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Abstract

Colorectal cancer (CRC) incidence changes with time and by variations in diet and lifestyle, as evi-
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denced historically by migrant studies and recently by extensive epidemiologic evidence. The
worldwide heterogeneity in CRC incidence is strongly suggestive of etiological involvement of en-
vironmental exposures, particularly lifestyle and diet. It is established that physical inactivity, ob-
esity and some dietary factors (red/processed meats) are positively associated with CRC, while
healthy lifestyle habits show inverse associations. Mechanistic evidence shows that lifestyle and
dietary components that contribute to energy excess are linked with increased CRC via metabolic
dysfunction, inflammation, oxidative stress, bacterial dysbiosis and breakdown of gut barrier in-
tegrity while the reverse is apparent for components associated with decreased risk. This chapter
will review the available evidence on lifestyle and dietary factors in CRC etiology and their under-
lying mechanisms in CRC development.
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1. 518

4 H i (Colorectal cancer, CRC) K ZAE 2 BRTE B N 2 IR K. BRI S, B RAM RIS EH
WAERT LA Z N, fEL Rl LHEART =, 2018 E4kfiitAifid 180 Bz Wi[1]; HAXHIX T
CRC RIRFEZERIRK, fEd L HERRAE T RELN: MEEF KR, NMURE B MmAT =80
R AR LR N A2, kT B8RS AK R BRI T A R NAXT R s 78 H 8 A3 B R AR X
Wb, T FEEHERR BT R AR E MR I D28 N [2]. S8 b, MERBIRLEH
Jo e 2973 2 B I ) R AR AN AR 98 D7 QIR AE 7 B 1 B /e RS RFSU 43 3 THER, Bl iR ER AT
AR AR X — 3] RE RN E KN AR LT TR E TR, (HRRIEE F R % 2 i E
AR RIR BT, X ATRE R B T RS AT R R AVE FR 8, AR 7 sU v 5 A AN 22884k 2]
MR T T R It 78 35 4 £/ 35 B i F 8 I (World Cancer Research Fund/American Institute for Cancer Re-
search, WCRF/AICR) % Z/INH 5l 1) — TSR R 161 2 oo I IR AL 45 SR B, N T RIZR. ZE I RNE
FEUCRHIEE NG, W, Bz 83, B EEES SR CRC AL, ks & AR I LAY,
BT Ui S RIS R FE 7 E PR 2R CRC RS [4]. AT, 45 B I I8 4E 3R AE 7%
F| 35% 2 [0], HARREA ) 12 L 5 ERAME, X N B H ZAME RS I 2 [5] [6]. A BRI B F
A6 77 SRR FER B e o se i, DLRC B S I g R, KISk — B2 S, (HBLEA NI
NITFIRIR R . BRI R AR RN SRR ZHLHIN, T REW RS RSE N = A EAER
JUEVR 2 56T 45 B s TR (R AR ELAE FRATIANTS 28 - 520 CRC R B AE TS 773X, aifE e R 238 BB,
W AT RERZMA AR TT R AL E 2, (X REEZ M. BEHRRSE T4 K24 CRC Ik,
X RS PR AR T 8 1T DA A 3 1 R A R el R 110 A 3 7 O R TR 11 o

2. B E4EBENEXM
2.1. LIREFIN LA
AWAREESENAEEARRAZE, AR, BRE. REZRAZREHRKE, RRHEHRED 54
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BRH P I oy 2 —[7]. BB W LR I, B BN 100 g Z1 RN T PRI 2R 235 11 12%01%) CRC AU [4].
HAriEdE R, TR &5 CRC Z IR R LA N INEY], XnlfgeHFRAATE(HE. )
SEIBUEIEM . AT, B E SGXFPOCELE] 1 SLIR AT T A — 8, MkA e w[8]. #HEM, LANEH
R RS 45 E s KIS A OG, BUAENTE A N-ERS R EYI(NOCs: R H RIZEHER]) . 2 (HCA)
FZ I F5 8 (PAH; K H PSSR 1) LR HoAt R = i 2 0 7 A I R RAT AR B ) SO I Fe R B AT 3R
BRI 25 45 B AR 1 = A DG [9] e IILAT 32 Bk 7 2 1 A e 21 v B e A ELROE 1 U ORI E
XA e FEEBCR A (H B X B AR g F 20 AN L R S 5 25 B s s Bk 8 b R (1 e
TELENLE], 8 EMOCRE M TAE.

22. ESAENIRE

[ B A UEAE AR AR WS ) 2 W RS R AE T R 28 M LA S arh, (HHAR T H A MR
EVIRIOoK Y, T T IR G 1 4R RS B 0w R (/R R [4]. B 4R 4exd TRy 45 B e A o s 7
MUt EdE, Bl WmiE WA RBUSY IR G, MR E A S BUR 45 i b 2 8] (1)
Pkt () (RN AT DA BRI . Ak, SRIE TR & 4R 4k T R R T DA B A A ) 2 R
A AR B A, TR mE Y, sk 25 AN i 5 R T 45 A R i A A 10 i,
i B AR Y AE NAR N TE PN 28 1ot 7 3 1R T TR A P AR 0 B I JDT R (short-chaiin fatty acids, SCFAS). SC-FAs 1 LLgZ
Wa AR S 5 B R AT 738 SORE, AT A TR g A= AR [11]

2.3. Fblem, FBRMYEERD

WCRF/AICR &5 /NHIGAF 4518, A “OmA SRS " K i 2L il 9% 51K CRC KUK &
EEoR[4], X P ICBEAEAR R b5 IR L) o (045 & R [12] o A5 A A BB % 15 45 g B 353 v 11030 25 R I
BRAH RS A LG, R T eI ESURIER, (A Hgiur sy DA 20 b 58, 3550
T, JFH0E] DNA 6. 4E4E 3 D B S8 OCHE, 4B D R4ERFHUA IR 1847 I — M e s 42k
K, UM FEINRE RN N RSB T ITAEk, e AR P A S R R TR 2 1 1 FH 0%
SUENIROGE, EWAMKER TR VI[13] [14], 4E2EFR D A G BD>, KAESS EjE (CRC) IR
K, I BLAE AP N BE TR P 7R 6 B 0 B35, 4E4E R D3 N 4EAR & D ITE AR 4, i 25-(OH)D3
17K 5 CRC R AAHIC[15] [16]. & T-4EA= 3 D #2105 b /5 FATL i) (RP et yak s> 1A A R 8 15 4
fA . ORI T, CARBTR Az T ATREPE), SRR TR (11 ) 22 R I A A R i AN TS 4, (HRTRE
W7~ 7 53 PR o P 2 1) R R PR TR 22 5

3. EEFAEHEHEXRNRITRFIERELELEBEENT
3.1 theatER

AT, B R E B EAR TS S LA A BB AR ORI XU P14 R Bk 51 e A AT MR [17]
Forp, MR X & (Mediterranean diet, MD) 512 T e 2 9%, M AR & g5 fat DB BE B 20 . A vE 2
FEY. AR EYERNEEE FRIE, BREIZ0E . FLHS . RS, KIRRRZK &
AT B#AI CRC 10093 AR [18] [19] [20]. AHELZ R, O 5K S5 5 45 B e S 3 A ¢ . k4,
R (R (A B R A 7 AR T e 52 W A A7 R 3 = A O [21] .

3.2. /A

Z NI TE M R LRR A R TR, WM 2 RGO SR T R 3R, T CRC A0m TiUA A
REERFZR . Z0URHT 2 PO Im AR TR, A EARE AR, RO CRC A R 2t 15%,
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SRS Bk SR E v EI[22]; B CRC IR R 54 HWMRE . WOR AR R K SR IROR 22 7 s v ok
#[23]; UEA, BEHWR S B CRC A AR S BE N B 2 .

33 BE. BHEERZIER

RERERTXINIAR Z RG22 WA IE A RIFR FE R A [24] o IEAFERARZ W S0, AH G I8 4 B NHF,
REENBERI LI . R . S5 e BB DUR B S I R 28 i Bt e B R s s LGk
XA 10 J3 81 K e i AT B R MRS IR AT 998 27 25 R AT OB o, MR B R AR 3 n 5 AN, A
FE RGN 18%, FIVERIAESCHE S T2tk 4w S B AR DGt e T PE[25] . St 25254 #r
WAL EER] T 2RI KB, Fr A 5 ISR AT R ) SRR [26] . 7 Bk — 25 (RRIE 70 SR i i Y A fik A 75 A2 7R = AN
REJRE B ST 48 H e ek R 2 . BIH AR L, XML RD . SRS RIERE, S5HALA
HEFAEE, M 5 LA SR RO 25 B e RS AL i [26], BE— Do 1 /5 2RI 1 AN R A 1Y
45 H i R o

S E AR S, A 1S B 5 45 BV O 2 DL S B A2 JE SE T R RS S A DG . AR
JIEBIE N HE B N AR E I IR BT R 2, AHE 75 Bt — 20 AT 8 = AL i 7, DA e 3
55 45 E R ARG 1) S5 17 I 25 T T B JRE (9 25 B R e LR b 380, DA AR 22 KRR B b5 485 L e XU
TG AR, AR AR RS 77 305 45 B RS 2B, SR Eshi e, i BAed
5 THI A g B B s BE 5 [27]

4. FRERE

KEWFUERMY, CRC KA AENSI AR MY, HESERRFRRELTTmN, e e o T,
RELHAATFAT HER EEZIEH .. B IAA CRC MRA ST BIER. WREDRA. TUH. 1K
NGB YE Lk Z B8 G VNN R R XA TR, PEal. e BEERER, ReMERT2En
PUOE I A R PRSI N o I TR A SRR 4 T — S OB TR, R AR5 U7 305 CRC
FIRBRARR, HAKMA T REATRN, FILIER e (edt G R E 0 Btk sz, wit. m
WSS AL DA . HAT, ST ANOZRAESIIZDHERE, UL A 3 & G N R a5 1T,
[ CRC i NBUZ Tt m Jf i ikl te, MEfaHE NRAE R, mEEa i, AN “RTAE
M PR, JERTEEIRRAN G, TR S, @ R AT 30 A BE N — il =
A ORI CRC MR
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