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Abstract
Colorectal cancer is one of the most common malignant tumors of the gastrointestinal system, and
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its incidence is increasing year by year worldwide, with high mortality rate and poor prognosis.
Colorectal adenoma is an important precancerous lesion of colorectal cancer, which can develop
into colorectal cancer in many ways, involving multiple mechanisms and complex processes. This
paper summarized the mechanism of colorectal adenoma carcinogenesis, related risk factors and
research progress in recent years, and provided a theoretical basis for the study of colorectal can-
cer and its precancerous lesions from multiple pathways, so as to better guide clinical diagnosis
and treatment.
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1. 518

S E Wi R R IEIZE TR, H4E GLOBLCAN 2020 44 BRIEAE A RAGET- K51, SEREE»
TR R EERGEIL 193 TIN, FETSANEL 94 TN, WA RS R 2 FNTE T2 f ey B ME IR [1]
S LV IR 45 B s EE L TN, IR 2 RR A K RN G B, S 2 B g e AT
WEE FFARDIER, v EE RIS BN R RREMGET %, e BENAEFR2]. Hit, NTHEEER
JRIRE AR AR B R R AL I PRRE s R AR R R 3R, R ) g kAT R e W, BRI

2. REHH

45 B DR A 2 A0 R B AR RIS AR AT BUR I, et R 2B BOR MESs B, i K iE i
YEgE B 0 5% AT o BURVESS B e R AEIBIR AT 0 “IR - I &R, “R - Jm” IR “de
novo” &4,

21 “BYE - BRE” 2R

1974 4= Morson 5[3|#EH ) “ MR - e ” SR A AL, AT o IZIEsE 5. R
o, KRS 45 BV IR T S AT A7 7E 1 R R 1 B R BRI, TS5 LTSRN AN S A3
AL FEREAE L IRRH AR, RRER R EDN 5, T 10~15 4,

g5 R R g B e B DS AR, R EII A A, 52w R s . P9 S R ) R
EHURIREDS, FAudih e — AN HO D IR B R A AR e 1, AR Y AR e PR (CIN) R 2 B AR e
PE(MSI) [4]. CIN BUNE W, BIRAT 85%MI & M4 B e B h . H8 A sl o0 e ek i) 3R 15 i it
K TS R R R B R ) RAR A O, TS USRS S @ B 1R T . MSI AT 54k 15%I1 45
B, 5 CpG & H %:4k(CpG island hypermethylation, CIMP)AH>%, CIMP # W, T-4& i IR EE AR i 42,
THE TP R GG B e A TIPS RAF, X AR E PR IR AN R e AR I SRR, T A R Y
N FBU[5] [6] [7]

PRI - BT R T ZRME SR, E AR Wnt/g-catenin, EGFR. PISK/AKT 55 5 iE 1 .
Hrp wnt 55 IBBECAE L, 1AM wnt B2 5EL M wnt B2, 28 % 3 B Wnt/s-catenin
(55, JLR WO v LA 2 R 4 M i 5 1k S 3 A o 45 LI R I A B e AR (1 R b, B-catenin
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DR Wint 5 5388 i 140 98005 1 & A 4T B 5 Al A% 1) dz , 05 T 4EM PR -7-(T cell factor, TCF) (i i3 & TCF4
44, JERK TCF4-g-catenin &), Jo3& vl Aeil ik bk EUIG 50 R -1 (0365, A5 350UMa 1 28 2
HERE[8] [9] [10]. 3 ¢ A=K H 152 44 (epithelial growth factor receptor, EGFR)&—Fh il iU (fy B5 i 5244, i
BeAAR S S0 R B SE S YRR, TGS MG 5% S, S544K. A8U0E.
JEARRME TR, SMEREE. BB ETIMER, RE&FEUMREMKA[11] [12] [13]. EGFR %
PR AR ALHE PISK/AKT J@ %, H AT PIBK/AKT 15 518 B SN AL # A, PIBKIAKT 15 538 2% 1] 2 5 R 24
MOFIEAE . REPH . R, HRBAE, BHATC IR EE W2 0%, X —Hu A B R 112
W FIG T SR AL R U7 R [14].

22. EEiRE

“R-ET BEEEMR T RESEERRR, CEMIERY, 18 KE ST 2 A7 e
(AR R E[15] [16] [17]. —J7 T, #RAEv {40 MO g . AU AM R e 5 0, 59— 5T, #R%ES
EE RN T S SRR TS PRAE, @M A% (reactive oxygen and nitrogen species, RONS) 5|2
DNA 5455 S LK 98748, I SO TE 18], “denovo” 4%, W NMNLEE, HIL:E it
N5 1) i 0 5 e 1T A, 80 A R A R HR TRD B, L 728 R e R R AT Ao BB A TS 2R AE [ 19]
EFRLL “CNTCEIE” (77 0% Bt s B ards S8, R RIAR BRI T B2, AR B A 2 AR ) 45 4L
FHIE. WFFEEREH, @id “de novo” A2y A8 IR 7E 18 4% K 1R I K-Ras J: K A LU BA%, 1T J5
GAE R - B R RIECEAE R, A8 EE Koras JEIR 948 5 45 B IR AS BT 7T, 70%(1
G MR R e A B K-Ras RASHEER], M E R MR FR AR RSN R, K-Ras 2 (K 5848 1T g e e e 1 2.
PIIRREfE[20] [21] [22] [23]. EORPIFEEAREL “ MU - " @M B, e, Hfest—F
W9t

3. BREE

TR B R e A R SRS I R B, T R D 2R B 4G B R ) A A R, NI 4
s R A, ST 4 B e R A TR S B IR R AR B SG I R R AR AERE . T (S5 AE).
W D R IR AR ARG R SRS Ak, RHEEAOBN . AT IR AT R L
R LW 1l FH #0555 L P e R R PR R FE AR R

3.1 FERRREMER

45 Bl R R R 2 Y . ZFEREERE R AR, SR AER, SRR RS R
REVRAR, JE 328 SRR, 25 EL W R L B 45 B e A R A N N [24]. WHFURIL, S5 B
JIRIRE SRR AR T e e e, BRI T e oM B O 2 R e T A R A O0, MEIZR R
X AR B S AR B A S GTE AT, ERH R i) 5 R TR AR R A T AT 10 1) 05 f Ji g 1 45 e e A
[25]. 34k, SPEEE AN UAEELr, WIEIN T 5 1R R A A EL R O XU
3.2. AR IRE

MRS G 3R R (e b o ik e, — 3wl 22 M5 051 DNA KA gmtd iR, 384 Bl &
25 B I K HE[26] 6 FE AR O B[R] KB, R OB ) 0 5 L MR o ] v BE AR DG, T 5 R [ JOH 2R
NE LR RIATE R . RTWRH S 204 B R (K B AL R R, 7T RE S5 58— REUE M .. el
T AR EEARR[27]. — B PR R IO TR L, BRI EIA B 20 LB BRI RS R AR
EEANRAE i 1.87 fifs 3 Ah— BT FURIL, A UGG ) 3 R H 5 AUGE B AL, B RN
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T 2.01 %[28] [29]. WRHSPAB HIAS R 2 B0 # A AR B2 B IR R AR, 483 R U
BRAPS T LA R PR 45 B R I 45 Bl R A 2, A B PR 3 3

33. kB3|

WHAERBIB0], KIEAMIE WA, g, KAk e DUk Z 12304 T NHELS B IR K
AR, MARMATRE IS, 8N ER. 428K D LTINS 2 B ik A RAOHR, AR
PERRIER . b, 4423 D KR il M LA K-RAS H: ARSI Wnt/g-catenin 55 1 # 1) 5
WS, IR YEAE F[31]. & BRI AR TG ST T e I 4R 28 O B, DR/ L RN IR IR IR
SN LT, HEINgEEER D MR, WD AL iR B s sh el RS B iR KA E
Fdees BRI 3

3.4. BB R SRR MEE

— IR T T T A BL[32], rhCa R AT R R IR AR AT IR T S B B R T B, BIASRAE B A5 B 4
IEFRINE O IR S35, —WEER TR HH[33], NERER S B R A E RS fal R . IERERE 2
(e I I v ol =5 E R v R [ B IAE 38900 17 485 L P e ) R A RS o AL PR s LB PO B85 T (i i
R E oy, KRBT B0 & BN, IR AE IR 2% S IE 1L B0 EGFR-MAPK {5 538, 753 1R % 4
BRI L R AR R WS, (RS B R R R A, BRI RRE A, R R RO . IEAh,
1A S 5 AT S 3 A AR SRR IR T R A, R AT ROR S B AN DNA S58, S BUEER R,
BETIRZ WA B b B A A AR A . I S T, B S AS B MR R A [34] [35]. PRIL, IEMIREL, Ik
DRI, AT R B AR 4 o e B0 5 P AU

3.5. MESRIiKSE

— T 45 5 BRI 7T & UL [36], 5 45 L i P9 St B P B B A L s L g IR 1) IR A2 8 e it o AR
FHI L8 5. [FFE, —IgAN 693 I B35 HIWE AL R BL[37], M TR ASEMMEFRERNEE, A4H
Jip IR S5 e s ) ER S EL R AR RS L R BT e . A EE RGBS AE G, HXEaA
TR TIERR LA, X4 E IR it AT 2 W, EHRIT, A R4S B R % .

4. MEFIBIR
4.1. RAEHEXMEFIEFHR

WEFC R, AR 4 Bk EE 2 LU (NILR), /)N /9K B2 4 B B AR (PLR) AT 9bk B2 4 A/ 5% 201 it LE A7
(LMR)Z5 JAERTAETR bR, AIE N R BLTE 32 G RS R FaAR, FF EL ] B8 5% 1 e 23 1) 791 AH 2% [38] [39]
[40].

FFP I A 7 IR SO S R AT DA A I N R AR KR (s AR 0k S I AR R, T AT
AT LA S Al I B A0 T S AR B IR T 7= A, DT P A A R S R RN R s RIS R B, AR i b v
L2 AT A JE A 0 ) 1 ) O bR 4 B A A A R IR OB A R [41]) . S5 5 BRI SOEFR AR, &
H Z i FTIERH[42] [43], NLR 545 B e B3 fiEMoe, HRZH 745 A B NLR FH & i e
BERTERE.

I /N AT 0 R 47 PR AN A2 G T B, A R 4 B B B 5 ot A A, R R A P e A A
¥, SEUEEWEEMN. MR OIS S I MRRE, R EEIRES, 5 S8untemm, #m7T
Jih IR B B BE T R [44] o T T 0L /DN 24 ] =] DT AR AT e 2 o5t g )R B i T 38 inilm R 3R as . A it
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FLARW[45], 50~69 2 I NHF TS 14 A FH ARG 7 & B =] DT AR (e <325 mg/ H ) w] LA PG I itk 4, o5
g BE TS, H RSB R w] DUAR WL EIE R, ARG H Sk . CARFTCIR H[46] [47], &
PLR R % ZHORTUS AR, i 3 A A7 R s m A e il — B 5E

HAZAI S5 R A L R A2 28, IRPR SRAZ AR B RO R A D¢ EVEAT MG, AT 4R S 1 e
25, (RIEIR A AR RN EERS . AL, BRI vT DL B B AN AR i A= K (48] H RTXT T LMR HIHE
FID, I LMR UG & SR TE 41

PLEEEST NLR. PLR. LMR HIZRR K, iR =N JRREATAE SRR 5 M R A R s B A %
SE S ERMERC R “% - BEMRE, SEMEREE N EEREITRN, o ik KER
b5 485 L M e TR AE D 1 LA B I PR S I IR I PR AR 28 57 HL 55 3R 19 1 I 22 Fe bR, IR
Bl o k18, K LR SOERMEA S B R AN AR R &, B r R, SR S T RRE, B
BT I R = A= SR AT A g £ T -
4.2. REEEEMEHEXIE IR

2% A 1E (metabolic syndrome, MS)&Z&$s NARRIER AN FalE B/KA SR A ARHIZEL I
REDIREA, MS B IR AR S R AT ARURER G AE v R b A 22 R B /K () S
g, mRE L 2 Mg BRI INE R, NHEENEREERZ — AFRERA,
B PR 5 45 L B8 2 TR () TE AR DG PE R e b5 e B 33K 08, TR B KT 1 (IGF-1) I FF = m] REZE
JRIRE — Fides R It R H S DGR E I [49] . H AT DG T ISR R /K P 5 5 B R Ml 2 IR AR R MEAFAE i, R
BR ILE A2 75 1 DAAE D9 485 B e A S ) S B DR 3 T R il — 2B 7, 17 v PR IR TR 2 A QU 25 5 A0 11 ) sl
S, TGN 1066 44 52X IR T EAF 70 45 B oR[50], s R MUE S5 AR M 45 A fEAE SC 1 45 B i i
TR R RS AP TER S, IS IR KA 45 B R MO fa G R 2R, (H TR AR 25 A A A O 4
HL IR B AR bR, SR G AE R H e AU K IE T EER .

H A% 45 B MR e S R R IR BN 2, O 2 DUt 70 38 5 e 6 R 2% 4 7 YOI A 2 DL TNl 485
L R ) A AR, R R AR B EAT VR A, IR R ARl e N R AR SR E A B BT S %, EE
e RS NFEAT N B B HEBR MR L B s vl Be . TINBL Y (g 27V 2 26, BASR I S8 @S2
BREATSE T, DA 58 RSt B e 1 T A

5. RS RE

S5 B O ROR R AL A RRVE I A BT, RS SR a f &, 45 B R RS R BT R 25
S, NS T4 B IR KA RUACT AR RS ey, A B D) B MR8 mT I 2 P IR EL e 1)
WA Kk, IS R OGS B T A B R o RSO S5 B R A B R AE R SE
PRI 2R I TERE A 1 PRAAI SR, DI SR IO4E MRS . (B H A T 45 B AR e 22 B AR S ML
WEHATE 7, 2 MR N FRPRT FH BRI, st —BIRAWTTC, IR ZIR 26 SR AR -
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