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Abstract Insulin resistance, as a key component of metabolic syndrome, is associated with the occurrence and

progression of various diseases. Under insulin-resistant conditions, the body compensatorily increases insulin secretion to

maintain blood glucose homeostasis, leading to compensatory hyperinsulinemia. Recent studies have demonstrated that

hyperinsulinemia is significantly correlated with an increased incidence of colorectal adenoma and serves as one of its

independent risk factors, suggesting that the two conditions may share common pathogenic mechanisms. This article

reviewed the association between hyperinsulinemia and colorectal adenoma, as well as their potential common pathogenic

mechanisms. Furthermore, unresolved scientific questions in this field were proposed and postulated, and the potential role

of preventing hyperinsulinemia in reducing the risk of colorectal adenoma was explored prospectively.
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Sy 245, 5 B0k E R AR 25 A AiE (metabolic syndrome,
MetS) R RN W 419, g i ZHEPT (insulin resistance )/
N MetS (¥ 85 43, I 22 RIoge s & A L R e i) i B e s [R]
o PR RIPURY A A AR IR 5 R 2 IR S R
R G BB E T HE Sl 37, 80U RIS JH
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AR A H 25 3852k 11 ] R,

RS U 5 1 I 2R IR P 43 Ay PR U R S T 2
DAL 1o MR A2 2% IURE TR T HILAA B BB 3 0 Wb 21 MR
P i TR B2 2R I ) DL 0 2 22 R 5 2R T I PR AR
L RIS S R, SLALHI AT BBV R A IR I B 21
B B PO I, R I R 1 25403l A A R T
FET A 0 U B S R SR SR E A, 3L
AR Y R KT T e, R 5 S AT S UL S Y
1o JBE 5 FOPR AR AR SO v ) 2R IMRE 1 CRA (A DGR A:
—LER

— R R IMAE S CRA KBTI

WFFE R W], CRA P38 32 W96 -9 )3 0 & e hy 45 B vk
i g, T 9 A0 0 AR — TR 10~15 4EM ) IRk, 0 v KU
NBEE AT T8 A Bk Ay, 7 Bh T R R IS b B v S A
FE L TP EE R PIBR, By L e IR A

— TR X 2 865 191 1 Y 42252 45 i s i A 1k 1 349 JRUIG: A e
B4 (] B fF 51OV 7R, T2DM R 3 Y AR IR 4G 3R (adenoma
detection rate, ADR) 1 15 41.9%, & 2 i T4l T2DM & (1)
26.9%. WYL E AT AT R 2R
TERS IE 22 TR 2278 1 J , UESE T2DM 5 1k J82 1) B 46 %
(advanced adenoma detection rate, AADR) JG {2 & 41 ¢ 14k |, 32
/N T2DM Al fE2s 42 %5 ADR. A7E 2014 45, Onitilo 55" BF5Y
FEEEH, T2DM 5 R 45 7 98 IRV 38 i o] BE - b i A
FES S, BRI 0 I 5 2R IR ) ST R 12 I ST
o A P I 8 2% 1 24 0 2 e ek g DR g B R
FIAGIE bR, RO S ST 50 B T 0 B S R I S
CRC £ &, H454 Ottaviano ZE" G5, T MU T ERSIE &
B 15 2% IIRE 2538 i CRA X — i WD 28 A9 & AR 2R, BL =l B
TR A T

e & 2% IMUAE B 90 0 J2: CRA (S fE R IR 2, 2022
A — 30 ] JE5 A AF 9 3 22 B ER Logistic [0 43 #7 & 30, 4%
TEARES M e SR S R R S R 2 e S R
PARUIG: 2 51 9 (OR=1.312) . 4B &% 2 /K F->7.36 plU/mlL
A, BRI XU B0 31.2% (AT B2 IR YT PRI B 2
X CRA BIFE MR E— 2 E S0 T 0E 56k . X 1E 4B A2 iF 55 77
FAFET2DM fE 5 CRA JXUBS T A AR B & TR, 3 32 J 5 B TR9T
[ T2DM F8 2 & AE I 1 S PR B R 3411 89.8% o iX — &5 %
5 REAR AR AT, SR — 2, Fe SN = BB 5 2R IURE (R4 ] 4
K B MR 14 & A (P<0.05) |, iF 52 5 1 5 3R IMLAE /& CRA Al
SRR

25 PR e W R M N CRA SR S i A
PR, EIEA ST HAT TR R . WA TR
S NRIR B PR R A R VR AL, 4 A A A DG 1k 25
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2 v AR AR . B —I0gNA 9 625 14552 45 M i i A
NBER WP B, 50T B AR HE , CRA J 38 25 T IV e 5
F AT AR S B R PEAG R 5 22 HKHT 482X (homeostasis model
assessment of insulin resistance, HOMA-TR) ¥ i 3% =, H
85 FR KO 5 MR DR S5 0] AR Ak DG K - e 5 D o K2
(>7.6 pIU/mL) B B 988 RS 35035 AR 4 (<3.6 wIU/mL) 34 i1 42%
(OR=1.42) ,IZCERAE R IE AR IS 0 S IR 24 DR R 5 AT SR A7
T8 o HOMA-IR & —FP e 23 JEDIR ST ) S G A AR i & 2% fc
TR I 3 AP 28 L A AR 23 I 5 28 (B ] Tl H PP Al AL
VR S5 R ACHUREE . HOMA-IR (A {6 2 B VR AT AN A% 1K
Jiie S B LT Je s, DRI AT KOS A o 25 ) 2
1A, Shin S8R 3 277 44 45 52 45 1 B A6 A 1) A TEHEA T (81 it
PESIHT , 2R BRAR BIR 1 S5 PR A0 R P R 21 1 JB 5 R e i
1 R T I X HELL(P35<0.001) , 5 iR BFSE 45 RAHIAT

Bl 75 B N R ARE S5 SR ARF T, CRA 5 g JB 5 3R 1ML
i (Y OCHR R R i 25 0 2023 4F (1) — 0 meta 43 BT R , & 145
L 2P 1 P JIES AT 8 25 s M IR 5 RO W s T
41 (SMD=0.95, 95% CI. 0.11~1.80, P<0.05) , HfiJ £ # 1)
HOMA-IR [f] 26 It 57 , 9 — 20 34 o 1 5 3% ILAE /& CRA B9 18
Iz PR 2R,

250 B TR v B 2K IMAE 5 CRA 22 [B] 4716 1 35 A
RAPERRE BAE T 2R W AT R A7 LSRR K i L]

TR R MAE 5 CRA % A B R REBILAR]

1. il R iR R AE AN 42 B A M R KR T e A
ME— P R IR 0 T o R SR A B R ELeAE F T fegE
AN AR A T, SR, i JBR 5 3 LA A Ay Jke 2 SR Akt
MR I, SHUA R PR R AR B DA G, 2
T A BN

A S50 KA R WY T R B B 2R ILE B BEAE £ 4 (lipo-
polysaccharide, LPS) 55 PN 25 28 9B B TG 3 o, LG 25
PR REE S , LPS K F- T e Bk e W] .21, o ik g LPS 1]
Wi W 18 15145 J2 Toll BE5Z & 4(Toll-like receptor 4, TLR4) , Ji}
FNH A T-kB (nuclear factor-k B, NF-xkB) 48 JiF 1 J& , i N UiiF
e SRR 3005 25 A (activator protein, AP)-1, S TR M
5 [HF 3 (interferon regulatory factor 3, IRF3) BfR k. X 2b4%
SRR A5 DNA 854 R i 1B T R R 35 , RS 3l
Jif 983 $R % [ 7 (tumor necrosis factor, TNF) - [ 41 It /> 2
(interleukin, IL)-11L-6 S R [ 51 2k , S B8 Jey & i
UG PEARIE JAE SN, I HE— 2L MR & AT SRR R AE
Bzt b R AN B e e 1 S A A
T B0 B S AR W 5 (6 B AR IR R )2, 3 55 L w2 e
TR AR I o M, LR A BRI rp i i O R 2R
T L IR0 M e 2 3R 32 A, Al i L Wk 2 . 1 2 58 M1 BRI A,
U TNF - TL-6 \TL-8 S5 JRAE X 119 70k o [, o R 15
AT I 23 R AR 1V T 4 86 1Y TL-10 4330 , 11 55 ML 1 Bt
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SRIFTTRE ST N 4 B SEARE S

IR ARAE PR T A M A B, NF-kB AT E A
50 T 5 R DNA L0 , BELASE 6 S RME &, 75 5 M
AR AR R B SRE BT B3 1) SO B Sy IR
A= S BE T2 T A ) 58 E S DU T A 0 ) RO A A AR
Hoang ZEPI TR R BT R 25 (nonsteroidal anti-inflammatory
drugs, NSAIDs) Tl B CRA & & 1Y) meta 53 47 , 11 ARAG )
NSAIDs AJ 38 52 400 il 58 5E S0 B A CRA S % KBS o kA,
Al A4 K N F (transforming growth factor, TGF)-B 412 5 & ik
8 3R MUAE 51 K A8 P S AT S I 02 E R 988 E JEE o Surakhy
SO SR ST R W, TGF-B1 7E CRA K J& v HAT SUE AR -
UG5 2> Smad4 SERERS , TGF-B1 58 1 B R 1L Smad2/3
I BB A K 5 T 24 Smad4 BB, TGF-B 13 2 F5- 4L R-
Smad (R R b Smad2/3 122 1 ) 918 21 fie i 2 Y, £ ilf B Jed
K.

2. MBI T WAL < 55 I 5 3R LA I T BB T4 1
BRI FIIIRE . A DIRAS TR, 485 1 38 004 174 e v 1A
Z LK (glucagon-like peptide, GLP-1) A] i ¢k i & 25 Bk, imi
400 1 MR By 2R A R 2 2 e e R U A T o T A N
GLP-1, [ B i 4 oo 210 60 19 2 0 2 A8, T UMD A o i
PROFFEEIR , T2DM B 1 1 41 158 5 3 4 P 00 2 s , 5 i
FREAHERA LE , 48 5 GLP-1 43U S 07 W b A% o X i 412 gk 12
RGN T RE SR A AT — 25 ) B 52 2R R0 AN i A 2R
file Wang FE ISP LRSS , GLP- Ll 2551 b2 4
R Z A, TS W IR TR VLS 3 384 ( phosphoinositide 3-kinase,
PI3K)/ZE 1841 B (protein kinase B, AKT) AR5 S F-1a
(hypoxia-inducible factor-1a, HIF-1a) T [, 12 i A i B
AR IR, W G R EEEE . 45T GLP-1 ALl /25
1 ¢ 71N BRABE R A2 2 TR 1 TL- 18 23K 3B AR IR 40 M Bt
TR i b e 45 K A4 R M e 3 SR D 98 i AN i 45 401,
HE—BUESE T GLP-1 % 3l f9 PR 4745 o o i 2 3% ILAE X
GLP-1 (il , 23 ) 55 O 25 Mg A e 1 OR3PV L O J A1
HECRA &A1 A B R

3. Wil - AU B T T I IE R 8, &
I £ 2% L IR 30 2ok 2 R AR AR B M i S R A5, G v T R
S ER A n PR R AL O 2 — . AR LTRSS
AR EOR A CANEERE BT ]) F= BTy, AT I 2 R
A DR T = BE L, S BU B e B L RE I 585 o ARSCTRTRE LR
KA W AR SRR K e S Ak L (2 115 2 BE R I 5
TGS A B A AU B I 1R 5 i e g% 0 o, D T 6 o
JE B s R . TE SRR b SR ARHT/ B
F1% J7 TR R P AL 2 At R/ IS VR N, T a5 S ARl R/ L 3
TS ok b S50 0 T A 2 LR R 5 SR AR 001 88
KA,

WFFEA , iR 5 K 3R LT 75 M0 T T 45 4 B i 3 R
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7 TR A CABUE AT T ) el /b iy A% ARAT 1 AT T
S5 B0 B F BB INCY i T8 B SR A B IR AR 8] IR
2 BRI R [ 35 B %2 R (deoxycholic acid, DCA) Filf7 fH iR
(lithocholic acid, LCA) A5 AL 358 , i 5 1o 3500 12 Je T X
Z AR (farnesoid X receptor, FXR) Fl G 5 F1E B IH VTR 32 14 5
(G protein-coupled bile acid receptor 5, TGRS ) X il % 4] 8
Jik 55 Z AL AR K P11~ 1 (insulin-like growth factor-1, IGF-1) 43
Wh A HE 1 T A 5, R AR AR AR AR Y, A R R R
FEE P R I AT T, 5 RIS & . It
A, R BNE T B L 3 Wnt/B-7E R EE 1 (B-catenin) {5 53
B, A8 HE S5 T b B AN M S B BRI R T e
APC™™ /N IR IR DCA J5 A& B, o 8 b e 22 FEESE T
YR - A PR, — A5 IE S M T T A - FIEL T R B
S AR AR TP R

EAI i PRI B, 9 &2 2R BT 5 B AR e 1 5
2 IMAE B E BB T T R R 1 B R B AL (Lachnospiraceae) £
JE RRAR!, WUBCHAT T 55 A7 i 1 F B 2 ™ T R E
R SR IR (RS SR R R T RE L
DA E Y FAML, JEFRF RO AR E o SRR, T RRER
I RBARSEZS I b BB B A T RR AT 191k T 240 H 431k, 0l
1B A E" . Schlormann SF*IWF TR & B, T R 25 AT 9 i
B 5T 2 I 58 A9 miR-106b 5 [ (% BE R 7E CRC 2 ol 3%
iR F ik, FEoR L EAT G CRAREAS AT 1 . e i 2R I AE
E L 1 A S T R R RS R
HEEEE I I AR i K

o0 R 8 2R MLRE X CRA B4 5 0 AN A A B A i 3 TR A
T R AR S ORAP IR UL , I A B AE A DG A A A= 1 R IR 2
PEACE I 2 o R4 R 10 2D RN 4% ER 7 1 15 e ] 1
HECRA R . AWFSEEE I, 7 T RREL W B0l b %
2 L RE BRI [ B B0 TR AR RS I (agmatine ) 1 3
I Wnt/B-catenin 18 2 UE 7 T8 40 i 5% B854 594 W
FER B, AR AR S S B ARG TR T, 22 B T
AR LA A ) 777 A T S s T, 10019 6 g 9845 i 0
Ji% Jlie 5% /K TyrR1, ¥ 5% G 2 1 aq W3 (G protein aq subunit,
Goq)/# g CB (phospholipase C B, PLCB)/= Wi g AILEE 32 1A
(inositol trisphosphate receptor, IP;R){ﬁ%gﬁﬁf LI Ca?t i
FETHR o FEELAS(E SIS cAMP S JC 1445 & & 11 (cAMP
response element binding protein, CREB)#% 5 [H 1, #1 1| Magro
DR (IR BB A SC G ) 2238, S BUls e o b B2 S i HE
TR TR AR IR TR 45

4. WA A IR ) BT R R AHT S B AU
1o 1 2 2R IMLAE AT 40 7 JBR 5 ZR AR AR IR T 4545 2 11 (insulin-
like growth factor binding protein, IGFBP) G 72 A, DT 42
IGF-1 7K-F-FA IR EER, 98 3 A IGE- 138 2 30 T U
{554y 1, 5% W Ak PISK/AKT/ 7L 35 ) 75 A 25 2 ¥E 46 1

B
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(mammalian target of rapamycin, mTOR ) Fll 22 24 J5U 8076 A8 25 141
¥ (mitogen-activated protein kinase, MAPK ) /21 il 4 M55 5 18
A5 i (extracellular signal-regulated kinase, ERK) & 5 %,
A S W R AN G B R 0 T e R TR
AP, K RAEPE CRA B T R I IGE-17KF T 1
GERAAFT . T IE W R LSS Y b AN B R B R
SERFNIGE-1 Z 44 | JE AN R K IR 5 3 A 4 1GF-1 7]
YRR T B - Al B s R R o e ob s 4l B 5
LKB1 AJ 3 1 000 AMP i A6 25 3 (AMP-activated protein
kinase, AMPK ) 3 il £ g 384 5 434k , T 75 Jk 5 2% IMLE A7 A
T IGF-1 vl 3@ 3 B LKB 1 {2 3 CRATE ™ PO PR 245
1 — HOBUNGE 2:F AMPK K132 A2 40l mTOR {55, A {ff CRC
JRUIS: REEAR 3090~50% , 1) 42 11E 5% IR &% 2% 368 % 7 A A2 vh iy
FERIR,

IGF-2 & — i 5 AR K Y G 1, oS Rk 2 R
WL A% R4 . FE BRI ZH b TGF-2 L TR EIIC 2 2K (loss of
imprinting, LOT) & A= &5 15 68.8% (1EH A 16.7% ) , T3
IGF-2 I BERE ALy IGF-2 il 254 IGF-1
SR B 3R 52 44 A LY, S PIBK/AKT #1 MAPK {5 5 i
P DI RGBS , AT S 5 CRA YR A R TR,

IR B R MAE S CRA S 2 A EAE AL L 1,

st RS !

ARSCUHE T B 3R MLAE 5 CRA K AR R T ) B 1k
., VAR i R i AT B R o3 W EREL M 18 -
gl 2 981 R0 9 A0 A TR TR R A T AR R I 4 1 Y €
HLAR 2 A JBR 8 2R 5 300 T8 TR AR5 40 R AR IO, i TNF -
TL-6 5542 2 PR 43 44 0, (12 16 7 38 JR i A 19 & 2 5 GLP-1
S TR 2 WAL, S Ji S R IR R AR AE 119 42 B A
S MR ) 36 2% 1 5 A DG M T B AR 1 AR (R B T
Mg T RRERSE ) 43 W S SR A T DRI GO AR IGF- 1 25 I AT
Az IR I B 34 F F PIBK/AKT/mTOR Fll MAPK/ERK 4515 5
T, OIS b B ARG A, s R TR BB A A

RAE T AR &S R MUAE 5 CRA HATAROGHE,
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A Z 5T 3L T T2DM FIEE 5 RHGL, B ATy 58 240 DIk
PEUESIPE Z B0 0C 3R | Uik — S0k rh AT A 1 1 22 A% fi
R, 2020 4F — 35 BB 55 % 31 T2DM 84 ADR
B (2B A2 T OB BRIR 4315 1 491 DG B
FZ5(P>0.05) , $2& 7 i 5 2 IUE v] BB )72 A 2k 42 45 1 e
T, X 5REEBE PSS I AIRF . SR, 2024 4 Lam )
HHEPEBA A BF 57 2R B, A AN I 5 R (5365 ) S
2 25 1 v ) TR XU 22 S T AR O (R T HR=5.48, 95%
CI: 2.90~10.35) , = R A4 55 Z A o JRU: (R IE HR=4.84) ,
P 1 R I R ML s /E 5 A 2 5 W B e A 1 6 R R o
Yo 16401k, RT RS RES 5 CRA KA T2 71
R TCE R o R, A5 24 % CRC 23 ) 5 51 1k 0F
17 TWIT, e B2 2 250 5 A0 - 235 W g e 5 D AR R TR RS
S ORI A B 2R B, X s 2E BT AR R TR iR
AR AR, AL ] BE 5 Wnt/B-catenin 255530 J& 75 A [ 74
N7 A TG 22 57OV 56 (LI — T 2 5 ] SR AT T O 2 A O
SRR o AT 75 R ZE B8 TR 25 5 s (A G Sk 2
FEAR A ST XA 45 S BOR L

Ty — ANl R L R S R A S TR
RAIPRIE . DA IR 208 T N e JE 5 3R A 5 CRA 1Y)
KFR ez a5 R R R 0 B o AR e
HLAE 25 P DR, AT HL Sy 6 R A A s ik 26 i
iE o JERE R I BRI 5 B LR AR B, W R B
Az Lot PTG M A R 55 28 ) LAV A 7 ST AS AR 14 1 Bk
FOK IR, — TR EPE A S 5T R, AR e AR
A S L R AU (e AR AL IR ZH 7Y OR=1.18) , #7%
AR ALAETEICAZ R, TN _E AR e e 2k K S 2
i, BV T DA ) 5 B T R S R IR AR 5 5 R
e (SRR 3 S A T A 61 & i S S = VA ] A R R
BASAIESE , ML ZE HH T s 5 F0 0000 2 I g 5 28 \HOMA-IR,
HTHHEWEATEE G , L0 15 28 5 52 5 I
KA B BN SRR

CRA R 3E & “ B -9 )5 9 " 5% 748 o CRC, — B AR K ™

*1 BRBEMES CRAZERZOHLE

i FAHLIE HL {4 PSS IRs HE RN LIESEN
i3 18 4% 5 TLR4/NF-kB LPS . TLR4 AP-1 5[ T-254 DNA, i 0F TNF- S50 6 N T35, (i Aceto 22

TE R R A PTG ST

WM AW EEEL  PIBK/AKT/HIF-1ae - GLP-1

GLP-1 3 UAZ A , % 1 18 B PR 4 P 53

o
Morrow 25133

Jo 1 TR R O A Wnt/B-catenin DCA . TyrR1.CREB  F BRI A S BOR BN R 2 (U 45 B M 1 AMHE 5 Farhana 214 Ma %5050
Gaq/PLCR/P,R HHE ; B T e (2 AR B A S AR

Jifrsga 3 4 PR PI3K/AKT/mTOR  IGF-1 [ i Z AN IGF-1 0% FUF (s 540 T, EIEHIMES E I b Tewari 252
MAPK/ERK F 240 R B FE R R T I BRI T AR

T : CRA %5 B IRIRE s TLR4 4 Toll BEAZ 1A 45 NF-kB 4% [H -k B ; LPS Jg 5 2248 ; AP-1 30 25 1-1; TNF A4 e SR E K - ; PI3K/AKT/HIF- 1o
SRR TR LR 3 5t/ 2 1R BAIR AU R ) - Lo GLP-1 g R MU 22 FE K- 15 B-catenin 2 B-38 IR 2E 1 Gaq/PLCR/IP,R 1y G 25 11 cq W B/
JE T CR/— WML WUFESZ {4 s DCA Jy B IR ; CREB g cAMP BG4 & 25 11 s mTOR Jy Wi 7L s 85 N 5 R FL 2 11 s MAPK/ERK Sy 22 24530
P2 11 /200 A M 5 T S 5 TG F D e PR AE R I
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DR E U R AT R E S, h D
K IMLEE ARG CRA K H R 8 IEAH G, B2 CRA A7 f& [
M3 2 — , R 7 o 9 5 2 ILE £B 3 OISR X CRA 1Y i 25
oy A I A A R A T B SR, A AR AIE
ik o T A AR HRAE B KT 25 S S R R T 45 i B
e Je A CRA B R 4R & . RS T R AWFSE 4 F-HLi , A1
FH BRI 5 7~ MR8 I B 200 6 o e Jke 3 2 17 228 1) S
FEF Ao BT 2 ARG HE R AR AL TR g . 56 F CRA 1Y)
VLI T I i, A B9 3% B R OSUDR S0 PR 9 AR 1Y CRA
(RR=0.75, 95% CI: 0.65~0.86) .CRC(RR=0.73, 95% CI: 0.58~
0.90) & Az 2R 24 L A7URH ) [ % 25 HAT R IR CRA B2 R R
K6: B 44 FH (HR=0.76, 95% CI: 0.65~0.89) , H.Fiti %5 — F XU
ZYFIIE A BN, PR Sk 2 A A T A 0, PR ek 2 e A
TR B LIE 24 1259 T 3 LA AR LA s IR S, 3o T 0
> CRA W B & B REE, Ioh, B BHAE % 2L I
R AR BRI B 2 i Tl AR S R B R R IR IR
eI 0 & o TR, W IR IR B AT T CRA
ORI il S e VAT 3
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