WEREESRFM 2025451 A% 46 55 11 https://xuebao.smmu.edu.cn

e 32 o Academic Journal of Naval Medical University, Jan. 2025, Vol. 46, No. 1
DOI: 10.16781/.CN31-2187/R.20240328 - MR E -

HEBEFEEEEREZMRIAR

TREE, R, Riath, FhkoP, REL, A&
MR R (5 HERY) F—MmEBH LA, EZER IR AT G, LI 200433

URZE] 4 et B N WS 2 —, TR A i 2 BAE RS . AR N R A4
E e R R E R, GRS, AT AMEE R KBRS B A BAETIRR, —K
WAL . LRI T A 2452 BB B R A EEREN R, i, KREAHNE, M
. 4eER DL FUHR AR KBRS 5 L A R VR A L BeAh, MR WA . BRI SR RE RS
(RIS 45 EL e B A — e SRIK . W R A S A S 45 B I B e 56 IR IR I e B A
{77 A B TR AR B i) A LE RS AR B AT AR 28 | S b St ] BEXT R IR M i XU i, X RE 2 1o XU
AR 2591 T BE R — Tl A 5 B 1t

(k@A i, HENER; RENER; WEmiE

[SIRA] TR, B4 sk, &5, 45 B AE i R faia N ZR AT S ki (1], 142 B R4l , 2025, 46
(1):32-39.DOL: 10.16781/j.CN31-2187/R.20240328.

Non-genetic risk factors of colorectal cancer: research progress
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[ Abstract | Colorectal cancer (CRC) is one of the most common malignant tumors worldwide, and its incidence
has been increasing in recent years, especially among young adults. Non-genetic factors, such as dietary habits, lifestyle
and intestinal flora, play an important role in the development of CRC. Dietary factors have a close relationship with CRC
development. Insufficient fiber intake and excessive consumption of red and processed meat are generally considered major
high-risk factors for CRC, while vegetables and fruits are considered as beneficial factors. The roles of calcium supplements,
vitamin D, dairy products, and different dietary patterns in the development of CRC are still controversial. Furthermore,
obesity, smoking, alcohol consumption, and lack of physical exercise are also associated with the risk of CRC. The imbalance
of intestinal flora is also believed to be associated with the development of CRC. Optimizing dietary habits and maintaining a
healthy lifestyle can significantly reduce the risk of CRC. Non-steroidal anti-inflammatory drugs and estrogen supplementation
may have beneficial effects in reducing the risk of CRC. For certain individuals at high risk, pharmacological intervention may
serve as an effective preventive measure.
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kB 22 AT 5 26 W1, CRC & % 5 90 AR 81k
G, BIRKRZHGHZWE CRC (56.6% ) K4
TE 50~70 & [ AR N, (B 1990 4F Dok, i
e E LA e X 8 5 PSS e ( early onset
colorectal cancer, EoCRC) (50 2L N &) Bk
SR RIPET SR ERA Bk, A 15~49 2 A&
TR 3.9/10 TR NE] 10.1/10 772, 31512030 4F,
FERERIEREN, B MR 2N 1% A
fliE il 23% .

CRCH L R—NZHE, ZH BRI,
St e N R e N Z A AEHM SR ke
. AT, B R AR E R X CRC &
AREREMEH. HFREV, Y4 60%~65% HIHL
Kk CRC 2l A AR A I Z B 1R 1 . A
S CRC KA RIRAFCARBR LN Z T R
SIAGFLRSS, LIS CRC — P HE s % .

1 REREZE

KE AT AR, 2R/ CRC

BISEMRE R RA K, R RS2
( World Cancer Research Fund, WCRF ) F13¢ [# )%
JEATSEF ( American Institute for Cancer Research,
AICR) BRE R CRE. B, BIKIED) 55
SETRT BRI ) (2018 R ) F5iH1, FBrEY e
FEMBAGEE EIMRE KA D 85, 4
q A RS AT DARRAK L CRC XU,
T 2L AN T R 2R 48 A 25385 i i CRC Y XU,
AU R A AGEAE R | AR RS AR
SRS o E R R AR, 15
— PR BRI CRC A -

L1 RHfEhiik

L1l BERGHE  Veettil 25 3l i3 %) 45 TiHF5E
T B, BEE SE S LT e R A R 934N, CRC
KRNI . FEELYEn IR TRIE . B
MGREY), &P L 4EXT CRC & HA A
YEJH. 76 NIH-AARP IR & SEFRBAS BT T, SA
/Y5 CRC AU S 7AH S, AN 2 A R I8 1
FEEL 4 . 2018 4F WCRF/AICR 7 5 3 i meta
IR, PR ARG 90 g/d, CRC KUK
BEAR 17% ' [ P96 T I £ 28 4t 45 W s O IF 9 485
KR, ERBAEABAREREE L 4E, Lk
H 5552 AR SR B G B 27 4k, BERE FEAIK CRC & K

KL Ak, AR R R B AT 4 R R T RE
5 s R RS A 6, A s A R A Y
BRI, TR . CRRAITNIRSE, REfsiRTr i
PRGN R AR CRC B RS o R,
JRE B 2T 4 K e = 1 T TR ER eSS A an it b HA BE i
MR IR AE T fie, W LAYVE A 20 4 11 2 Pk
R AR TR, R AERURAER S
1.1.2 i AgLal & 5% CRC AR IAE HIAL
ARESE T RS LS I B AT R . Ve s s I R A Il 21
Rk, WA BT S BB R
A 55 CRC KU FEAIG 2 2 #H ¢ . Lopez-Caleya
2 2k 37 TR0 BRI ST HEAT 400, 45 SR W] 4
KA 300 mg £5 1] ffi CRC KUK % I 6% (OR=
0.94, 95% CI10.92~0.97) , BERHEELA 100 TU 4k
Z D ] i CRC LB FEAIX 4% (OR=0.96, 95% CI
0.93~0.98 ) o —IRUEF X A A9 FCRUAR T BE 4 A
GIIFSE K BE, AR B H AR A 2 145 Y Lo P
8 CRC B KUK AR o fH Lappe % BF5E %W,
M FELEA 2R D3 AL A B AR CRC AU
2018 4 WCRF/AICR 2 5 X} 10 Iibif 5% 47 1)
= [V FR meta 4TI, FLl S A H B GE
N 400 g, CRC &9 KUK FEAIK 13% (RR=0.87,
95% CI 0.83~0.90) ' . it —IiRiHEFEA IS
X1 T NBEVT 9.4 4F &30, FLH & A EA
5 CRC KK A (HRy, . ,,=0.80, 95% CI
0.67~0.94 ), HALHI W] AE FLHI 5 b 2 RIS 1)
A LI B HE SRR KN T 1 i 6
MEHAT, KT 2LE A RE S AR CRC XU 1)
TEHE7E 2 BRVE N IR AR —30, — ok | IR R
AT RE PR BA S B9 9 e BRBG I zL ] i 3 A i 5
CRC & MR AR A Bk S e
113 oA T mE  KEFRERHEALRA
T AZES CRC BN FIE A ¢, 2018 4F WCRF/
AICR #2538 12 meta 43t &3, LRI T NHEA
AN 100 g/d, H CRC MRS RES AN 12%
MR SCTEE 5 75 TR M HTRE P 8 A 8 R4 1o A
JIRUESE . 5ANZ RS H/RIZ AR AAH L, S0z
P N B CRC F KU 1t 20% 7 Farvid 251
gh A 148 TRETHEPENT T AT T R G254 Fl meta 73
Mr, 4558 & BLAT AU T A i A 5 45 i e
(RR=121, 95% CI1.09~1.34) . EHW¥s (RR=
1.26, 95% CI 1.09~1.45) B4k A= AU i 2 AH 5%
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MEEZ T, BAZRE IS GEXT FEAR CRC AW
A — N AR R, RS se
BT RESTEAR N P2 A S 5eAb 151405, H75'SF Kirsten
KN R SR LN R JE Y (Kirsten rat sarcoma
viral oncogene homolog, KRAS) . g Mt LB -3
T Wi i AL P HE o BE [ ( phosphoinositide-3-kinase,
catalytic, alpha; PIK3CA ) KAEBUEZRAE, MME
MR R

1.1.4  Hth BRT7IMBEESERAR. WAL
NFIN T RS8R AL, B KR RG] GE SRR
CRC BIRINH, XA HE 5 KRNG5 A e il
BREGL, W%, FREmems™ . gt
R CRMARMIPTAMT, T LIRS ARk
e, IR BT A A AR E R AR . A 6 BT
HF) - ROV meta 3BT BN, BERBEA 40 mg 4E4:
Z C Il F#AIK 6% B9 CRC KUK (RR=0.94, 95% CI
0.89~0.99) 5,

1.2 R

121 &kt &IEKES CRCZ A M
ARG, — TR AT BE P BA S ST PFAS T 5
HEEXE RN CRC AU Z [B] R 56 2R, 235 3 26 B i ff
Jg W7 R A 238 fin CRC XU ( HR=1.22, 95% CI
1.02~1.46) ' SR, oA 4R aE TR £ Bg 10y F0 IS 1y
B2 CRC XU B4 B R ) Lu %5 g
R, B Pk iR . T koS R A
T TR AR TR S A S CRC IR A E, i
n-6/n-3 Z AN FIIG 5 R LA AN i X iR 5 CRC
RS A OC . AR HRGE, SR E AN R
WA AR AR R (3 IR R
Fhies ) i 8 B B D) e R A ke 5K 3l 25 L I e 1
KA

122 BB Yuan 252 X0k 1 32 [ 2 RS
PRSI 5% BB HE AT 34, A3 S BBk H o
LSRR B A 1 55 3 il 285 W JR R () A R ANSE T2
RE A, (B st Mok g %A WAL E] X
FhERG . HAR—TJCHU A BT 5Tt e A IEL 214
TnpEHEA 25 CRC RS 2 [8] A ] BH#ff 19 SC B,
(EXTATEES] AN [RIERA e (4 oA s 2ot B
UK 5 S A B TEA G (HRys . =175,
95% CI 1.07~2.87) , HILAREHERR OB A 35
L T KU S B T B 2 L X Sehf g4k
RO RTREIE T 2R N R, IR R %

FIHbPE2E 5 | PPAHER A 1 A S, IA 75 22
TR — DR F M AR CRC KU (5200
1.2.3  H#i 9 4k A ( Mediterranean diet, MD)  MD &
— R R T T R M IR B R, XK
B AEE THYEEY N LA, 46K
BB, 28, SMBRSE, JF H LI
TMAVEN RZ AR R U, Bk B 2 I 58 R
WU 45 MD AT UG RLTB A AE . — R 9 A 13 TR
s 1 BA B A 52 1) meta 43 A7 2 B, 1 £E MD 5 BEAIK
CRC BHHRA ", 5 MD KNS AT L,
MD 4 M PE 5 i 40 H 3 CRC Y RR 4 0.90 (95% CI
0.84~0.96 ) , 3 EL % 98 1) RR 4 0.82 (95% CI
0.71~0.95) , #2718 MD X} 1 1 % 09 45 37 V5 FH iff
T BRI, —TRANA 120 852 £ 17 24 B2 IR (T
s 14 BB AFF 980 32 338 64T 20 AE BV & B, MD
HMPETFE 5 CRC KU AR I IC B e ™ .
WFSE AR, M2 MD B9AZ ., MO il B s 26
NEZEHR A & A Z R E L U B, T AR 1k
CRC &R,

2 AR&EFEAK

2.1 4B SRR YR B 4 BEE CRC /Y
fa b R &, LG O/ C g WHO 51 o 20 )
Jii. Deng %" 3@ 5o & 15 JR B HLAL A W1 1E A T 4%
W PRI 5 CRC KU IS TE R R, A
5N & A e, AR & CRC XU 3 5 (OR=
1.39, 95% CI 1.21~1.60) . M4k, *Fd63E. KM
FE PN B 14 35 A B A 5% 75 47 /) meta 53 A 26 B,

Bpff 2Bl (LA E<10gd) 5%
A= CRC 1Y KU /NI B A ¢ (RR=1.04, 95% CI
1.01~1.06) "o WFFE %W, 78 A A Z B HEA
i =45 g/d 5 CRC K AHICH RR 4 2.09 (95% CI
1.65~2.64) "% | WAL LRI N 1.41 (95% CI
1.16~1.72) ¥ XA RE S W A BEAEAE RN 2 T
fii &% 2 (aldehyde dehydrogenase 2, ALDH2 ) Z¢
SEAR ALDH2*2 5 ¢, X P AR S 3 3 £ B A
P CREFL R, T IR . SR, ALDH2*2
AR SRS O JE nTRE S BT R A 2L . i
SR AN, DT RE L T A TR BRI A X
AR SEARIGEIN T TR B AR KUK, (H 8 [ A mT
REDR M T e, SEPR FRRAK T CRC Y
KU . —Ti meta 537 kv, ALDH2*2 28 SR HE iy
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# . CRC XU AR 2 20% 2

22 B AR CRC AN R FBET R I A
Ko MREBEUEYIR (25 EFE ) nlJE i DNA
&, X DNA ¥ 8 R Al 30 45 5. Vajdic 45
XF 106 TS VE M 78 4T meta 4387 & B, 5 MR
WA AR EE, AR 2 B CRC R RURS: B4 i ( HR=
1.18, 95% CI 1.11~1.25) , I HWAHH I T CRC
XU B I, % — T meta 43 BT & I, 5 AN AH
AH EE, >4 T e R ARG AT I R B CRC R XU 1Y)
RR 3519 1.14 F1 1.17, CRC XU Bifi W2 46 5 B 1
FRz iy (o] MR s 5 Y WO A e, O
3 25 4 3 f# B CRC 9 KUK i 5 AR . [+
i, IR CRC XU F) 52 1 BT 66 DAL e %) 35 o A
) 1 A7 BT IX 0, — 3038 T 10 A4~ R [ 5% 14 BA 371
98 B, YRGS T s 45 M (HR=1.19,
95% CI1.05~1.34) FE M (HR=1.27, 95% CI
1.14~1.42) RETHE A O, 05t st iR
KT (HR=1.08, 95% CI0.94~1.23) 7',

23 B RFHEM Ak, AR ERAL
RE, = RH O E 2 CRC 1 G 8 &
Z—o KBS AR R KT BRI
B U R0 T 285 1 05 2 ok AR AV A g 10 RS
Moore 45 % % [ BRSE A4 12 T BA S BIF S B0dm 4 T
O30T, LGN 144 T5 N, KBS AR IR B Ia) A 7 3 B
KFAE T I 10% B NFEAR L, AL T HT 10% 9 A HFE
45 i 98 S R RS B T 16% ( HR=0.84, 95% CI
0.77~091) , B R RE LT 13% (HR=
0.87, 95% CI 0.80~0.95) . Hidayat %' JF J& ity
—T0i meta AT B, MOLERHYIIFLR, L BET#E
FrT DA R R 25 A XU (RR=0.75, 95% CI
0.69~0.82) . WLAb, FHHFFE R I INIA T B L
A AR CRC S HIFET KU .

24 Jer FREERESRSEMRERARIIR
R ERERREURENY B, S AR AR
BT, MERRRERL: BT . BMI R R
) 2 AP AR BE ARG FE R 2018 4F WCRF/AICR )% 45
YHNT 38 TFFE, 43 T BMI 5 CRC & 5 KUK )
FlHE - W RFR, K BMI N 5 kg/m®, # CRC
(X 5% (RR=1.05, 95% CI1.03~1.07) ',

3 BEREE

PEAliTh, ANZKmiE T REE SR 2 000

Fl D BB EM], CRCHF B HL Pk
WA P E M5 T E (enterotoxigenic
Bacteroides fragilis, ETBF ) | HAZRITHE. K&
THALBEER D . R B TIREEEREE . 2 ER 5 7iE
WEY) S CRC RAEFEJBA XY il
B kA TR A 1 S RE R A (7
AT Z Mg Y A

Arthur 25 L S BRERATG (polyketide synthase,
pks ) FER B KGR (phs” KGR )
7 CRC FH I VE W s 0 3 1O 45 B B s b & 4, 9F
H. pks™ KM ¥ 75 8 AT LAVE S JC T TL-10 Bk EE /N R
W & A . — T meta 20 AT & BR, 5 E A E AR
[, CRC EEIMEEA phs BRI IRA R 35 5
1 pks BT RIRAHF R, XHE
A LIGE T 5 [ RS AUEE DNA Wi %4 B 20175 32 DNA,
SRR AR M CRC MBI KIpRA
215 T DNA B s 8 kW, &S8R
1 DNA e R R e . sk, Yt
AR AR S5 R F I A G DL B0 SR R 2 B0k
CRC ) B EAFE (M1 85% ) , 7E 5314 g
SRRV =S 2E BT S

s 55 KT B 5 K 3R A o — R, AN
1 0 A A v K A AR R R DR, 2 0 4 I A TR Y
0.1%~0.5% "', ETBF P e ST H#H R, 5
CRCAH X, WA, SEFRXBAML, 455
iR 5.2 1 ETBF FHPESRIE AN 0 SHEseiy gy
(BT ) AR, CRC H 3% g i ETBF
AR IE H A LINI IR R B E R4, ETBF @
WAESE I KT AUER " . Cao % 43l T ETBF
I AMNMA miRNA-149-3p /SR IEPEM%FI CRC
K KR, AEIGE, WARZEAFT R R
W AEIB IR AT 4] CD8™ T 4 M Ayt i fr g )
N, MIfE#E CRC & J; s i iRE A . milk
290 T ot SR A 0 A A 4 P i DR S s T AR
[ 35 [ R ZE T 1 7T LA B AR B 1 P
BONFERETRY TSR B TR 1

HAZARNTHEAE CRC £ 1 2% (5 0 fi g 25 41
WEEEE. —Uimeta 0T 45 R E/R, CRCEH
o ELAZ PR R T B0 F R L R LRSS i A
G i FH AR SRR E 0 FE AR e B, EL A M T 1
I CRC 4Ny A= K, TS 52 me g i Mg 4 i >
Wang %5 " 48R T 7E CRC i % 4 . R Rl 72,
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HAZHAT I RS E A 2 M A 3 S A Callf, S84
PR, (23 RG 1 56 RS RIT 25 Ternes %7
WA B, BT B ] i A e £k
BT B R R E T R A A T, fe ik CRC
PR

4 HttdEEEER

KR, JE 8RBT % 25 n] 7 CRC %
Ao BRI PC R — RO 25 8, XSS I A
F R A B B s A B TR A . et iR
A, BT ] DT AR C B HAPERE AR CRC AU 19— 4%
TR o X e AU ARET 2 B AIE B0 SE R 4
KT TE 50~70 4 HHA CRC mfaH R WA
R, I 2% B A T BT ) DEAREF T FUR Y . Shah 455
FFJR I — meta 43-HT 2 M, =74 2/ 500 mg/d )
b R (2 D 300 me/d ) Bf ] DT AR ) A] i
2 W% Ik CRC & W5 %, OR 4y % 2/ 0.71 (95% CI
0.52~0.96 ) #10.72 (95% CI0.55~0.94) . X1,
il FHAE S AR R 250 RE S AL i S A R 3
PR % A AR, R A 79 i R R P 1 28 4 AT
i B 2R E

W 2R B AR YT AR B s E R B AT R AR A
252 CRC WU Y o FEIR R ETBFSEH, 4
LRI IR S — S R M S E A 55, Tian
2= O1 5} 38 TR ) 28 486 44 42 e a4k AT 4y
MG & B, (MR 5 CRC KUK FEARAH G ( OR=
0.65, 95% CI0.53~0.79) . Li%:' L m, Mgz
PR E /N B8 I 22 2 PAFF IR A e AT, it 3
In4erE R D3 1y Ak L4 HAT CRC BIFERL,

5 EoCRC

EoCRC J&98 &R 4E R <50 1 CRC, (ST A
CRC R B 10%, H I HAZZE M, 2 Wi 3 24
TG0, LR ) DX 3 B R A 2 A% XU AR X A
Fio 3T 20 4E3k, 42BR EoCRC i & H T, {HAX
29 20% ) BoCRC FistfEPELRAAE (ARAFZR G )
ok CRC. 45 H I IR S s A e ARssf%
fE R N % & EoCRC &k i) FE N R, FEEAFHK
B B EEE . AL IERESE. AL, P HAbE
TE G I N Z A b 5 EoCRC A ¢, LG4
R, B ERGER, DI ZAH
B PR HADANRE TR

EoCRC 1 & I 1 BE 5 9 9 A G KU PR 28 1) F-
WREA L, MR, SRRl EoCRC X
K40 T35 145 OR=1.98,95% CI 1.13~3.49 )%
X E LRSI R, Ak E S ER R
S 96 A v DRI 2 L0 AR 1) XU 435 A A 5 0
Kk HE 22 B BoCRC &3 % Tt 5 5 52 ) 7 18 1wl
PR R IR I R MR B i g e L Hid &
XHAIB A YA R, L, PR KR
FHXF EoCRC KUK A — 540 okl fiiiE
PR RE 2 EoCRC RSG5 AR R,
AEHIA R I A AT T 5 EoCRC XU A e 5
R ZE A AE ) B SRR R P T, 5
EoCRC A", %4k, Mt /& EoCRC fH %A%
B2 A 9 T 5E A9 2R Ge 2538 Fl meta 53 M &
B, K5 BoCRC & # AHE (RR=1.71, 95% CI
1.62~1.80) ™' | {H757E & 192, EoCRC 5 M %
£ CRC B R R A AE &, {H EoCRC B 7EH
L AR S0 0 L ok e IR PR 2% sy T R
XFFARRREARIN T, 1 Al A i 2 XU PR R T g
X EoCRC HAT H 2 X,

6 /N g

CRC iEAR ARt LI, JEsfe R
S CRC &4 ity R N R, HERTHE
REFE LA T8 ik — T ST eloas ik
B fER 2% CRC ATl HAT 22 X, A5 it
FIRARBHE R R, B 2R ERIG S A
B, FRET ISR CRC A K, $2 = A A fi
SRR, SRR E AT R, IR R AL AT
REMY TG, WGP a5, BRI T R R
58 I A W0 CRC XURS: 32 0], IR F 2% 4 i
BRI A S ARSI g 32 AN T A T S e W R AR B A 3R
W&, “h CRC o301 2 A F oy S A R B .
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