolog deleted on chromosome
ten, PETN)

WFFE A B, 15% Wi S PTEN S22 #5747 4 ml
125 LIS A= P B IR & e R 45 B i, H3i 20%

A4 B AR IS HE & T o S E
PRGS Hp B WEAZ AT BE 5 PTEN A8 FIE R A
X%, HHUHIATHE A PTEN J&—Fhimim 5L, Hge ik
PR RPN BB , ELAT 8 BRI B AR T R
JilG M i 0 B 192 kW M R UL -3, 4, 5-— W R
(PIP3) ,JE R HBE IR BELEE-3 ,4- — 8% (PIP2) , &
0 PIP3 1 sl /b, TS BT 8 U B ( AKT) 3%
P, S0 40 f 3 O E A T — B R AR
GRAF TR | bR 20 L BRI R PR T B S
45 A B 22 S5 T B 1k B R R
2.2 BERRETLIRALSHE2(COX-2)

H AT 9 i X L AR A 52 IF Y 5 22 () 02 COX-
2, EEFRIAN COX-2 Al ML W) PGE2 TE45 H e
L B AR & A bl AR, kRIS fE
FORTIBEGE HRdE ), f2 92 B COX-2 ] A H At 1)
R TF—iRILF B 5 CAP R E A I
W5 FB A RAE - 2R A7 45 1 50 1 i 2 8 s
COX-2 BHEVEF B nT BEMLHI A 24 Wi b iz 76 22 5]
SERE T 23805 COX-2, 51T e fb A DU IR e
& i 5 R 2, b PGE2 2 H EE AW Y,
PGE2 #1175 | E W AR FR WL RS — e ( PIK3 ) /2 %
fiti B( AKT) % — R KN, NI {2 i 20 i A K Az
Bl SR, COX-2 7 NRIRE M 2 PR 22 B AIL i b v A7
FEGH, ) AR iR & B COX2 RIkFER A,
J 98 K LRI AR AT A S R P 2 0 RS R
SR G COX-2 55 g M 5 PR 9 728 1Y) AH G Pk
W i — R
2.3 CAPBELSAREZAKAFTZIK(EGFR) 25
RS

EGFR & —FE& 2 BRI, J& T ErbB %, B
T EGFR, HAth ErbB FC% 1 32 1K1 f145 HER2/c-
neu (ErbB-2),Her 3 (ErbB-3) ,and Her 4 ( ErbB-
4) , K7 URGE o 3 K A RS2 R R 2 A4
T M P i AR O R o 2 R NG b B R
( MAPK) 34 72 195 12 - Tk 54 2 4% 163 -3 -4 1t ( PI3K-)
P B (AKT) 318, XSk 40 S 8045l ¢
PR (4 3005 |, SR e e I AL g R Ak AR T
SRR, EGFR 7E4% B e iy & B &
WEZIEH EGFR VIFR /N BRI 9 & A= 3 >
10 4%, EGFR il 370 5 AE 8 e nT il 45 i 8 IR i
B, EGFR 15 53l % 10 22 28 J503% 1k 28 11 9% il
(MAPKs) K9 J5E LN e-fos 25, Lk KA



- 198 - Br T AR AR 2016 4E 6 H %5 39 %55 3 W] T Jining Med Univ, June 2016, Vol. 39, No. 3

S5 W e AL R v A B R O, AL AT
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2.4 CAP 5 % 5 Hedgehog 13 5 i %

Hedgehog 15 S TEARZ 1E % 7 AL S b ik T4
AR (1) ESRAEAR 22 e 4 20 s
Hedgehog 7] A3 13 P {4 /55 ¢ 36 FIEC A4 356 [H 28 AR 3R
iK %6 PE. Hedgehog &K % £ $§ Indian hedgehog
(IHH) ,Sonic hedgehog (SHH) # Desert hedgehog
(DHH) ,3 4~ HH & A 7ERFEsh i i 48 FH AR [ 1 32
S EE B AY Y, FE6kZ Hedgehong ALIA
FFEL T, patched SZ AR J% (PTCHL 1 PTCH2 ) #f
il 55 —Fh 4 B B2 4K smoothened , fiF 8 5% 5% H T
(GLI) [ fift 525 1k 00 I8 B, fd {5 5 3 8% 2k 05
Hedgehong #l patchedl | patched2 %5 & J5, B ik
PTCH 4 S #l #) Smoothened (SMO) ZZ {4, ffi GLI
BERR e 53 D 70T IR e AR A2 18R i Hedge-
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Survival Factors
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Hedgehog Secreting Cell

Hedgehog Secreting Cell

B 2 Hedgehog 135 5 F £ 45 B 1% X b o R X HF L

WA 5T 45 1, Shh PTCH 7834 A= vk B A L I
AR R A R R T (ERE ST X
G2 LA AR 2 R R | AN W 11 [ —
AN R[] B (1 38 22 5, e Wl st AL St A =
A, R, 2T
2.5 CAP & Z L mie R 448 % 885 ( cell cycle-
related kinase, CCRK) &

CCRK & — 0 & B A 2 1 B, SRl PR
A p42 3% CDK( cyclin-dependent kinase ) #H5¢%E
M PNQLARE ( gen Bank TMAAF89089) . Liu
ZEUST PR B CCRK A7 3 3 40 i 2B K A9 1
CCRK X 41 jg A= K 2 b A A2 ), 40 i B =
CCRK ¥ o ik A 4 FNJE i v [, 5 %) et 20 40 i A
Lb, BRI CCRK 7K 23 i 2 R AR 4 M 3G < e
Yang 5 JH# T CCRK 7845 B s BUg AL o A 2h
A, 7E LoVo M1 DLD1 3X W54~ A 245 1 W o 41 i bk
iy siCCRK ('small interfering RNA )" B{ shC-
CRK (short hairpin RNAs) J/LEk CCRK , 2> K K &A%
20 A A RS 40 i S 1A B A2 GO - GLIY, I Ak 24
CCRK BRI, eycE-Cdk2 4 W (14 5 5 1k AR 1
/b, siCCRK 439/ CDK2 AR 1k , T 7= A
AR AR A G1/S SRR AR 2 HAL
Tl AT 5 CCRK 45 3& X3 £ 9715 Cdk2 | cyclinE Al
Rb 2545 H e G1/S WA As A % | a
FE8E7R CAP 727 BB CCRK A ¢,

3 CAP BT S TFEWYFEE

CCRK AMUAEIEF A pir 235, i H Al
12 TR T4 P I I 40 M 3R A R 41 R (UST
U118 U138 U373 Fl SW1088 ) . ‘& %l i Ji ( HeLa) |
S5 H M e (HCT116) (B AR (U208S) | LR it 98
(MCF 7). 5P % ( UACC 1598, UACC-326,
OVCAR-3 \HO-8910 F1 TOV-21G) . fifi ji 2T 4 4 it
(WI-38 ). B AL 40 ff ( C2C12 ) 0 9k B2 40 i
(GMO08336) H ') I H 75 i 953 41 41 b 22 35 7K - 19
WA, HHFA S MR E SREWARTUSA X,
FEBP SR AT ST & B, O SE CCRK =&k /K
SN 5 KT 2k ST A TR R TP DN CCRK #6
TR R RE AR TR0 s 2 AR ) — A I, 3R
MIRBFsE B & B, CCRK 2 7R 45 E s 4 4% (1
PHYEZR A 60% |, 55 45 Il S HIE SRR 40% , £ 53
B ET 3 X CCRK B 7R 45 B M 4120 b i) A
YEIEE N (2.69 +0.87) ML J(1.00 =
0.28) , 2R H G it#E X (1=5.81,P <0.05)"",
/R CCRK (M m#h 545 e ki RIRA &,

IREWFFEHE L CCRK 75 263 5 40 I 966 20 e 1
1R TGRS M i B 10 AR A R VA G FEAS TR 40
g A e AR e Ao X O 1 2 R R 1Y
WYER, JUHEXE cyelin D1 pCDK2-cyclin E B-
catenin / TCF 15518 B 1 I8 5 5 963 20 B 1% 5 %% D)
FAEIS R I, 7 R 25 W) BT v, T S B ik
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