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Abstract

Colorectal cancer (colorectal cancer, CRC) is the third most common cancer worldwide and the
second most common cause of cancer death. The traditional adenoma-carcinoma pathway leads to
70%~90% of colorectal cancers. Advanced colorectal adenomas are generally regarded as ade-
nomas with a high tendency of malignant transformation. Recent years, numerous studies have
confirmed a positive association between metabolic syndrome and CRC. However, there are still
few studies investigated the associations between metabolic syndrome and its components and
advanced colorectal adenoma. This article will review this issue.
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1. 518

HEJ 145 % 1398 (Advanced colorectal adenomas) 4 A 4 B A v BE SR i Ak ] B 1) 45 B P e e T
AR, BEAE ) — SRt 7T R R e 45 B IRJE (high-risk colorectal adenomas) 24 1 7] SCIRIE (1]
RUPLEEMERZMRB RN RN R EES, P aRmfOMEIRR:. mifE. mARRE . FE 2R,
FEH I = (TG) K ST RV 25 35 P IS 2 14 IF [ B2 (HDL-C) 7K S, 3 60 2 A0 BT J 601 o I 450 S5 096 114 1 1 XL
Kr[RIZ[2]. 2010 47, FRE 18 % DL ERISAAF AR LR S IER B R O AL RE T 33.9% [3].

FE [ IE T N, 2t J 3045 B e 1) S8 38 R Z0AE 3.1%~3.5% /e A1 [4] [5], iy LB Ul v 16 flk
e 1) e B DR 2% AR O v s R AT SE R 5 I e A A LA B R . ARk, SRR 2 I TR IR,
AR L7 B 5 25 B A IEAH DG [6] [7] SR TR 45 A E M FL 20 43 53k F 301 45 B W R AR Sk (R BT 7847

2. R ZEESMES RS EFIRE

BT HATRIRETL, CPAREEE AR 0 R AR (1 06 R AR A #f . Tal 8 NI, RBZE SRR A
b U1 43 T R 1) B 2R B 1 (14% vis 5%, P = 0.0099) [8]. X451 7E Rampal 25 A [HIAIF 78 i 75 353k —
WHISCRE, SRR RIR N B S, A ZR G AEREIN 1 4297 A5 (1 1 i J1 45 L Mg SEomi %2 (aPR
1.42, 95%Cl 1.14~1.78, P = 0.002) [9]. T Ut[AAF Kim £ NRF TR BoRn, AR A MER N T 29 99% 1) 45
Lt i A R XS (OR 1,99, 959%C1 1.41~3.46) [10]. I HIX—45 1815 3] 7 5 —WF 70T RF[11]. 4R,
FE—TU T 50 % DL E ABERIAHSGHE e, Lee S8 N R IL: JRUETERL R ZR BIA T B T RBLR &R,
45 B Jigpidk 2 00 A gsg IXURS: IR AH P (OR 1,57, 95%C1 1.07~2.30), {HiZAHIMEAE £ K 20 Hr Fh i 5<(OR 0.88
95%Cl 0.53~1.46) [12].

[, (EARER AR, TEXTYIR G I B i 2 N BV i) 523 AT fE SRS K FE - Chiu 28 A 4047
W, AU EE G AE -t AT S 25 38 iz AN gt e SRR 1 XU (HIR 2.07, 95%Cl 1.13~3.81, P = 0.02), Jf
8 3T S i U AR 1) XU 8 n T 2 4% PL_E(HR 2.79, 95%C1 1.31~5.93) [13]. M FEXIK 45 B i k6 2 N B (7
SRR S R, 5 ST RIS A AEAT SR TR B R S 4 L I ot R Al R AR TR (HR
2.81, 95%Cl 1.86~4.25) [14].

HATE R, KEZEEFFTINRG LGRS 45 B Wik e e i R A s 2 EAE . SR, e T
(1) 25 B Ptk e SR LA AR SR B Ak i AE S PR E— @ I 22 e, RSR BV 75 B0 BRAE OB U kAT
BT B HEAT O 22 T A BRI 7T LABSAIEIX — 4518 . R, SRATVER], EhE AR, e Qs s iz
FRUEF 1 2588 2 25 NEEST N 25.2%F11 24.7%, B ARE T hrdEAL 505 2 (31.1%) [15], {EABAR 2 —AMR
LB, X NEE, FRATZ e B 3 e 4 R s SR @ U AR AR R
e B TR B AT SR SRR & ARG o Sk R4S B IR R R, RIFERAE L.
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HORT,  BF 0 M2 9N B AL AR U 25 B AR 2 Wi bn dE D 2009 4F 1 H 7R 2% 3 52 8 1T Wit A
NCEP-ATPII A5#E[16], iZbrAEER LN Foafi A a2 3 s LA L] S W R ER & 1E: 1) SO AEREGR
PE NN HE, FYEER >90 cm, LPEER >80 cm); 2) ifniE H il =E A & (high-TG) > 1.7 mmol/L
(150 mg/dL); 3) 11555 5 fig 25 (A I [ % (low-HDL-C) < 1.0 mmol/L (40 mg/dL), Zct < 1.3 mmol/L (50
mg/dL); 4) 1T, i > 130 mmHg 8 &7 7k £>85 mmHg SR FH R 2. 5) 2 RE LpE T+ = > 5.6
mmol/L (100 mg/dL) Bk ik A FERE 259 Horb EZAHE T RERE. RARU R . BB = R i LAt
ML 2

3. Bl S5 RAAE EMRE

BEAE AN, BERE S 18 4 IR 45 (Chronic inflammation) . B 4K#HT (Insulin resistance). g%
(Adipokine) i 2 11 2 I AT RS 1T 2088 2 RE A5 (B0 1L-6+ TNF-0) B EE 8 25 L S AR K AT 1 (Insulin
like growth factorl, IGF-1). J#Z (Leptin). HEkZ (Adiponectin). Il P 57 4= [K-F-(Vascular endothelial
growth factor, VEGF)5F K AR T2, ZUMIEGE . M AR RS RE, WiifESs B Ie . s ik
AR e e HESH AR FH[17] [18]

HATAERE A R 2 B0 AR 2R S AR 2 Wb i 1 — 30 . R H BT TRERER & XAFIEZ R, BMI,
e H AT MU SR S AR Wibs e b H PSR FR[19]. b BMI ZEIG R R BE ™, B mT LU IS
SSAEPERIFEEE . JERET BMI 5t 14 B R 1 8 RADAFE 4. 76 Chung 2 AIITEFLH, 5
BMI < 23 [ NBFAHEL, BMI Ry, 3 F 30 e 11 28993 XU 8 1 (OR 2.9, 95%CI 1.2~6.5; BMI > 25 OR 10.8,
95%Cl 4.6~25.3) [20]. [FIFf, Dore 25 NKIBFFC AL, #EE/ERE(BMI > 25/BMI > 30 kgim?®) 5l R 14t B
Jip B e XK 52 4 25 IEAH S (BMIT > 25 OR 1.298, 95%CI 1.092~1.697; BMI > 30 OR 10.8, 95%Cl 4.6~25.3)
[21]. #RTm, f£ Waldmann £& NRIBEFE OB, FESIR VAT, ARSI, e BMI 55
F)33E F2 301 R EUs XU S5 35 A 54 (53 7 OR 1.06, 95%CI 0.80~1.42; Zz 1% OR 2.08, 95%Cl 1.52~2.83), #Aifi
ZRZE B, ZAVEE R [22]. FIRE, fEZABEFI, IR R I e s B R ) o R 5
BMI B ABSZARCE[12] [23] [24]. HAET, PATACHDERPTER T BMI 5 S5 Bk A IR (1 5 AH
Setk. 7E Nakai Z5 NIBT 70 $oR, ik, (K BMI (<25 kg/m?) 5545 B it FE2 ST 88 F 5503 XU 7742 S
J(OR 0.34, 95%Cl 0.11~1.02, P = 0.05), {H27E F M H R ML FIX —I G [25].

LT HRA-HWAER, HiTCARKERHIFREY], AT BMI,  rhl AR REAIEE 5 ZR AT 5 1)
BRAR TR, B, ETFZMRMGEEIERZkiirES, RGEREE NSRRGSR ERE —, RE
& AR R, SR s Wibs e T BE A BT 2 5. HAT, B S 45 B ik i AR A 5 M 1Bk 7L
WRIFER D fE Kim 25 A 2012 SERIBF A R, @R (B > 90 em, 2ot > 85 cm) 5t R4 Bl
Ji IR X B 2 AH 9% (OR 1.40, 95% CI 1.03~1.91) [11]. 4RIMG7E Lee &5 ARIWF b, & i EE b ST 48 by 1
29 50%I1 25 LI I S R, (HR AN R R B R 3 A, e I R AN R ik e A 45 B W e 1 s
BRI 2 [12], X—45 11520 7 Tal & ANHISCHRR[8]. MAEXT4S B 2 IR 5 S KT 5 4 1) A7 B 15
EN, A, R (>90 cm)3 il 74 1.2 £i%(OR 2.16, 95%CI 1.31~3.54) & & itk i HH e i XU
[14]. R, BOVFRG 2 5E 2 M SCHIRE 78 LA o PRI . 5 0t R B 45 EL I R R R R

4. ERH SRS EARE

B9 5 Z AT R AR & b O MR . MBS PR RO R, I3 364 AR
B ST, S5 5 6 25 MILSEE T 2 S50 8 4 2 B2 KB 71 /KT (Insulin like growth factor 1, IGF-1)
BRI SRR HU TRMEHEA 4 R  T, TCIRAAIIRIE T, (R K. IGF-IR ST
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AT LAR AR B GE . ARV AL AR R, AT RT3 Bs e R R A o (RIS LI R % 22 /KT (3 s 4B
-t R B R T 4 R AR TR R . AT 5 B B B R (1 R A [26] 0 (HR AR, IR RO
L) B ) B AP AIE AR 5 F AP R LU R AE I, BRI RS4RI, BLAT DU g
FIP B AT bR, BB ETER . I IR I R i 0L 0 o] i S R AP DL R AR 2 —
H AR 2 2 A 25 B A AE IS I2 Wb i Hh 24060 2 23 BRI 7K~

REGREZHATRN TS SRS EmRRErCR, BirEEN RS E IS RS H
¥ R AE S BRI FEAR b, HOR 24 7R To AR DG . 78 Rampal 8 NI FEA, BRAE SR R4
RHL T B AR 5 A IR £ IE A S M (Q4 vs Q1, PR1.72, 95%CI 1.32~2.25), % [N &K % 5 3F R K I
T J1 45 T R A0 s I B 0 A 1 (Q4 vs Q1, PR 1.25, 95%CI 0.93~1.68) [25], iX—45ie th 75 3 HoAth py
T LR SCHE[8] [11]. 3k b, FEHE— MR 52 I I BE G R, IPRA R T RUEE R . 78 2015
- Yoon &5 NFEXS 25 IS 5 28 B e 1 25 36 A R P [27], BRI 2 I il a5 &5 B W e 1 1
FHRME(A FF 5 OR 1.18, 95%CI 1.08~1.29), {HHAYAN) 11 FAHI R T, F 2 f St 1 53 1 IEAH
KoMk o XA 7N 2 2 G W BRVF FEAN REAR A 1) B I JR B R ARBUIRIRES, 5 AR, IBFR IR B KT
C /K P LK HOMA-IR BRVFE M BE AR (IR 2 [27]. AR, 40 iR FriF, k28 ay fe B8 OB 5 &
PURbR, WGRIHFA G, DA SERRIG R B S CA R AE R R, iR — I HREZENHEE.

5. BRI A ESHRIGEBERE

H TR T AR ER SRR S WAz Wbr i, RACH 78 208 1 s H b =88 DLRAR & % FE R
HEIKT[28]. MREAENMIEYEA TR, S 5900015 55 S MRFAT . 400 A2 55 2 M AR B D) Re
[29]. REZSFATT T OO Z MR I BB AR E, BRI Ab, R 4S5 B e s M AR 25
AR B —LeR SRR ST . RS SS B IR B BSOSO R I, ST RRZEAR L, RIS
B R B 0 — S AR YE R R (BAE 2 AR DR . T R HIh=EE. HlgEaR . SRR
HE) KPS 25 e AR [30] [31] SRTT, IV 2% 00 i S A A7 400 5 3t e A 25 B W JIgd RT AR DG AT SR A AE 41

7t Coppola 5 NHIBEFeH o, S0 A7 305 55— AL B, il =I5 35 3G 1 29 170% 11 12
JE HAMRIR S . AR LR LT IR AR R I B R NG R . M8 . =S
R BUH ECI, T = R0k g R T R I DTk B K (Q2 vs Q1 OR 3.7, 95%CI 1.44~9.52; Q3 vs Q1 OR
3.99, 95%Cl 1.49~10.66) [32]. 7£ Kim & N 78, 1 [EIAFE R 30 m H- il =58 e 5 45 BV e 5 IR A K,
HIHIN T4 47% (OR 1.47, 95%CI 1.06~2.04) 1) 45 B e i A [11] . KT, 7 Lee NRIBFFLH, HLEA
FOATIE, TR H I R AR IS G Bt R SRR XS R AH DG 14 (OR 1,76, 95%CI 1.32~2.33), {H2 £
RIZ A, AHSGHEVE 2R [12]. [RIRE, WA 802 A FE A H il =R K 5 25 Bk Fee 303 e Jc B S AH
FHE[8] [25]

i 2 PEE T R I T A A A o L8 AR DR A R 2, R b PR PR v 2 B2 T 2 1 L [T i e ARy
AR R LRGAER) — K. 7£ Coppola 55 NHIBFFLH R I, 3% 3 BE i 2 K 5 ik R SR ZE B
T IR T2 B ) IR 52 47U FH 55(Q4 vs Q1, OR 0.22, 95%CI 0.09~0.54) [32]. #RTfI#E Yang 25 NI 5T, %40
PEAAE B R 2R B2 B R 2 BIL(OR 0.52, 95%C1 0.40~0.68). A8 &3 5, XFh B, S8
5 I F I I 6 5 4 e 30 i 9Re 22 ) A S PV 25 (OR 0.84, 95%C1 0.60~1.18) [33]. HitFEm;, tifg 2wt
FUHIRG 7 HDL-C 5k i 045 B B AN A7 AR 8] [11].

RE BRIAT R R, 5% e o RE 2 2 B e (0 PR P R R . (EIL A AR ML AS B
TER T WL AT R B, 1 % 5 AR AR 1 R ] e i 1 BRI -5 R 3 OE RO A R 7 Gn 1 A 25 6 (1L-6) i
JEIRFEIR T-a (TNF-a) SZ ARG IR IR FETF i 5%, Bt A 4R -1 10 1L-10 ¥R 58 T i 5 v 5 i R 1 L i
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IRFET iR A R [34] 0 IR LA 5 240 0 PR V) SR M A AT 4 B K S 1 ) 40 R 12351, T T R A IR
IR Lt 58 2R 0 AL 1907 A8 % [36] o X EE LR AR B, iy o P I B 1 AT eI SO R AR R 1T 4 e (K A A
o PR IR AR AR I U TSRS, DR D e T R R AT DRI, R IR 1
JEE I 8 1 - L A O DR [37] [38]. IR BE Y e 5 P i 2 1 2 S BUE 2 RO IR P52 i 2 19 - I [ P e 4
e, X C AR A N EA R B IR A [39], X — IR MW eSS TR R KR .

6. BIMES# RS EFRRE

BEAE B 0N g e I 5 s« IR AR DG D AR B . 0 Xuan 58 A1 meta o, $7R & MRS
55 L e (0 U R IE A%, HA IF RRECN 1.15 (95%CI: 1.08, 1.23). Horb B3 i vl 1 5 2 % A 45 E o
()RS 3G T 13% (95%CI: 1.06, 1.20), SRT X — SGIHRME AN ARAE 2otk ABER R IL[40]. THAE Wu Z8 A1) meta
AT, LR AR BN T 4 119%00 45 B R A %2 (OR 1.11, 95% CI 1.02~1.20) [41]. #RTi AT LA
BEIMZ, % meta AN 10 FEFFCH, A A 2 FoR 7 B0 0 I CBE[11] [42].

H A BRI e U 5 45 B 0k Fe A IR A7 AE B AR Ve RO i /b . 2021 4, Park 55 ATEERIT L
AN GE gt Fe S R A S Ik (AR e b R L, RO A B DR 2 TR0 VA 40 A v v L e AL ST T 3 1 S A
J& 1) A (OR 1.213, 95%CI 1.026~1.434), 1H 1% AH 5% 14 75 1 % I8 2% A % J5 ¥4 2K (OR 1.116, 95%CI
0.932~1.338) [43]. Z8MMH, 48 U4 > 130 mmHg AI(ER) &7 5K & > 85 mmHg 1F 9k s I (1R 4
GRS AT A USE), Kim 55 AR B I R IR ] 4 B A OCEX(OR  1.15, 95%Cl
0.84~1.57) [11], HIX—Z5043 3] 1 75— S B FF[8]

R FALT- 5 BEAE LA R A — 8. BEAEA AN, w45 BB R R A R
fedt ], EEERAER - I8 RKKR - BERHRAS) R4 L. 15 57K (Angiotensin, Ang) AT LLif it
1 T ey 5 1 5 25K 3 52 44 (angiotensin receptors, AT)E ek M A= il ZHMIIAE . A AE LT 41k,
SR F NI 2 5 80E 1 R AR R RE[44] . TESIRES Y, 5 TEH IR R BRAR B, o 0 0 K B 46 e i 42
LS BB M (ACP) R R B R . & 1 K R &5 AR AR5 5, RIEINE . S5RGBT ML,
M B 3 T A A £ ) P B FH 2 2 kD 7 ACF RS BRI, SR v eI I ) B 3R - IR IR R
RGBS R SIE RSOk BT 1L ACF IR BE[45]. SILFIE, WA ER, BESEEIS &L
R FRTBRA AR DG o T v e 5 3% LSRR T 70 B ARtk M (R ok 45 L b e A R P S 5, (RN i B A A K R
-1 (IGF-1) ] ¥4t B s A0 M AT 22 53 24 R4 ) LR T2 T ke (1) R A [46]. ARk, 752288 Z 0 Fiidk
— R R 0L 5 4 W e O TR R S I, — R FL R AR L

7. REE

ik, BATEIL, BRARSZEEIESh, HAL S R ER SR G 2, BIORAIARH D) H 5 — 1
50 . XS5BT —BUN[11] [42] [47], FERRAR MR AR, BEE MR EMEHmR S 4 E
P ke £ RE RS AUL-P AP AE R B AR BSOR R, 3 AL 2R AR I AL 2, LR XU o LB 7R 1
FESERPREE AR ER G 125 DR R AZAE D R A PT BE e, 0 DR I i ] 1 ] g 42 K A PR 3 11 2

1988 £, Reaven $Zili: & FHARGTATRER — R 5575 A9 F Lo AL 70, I 08 57 1 4 i i B 2% IALE
IMURE R = (R HDL JE R i o 03X — O IR A 080 2 7R s i XUR: - 1y HL
LWL ME SRR R ERE R, BMEAERA 2 B RR RIS OL T 2 antt[48]. i kX — R 5157
WA X ERe ik, JRAERER AN RS IRPTLA AL, FFBHT MR HAT H AT A 25 A 1k (48]
[49] [50] o T H: W4 HX — IR HARA H i, 2RIy 1 5 F RO U8R AN 2 BUHE R v f AT
LA i e (10 A= 37 7 A B XIS 7 i F) B v
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AL KERE

EFRERIFNE, EAEGEEMRIZWArMERER, B NUIRERE, B LR E iR O
IMAE AT 2 RO PRI v e NREAE O H AR R . DRI, A EE TR Sl B e LU ok PR 31 45 B B Fies 4
B R, FESLIARE R TS W (AR ER G L, T REFF— 338 & T I P A A2 S FLAM I e N R 5
FH YA BRI TIIT . AR, BHERBLGEEIES &N HRAR IR SN N, 2ivF2s Il
T R MR RS 7 R 2 Wb .

IR EATH ZE R AR, GRS P g 4 N ER G, LR EAURER T 50RO B B i A2
RIS G R, AR E R ek . HE IR GE—, MEEFNLHEITIRATERE, RIACHZR & 1E
e R LU T A AN B T T H T i T B AR A SR S AL S AN R b, HERE AR R
B B T 77 4 QO 5 5 I T - B0 — 850 WU W R e DM 2 R PR 5 . IX R
&, BOFIETTERG PR M BUE AR SR SRR R AT AR A AR T S T 28]
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