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Abstract

The majority of colorectal cancer cases are attributed to the presence of colorectal adenomas.
Currently, the primary approach for preventing colorectal adenomas is through early detection
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and removal. Type 2 diabetes mellitus, as a metabolic disorder, exhibits a robust association with
various cancers, including colorectal cancer. Recent studies consistently demonstrate that type 2
diabetes mellitus independently increases the risk of developing colorectal adenomas; however,
the precise underlying mechanisms remain incompletely elucidated. This paper aims to explore
the correlation between type 2 diabetes mellitus and colorectal adenomas, identify factors in-
fluencing their development in individuals with diabetes, and shed light on potential underlying
mechanisms. The findings underscore the significance of early clinical screening among high-risk
groups.
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1. 518

T2DM &Pl R WA LT, H A5 R AL i AN B, DUBE S 3T AT T IR 5 3R 40 s
AN 2 TS S A 2 B s 1] Bl N O 2 W ERR B H 2R SR ST S, T2DM AR I SRIER4F
ThEn. 4 E b R (IDF)Seit, b3 2021 44t 2045 B R % 5.366 12, Tl 2045 4Rk
F 7.832 12, 1 HAEHE 20~49 & NHEHHE RG240 15 1.400 12, 2045 fE¥414 %) 1.744 {2[2]. T2DM 5
M B 5% 2R B ML AR 70— BRI SR OB A . KB FC R, T2DM & 22 ol froRi i kT £
KeRz, HA s CRC [3] [4]. CRC 2 b &8 = K8 WARAE, & e SR A 5 — K% WL HI[5] .
EIRE, 45 B B E NBKA 23R =02 —, SR M+ T HE [6]. CRC i EZ BT AL & CRA,
BRI, I T2DM H2 CRA a2 —. T2DM 1 CRA HIR R RiZE LT, HAERI ‘A H 25
5, ZWUE TS B A B UIAR G, (EH AT E PSS B SRR I R AT e, AW
BEATERIR, DA BRI Z 00 R AT RIS TEMLAI, > T2DM &5 CRA AR IR IR s 42 250 A
2. EMRE
2.1 HAHE

CRA GL¥EAL Gi Bgai FIFR VTR IR [7]0 AL GuRRIR SXor R . SRR R . TR A YRR, DUEIR
JRR f i L. ARHE WHO 55 5 BH LRGN 025, B v R eG4 v B (HP) o408 i tRops A2
(SSL)~ ol 1A DR 9 2% £ S R 8 A= (SSL-D) A% G0 B Vi bR AR 98 (T SA) B A 43 K 1) 4l 145 DR Al gga [8] . o,
HP 7E8E AR AE HH 2 7 80%, (FE  HA A 2 R AEEAR[7].
2.2. FFS5HELAFNF

CRC FZ@ L CRA AR K, b, 70%~90%M1 CRC i CRA MGGt “Id - 8" BB
Ak, 10%~209 8L “ PRI AL 7 IR AR TR AR T SR [4] 0 38 H KMy b e 4 p 38 AN T i B 3 A TR
A b R 0 1 e S T 1 RS B 2R B BE /[9]. B4R SR DNA &5 40 i 1 5 1)
DRUR A2 SR B, A0 M (3 B A 0759 LAZERE, JUIL R IR ) RIERE AN, AT B B 5 97 A (ACF)
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W SRR R A . HETHEFL R B CRC 42— 23 i AN [F)38 1% & e 1R 20 1 S R s « IR 5 TR
FEIR(APC)EE BRAF 284873 7l /& 5 850% Gt B I w0 IR IR A8 & A (KR R E o Jityed 4k 530 i B 28 % R
WF AR FiEM. HAr S E g aR CIN @B, MSHER . 88002 iE % [9].

3. T2DM #1 CRA HIE XM
3.1. T2DM 54&4ip3 8

— BB SRR IE O S PR A SR P fE R R R . — 0 meta T4 R EOR, 5 ARRE RIS A HEAE
B, W PR S i A B e 1 XU B R 3G N(RR 1.37; 95% CI 1.30~1.45), JFf IR & AE 1) AUt 38 T
(RR 1.26; 95% CI 1.11~1.44) [10]. FKE—TURFEARTHE MEDT 7Tt K ] T2DM 5 Jldg & th 28 (ADR) 4 0 2
FHHIR(OR 2.221; 95% CI 1.084~4.549) [11]. 2 It [al @it 4 70 R BITEA R SE R I Bt NBE R, T2DM R AE R
I8 1) A S 25 T s [12] [13] [14] [15].

3.2. T2DM 5EERFT

I T 2T 0 PR -5 408 6 DR A8 (R AR S M FU e o S /D O 7N R U R AR AN A7 E A 1 [16] 5
1B 2 B0 000 R ST 5 2 IAAEAE — E I AR . Lui R N ZE[17]0F 78 1 22 48 538 48 0] U4 43 Hr 2% B0 PR s
KA SSL ST AR R R, 53— TR LR B SSL 5 4% G e 2 (a1 BE PR s B 3 L 3 0 35 16 22 72 18]
Anderson J C F5[19] [l Bt w52 W 427 T2DM AR B TG 4 U5 IR iR 83 (SSAs) IEAH S . Zorron Cheng Tao
Pu L £#[2018F 7 A 3 T2DM S8R UAIRIRE B K AR R E MR, A EREIEIHHERY], T2DM B KL
R UK IRIR 1) )L 3G N 3.52%. £1%F T2DM SHR IR R, T30 75 KREAERE AT 75

3.3. T2DM {Ri# CRA X R

THEE21]EH R T2DM B35 8 i BRRAEEAT 7 — TRl PR 5, 45 SR 3 AENE PR it Jed 25
FHEE, 2 20 R 73 iR 2EL 16 22 R JiIed R 3dt Fee 1 i JRg L 51 B w5 (16.7% vs. 10.1%, 21.6% vs. 14.1%). [ 4h— 1
I 17 5 3CHR meta 0 25 7R T2DM M2 CRA &[G K 2% (RR 1.52; 95%Cl 1.29~1.80), T2DM
33 J A AR 1) fG 6 X 25 (RR 1.41; 95% CI 1.06~1.87) [22]. 5 —i meta 347 B 50 % LI~ T2DM A B
(1) 33 Fre S0 i3 AT E 1) %975 R R 2 1 IN(OR 1.60; 95% ClI 1.32~1.95) [23]. _EiR#F5EiEH] T2DM £ F5
CRA i B ik i A1 e AR BE I F P — MR HE DR 35 o A0 PR3 12 b o 1) s AR 308 35 o R A i O JR
(preDM) [24]. {EAFE R, BFF0R DAL T OR0E JR v 3 o 45 BV I (0 8o 26 s T AR IR B %, HL
BEWEZ R SR LR R, A R 37 fa B DR 2R [25] o 33 0 2 LA BB fird &2 52 45\
4 BB & SR R T IR A BN E L, FEBERFEA, 2ot — P8R 5%

4. T2DM AEf CRA RiFHHEXEWEE
4.1. MEEEHIER

X Huang Z£[26] oK T2DM #3573 4 HbAlc < 7.5%#1 HbAlc > 7.5% 4., K ¥ HbAlc > 7.5%f¥)
Y2DM g K CRA Fl CRC (XSG . [FFF, Siddiqui A A ZE[27) 3T 1 — TRF 7 S, 7€ T2DM A
e, 5PERBIEHRIA R (HbALc > 7.5%) B # ML, BEJRWiF ] R 4F (HbALc < 7.5%) 835 e 1) i yRg £l it 1
b, SE 5 Lk IR, HORAE BRI AR R TEINER AT . Rk, RUEBEIR 2 CRA BRI &, KR
R IR AR 1 W] AL R L3 o (B IR A TR0 20 B B PR 455 ) (R 4 B8 35 15 T N S TR e 1) 22 S
FREE, (HARHE— D7 DL
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4.2. T2DM f&7#2

Yu FSE[22]3E4T 17— 5 meta 7041, IZBFTEAN 17 DHRIIBTTE, ZA45RKY], S T2DM
B LR W B E R CRA YRR 205 5%, RH] T2DM KJifEZ CRA I—MERFER . HENKIRE
FEH) T2DM i A0 T ve R & 25 IURE/ 1% o 22 HR AT sy IR A5 0 A ] BE A, 3 A I T 38 2R Al e o 2
BNl L B S R LA

4.3. BEPEESY

Ottaviano L F ZF[13][aIBIMEHT SR IS T T2DM &35, ARIRHTHE IR 259 (0 (638 b I A 2570 1) B8
SR oy R HRIR(OR 2.38; 95% CI 1.09~5.2), {HIZAT LA 20 65 FERE 2540 ) S AT . B RTRIE FE 3R )
BEHE 25 W0 B O R e R PR R BRI, SRR By 3R — FOBUNCPY AN K el 24540 (1 F e s e

A,

431 BRE

oK 15 ] () — T Bl PR A FE RN, PR BE R BRI L S I N E I A 5, HERR T
PRI 2 5 $ o M 5 27K ST v A2 R 1k 2 AL R A I — AN BT GG IR 2, TR AR B R e St
N [28]. Kim E H 55 A [29]1H i 373 I 1775 Fol i 35 /K SF T s Rk B SR K00 5 45 T Mg A A 1 S 35 A
K. Nagel I M 25 [30]HHT 7 — WP as, MR /N R A=, 5% T HRED R NPH R .
AR KIFEIATT 18 )G, RILE T H KGR S 2 K NPH J5E S 22 (10 /)s BUBO IR 4L AR Eb 45 Bk RES 40 A 136 5
FREOR = K ACF U E M BI8 2 . Eddi R 55 [3L16F 70 R UM PR 58 25 2R B8 T i 238 hn 1 45 B iR
(17 Xz (OR 1.73, 95% CI 1.13~2.65), 177 — HH XS I i i Pk R 245 25 47 1) i FH 5 e O S 38 AH Gk, I R
RS AR TC oG, IR SR R & 2K 2 CRA I — MER R 2, 7ERERIs HHE I E B 2.

43.2. XL

T HORUNCE A B RS AR A, Gl B3R AMPK I B8] FFF R S 26 I it i B LR BT R . BT
H1 AMPK i 8 i #) mTOR 188 51 G1-S AL J& A RHFT , 3 B PR ML i 5 2 F0 1IGF-1 [ 7K-F,
P Sk — FF U] & LA R 1 P o — 0 [ B e APF 7 3 B /W PR J o v, RO — U ) A
B B R 1 XK 55 3 [4IR(OD 0.55, 95% CI 0.34~0.87) [32]. K H H 4K Hosono K 25 A\ [33] 956 1iE —
H UM 7556 ACF A A4 T 1E . A5 AR ACF g 3T BENL 4L, 43 N %E T — B WU ANt i
RAT A 1 H RBEYT, 455 SR = I 4 ACF B i 2% R (IG)T Rl 8.78 £ 6.45 vs. JAIT o
5.11+4.99), [fiixf I 4 &35~ 35) ACF #8835 (YA IT 1T 7.23 £ 6.65 vs. JAJT )5 7.56 + 6.75). %M 7T
TR B N B LE AL 2 10T 45 i L e 75 TR AR o I 82 2 AN FEAIE 58— I XUNCLE 3t /b I
A e SR RRIRE HE FE[34], /b S R 1 Ak R[35] 45 B i R A R [36] [371MIRAEMEH . —Tigh
N5 e MLEEPE R 72 ) meta 23 A2 BB — FEXUNIG 97 (1) T2DM B8 35 e 2 45 B e 00 XU 11K 20% (OR
0.80; 95% CI1 0.71~0.90) [38], FHA WA K HIEW I AREH, KA &7 = H XUIT(RR 0.52; 95% ClI
0.36~0.83)74 7 9% (RR 0.66; 95% Cl 0.56~0.70)F1 CRC (RR 0.45; 95% CI 0.29~0.70) .45 $A{s A — A %L
A RL[39]. SAT I 7 E ORI, TERIARBE VI 70K — e R mE A T A R HE

4.4. Hit

Hu K C Z5[40]#/F 73 BH, i MU 4 5w | TRR AT B (Hp) /2 CRA TE IR R 2, 5 — TR R AR I T
FHCHE RARIE[41) B, HEL AR AR R 1%, Hp PSR IR B0 R 0 42.4%, $75  fpE Al
Hp E4ext CRA XS B A P A FH o J5 42 meta 43 #T S s [42) 70K PR i J80 R I N BEAR, Hp B PH
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CRA KA AU L Z 4 I . W PR 5 AR5 A AE(MetS) B IR OG, WEIRNT 5 MetS JLARIRA T 5 ik & CRA
1 CRC [43] [44].

5. T2DM 18 CRA. CRC ZE ¥4l
WEIR 5 CRA ¢ CRC Z Il [ B AE BN /0 5 2, RS2 4 I . H ROHLHIE A i 5 24

BEAT A -
5.1 RBRRNMNSHRSRME

Ji 5 AR T(IR) /2 45 2 Fh K] 22 3 S50 % 2 52 40 T B 15 32 () S RE R A, RSN I BE = AR i B 3%
A S B R H R B 2K R TR . T2DM 5 IR B IAHIC[45] [46],  H RTAA IR mK P e R i
00 F) 20 0 T I 2 T b B 0 o i 4 R A [32] o B A AR K R (IGF) & — 4L {1 1t 4 3t 5
)2 IR, HAL = 5 R T IR B R . IGF R4t F Z AN IGF (IGF-1.1GF-2) 5™ IGF 52 /& (IGF-R1.
IGF-R2)f1-EA™ IGF 454 & A (IGFBPs) 4 /. IGF-1 S5 g KAz . i B KRR 28 LA R R AN R Y
1FENESL[A7]0 R By ZRIE I T A i AR KR 2 AR I I IGF-1 17K°F. 534, IGFBPL Xf IGF-1 A
BIREWSER Ty, S2ff B RGO . FREEmEK-F g S R 6] IGFBPL, ff IGF-1 K FF&, 5 IGF-R1
SRR N, M R4 R FEAE F o IGF-1 FHi & 2 tH T e il I G Ras @B R IEIEFH, S8U%IE b R4
o K DR P B R B it v, T S AR ) Tk [48] . W FUIE R I T2DM B35 mll it Wint {55 i i
VAL S 2 S Wint @ B A ELAE FE p-catenin (1) Ser33/37 A SRR LI /D A Ser675 7 25 B L1
I, FE p-catenin FELE E g R KATRE, MMIEdES: B b G TE[49]. B-catenin W] AE T Jid B K]
c-Myc. c-Myc mRIE R N 2R AE KIFRRR N RE, W p2l. HArRWARES R TREEd (21 pakl 76
Thrd23 MIEUEMBEIRZE 75 Wnt 5 5 BAEH

5.2. KHS MbE

Flood A Z5[50] A 7t MBS 5 MR R A DG, 34T 17O 4 SR BEYT, 258 8o 725 IR P ik
v R R A T DRSS OB vy, G L M SR ket R B . Itoh H S5 [S1]8F 78 R IS IR I Bk &, CRC
AR RS I 2 8. R A T U B R R T X CRA K CRC R AE B TEAE IR EF . — Bk,
v IR AR 5 MR B 2 A IGF-1 ZK-F B, TS BUM R 40 M AR KRNG5 [52]: 7 4h, K m b e 2
i AU KL LSRN R A o AEBSH R RL T SR, R I 2R 1 e BT P 3 b R A s
FE, WIIEIE Wnt/g-catenin JE B IE %, A AE B-catenin 40 A% B4 T 06 7F (53], I R HEHE 4H i A
TR T AR, X2 R R ATP AR BRI R, (HiX—I 2R ATP S =B R
RAEEMRAEZE, T A 7> 25 0T #E £ [54]. BFFUR I T2DM 3 45 B b Bz S8 0 I sit A A SE0R 9%
fiE1G N [49].

5.3. RAER MANEA R

T2DM JEE R N AFTE T8 10 90 OB o BRI 9 2 B L8 9 AW A& CRC T 46 A ik Jie 1) B 2 (R 3%
— 88 58 R AR A IE PR K S ARIE S 45 B W IR R AR B R B DIAROG, W C IR Y. E I (CRP) MR SER F «
(TNF-a). AN E 6 (IL-6). HRIIHERAL &K =52 /R (RAGE) /& e R BR B B Rk — 57, 2 —Fh ik
PR S AA o LB AR LS I IR AL & R P ) (AGES) . TR R & 11 B1 (HMGB1) 1 S100. H RiHE 7t %%
B, RAGE AL/ AT Be MR A CRC LI GE . fEIEW A FAM N, RAGE BIURFILKF, (H
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FENSME JOE N i T & F RAGE Bt A (AR 211 v BB o e 5 HLRR AR 45 4 i i 2 200 B PR 3 1 4 p e 2 e,
I HBOE — #5582 5 CRC MR AR, i Wnt/g-catenin, NF-xB. AP-1. MAPKs. Smad4. mTOR.
STAT3 %45[55]. H iAW KL RAGE-NF-xB NS\ R IENLH E 5 5 45 B IR 1 & 42 R FE[56] .
ok, EREN, AGEs nldE BT A &2 B w2 EL R R AE57].

5.4. BERF4RAREAETF

T2DM HI CRA A —SAH R fal R 2=, b= R iR 817 . s B GBI RE, 52 CBR
BURITTRESE AR FH T W% . B4 5 IR, mIbE. MetS S UIHI 6. NEMTAIRTT 0 . REER. 4K
P, MREA. WIRR. FEREBEDIEIR -1, gt & QS8 MR g s 7. X
LeIR TN S 5B AN A AE . TR AT R [58]. AHSCHI T IR IE iR Wi 4R 7 AT BEAE CRA J CRC
(1 I ML o 4% B I [59]. bbt, Jaffe T 25 [601HF 78 IIE S2y& 25 Al i o 22 /M5 5 30 B A2 4k e JRg 4
M2z Ff2 2%, Deng L 25[6110F AR, MR ARIRRARAK 2R AT R H RS E R 2R
R R E R R RN GRINE, RUPBKEIT#ESYES CRA MAEAERE. Bl FREHARKE 15
CRA. CRC [MAHEAEFH AN B R, R KT AT 0 0 2 Bl G 107 A B R A e 40 8. SR NP 7
5.5. BATHEERERS

BEPRE B 2 PG KRk Y5 (ERS. IRRSETEAGIE IR, X SR N 2 B B is 3l ke
TFAN SN Wh . WS RS 51 R i) o BB SRR BROS vT e x4 0 A v 2, b s mm) B s 3, g A B)
TP, A 0E B SR AR BUR I R AR, A1 BRI A2 BRI N CRA R AEAK[62]. itk
Gb, FREERE B 40 E B I E NS 5TRe, SERFREEE KA N. Hik, SiRmiE
MR IR RIRE R s R L & Ve, JUHLAE T2DM B3, X — R s .

6. BEHEERE

T2DM SZ [ H AT 1R 7™ 8 A 3L T 8. CRA 18 CRC L [ RiHAS, £S5 CRC kKAt
HIE/EM . Fitk, T2DM 5 CRA HIR R Hai Z 26, FHBONEERT 1A SUR I AL sl . ASCET 25
SIHTEIR, T2DM 5 CRA Z [AI471E 2 J7 T (AR, FLRANLHIE B i & R HEHURT R B i K MURE . #30 1f
B AR EREL & B W D Re A A5 2 Nt . ARRATI 5 BN F-HLHI b SR 5T T2DM 45 B R kK AR
RIEHHEIAE. BT CRA S T2DM HEl AT, BES AR FRIGE ARSI+, 5% T2DM
BHEP CRATRER, NHAFRMAREN T2DM &3, WiibEm A S KRR, &6 Hp &, W] i
7 M T A R VIBR IR AT CRC KA. R, SURIE. BLFHithxi i CRC AHOGERYT fidH HA R
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