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A new perspective of colorectal cancer prevention and treatment based on gut
microbiota
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(9 T Esk, B b EE RS e S5 a7 e N D2 ek, vh [ 45 B (CRO) A SR AR AL Sk L 154 v kg
CRC & —Fh 2 BRI 2 51 RS K50 , Fo il 1 1 2 B 27 R R # . H T, &1 CRC B 25 R 5 Q3T IS T R & it e,
SR 25 W LB AT AR AT PR B8 70 R SRS 1 CRC A8 (M H AR HE I T RCR I A BB LTS A 22, TR, ik 5 SR B A4
FNATTTT 5. HT AT FE CoKs CRC 5 fig 18 B RE IR FR oK, — L1l PRAUE S o 1 138 B B E CRCYRYT P T8 0 ——4E 1 10
BOW PR SR S 5B B, IR WA W] BE BCATRYT CRC [ —FOMURR A R 7 i DRIk, 25 T Tl B A BB v T 7 S
A BSOS T BRI AL ST A e BB T 5 BT S R BET T Bl ASCRIR AR & 15 CRC Z IR I R A HH TLAR L, IF 0
T PRI IS PR R AR A T S B A R TR HEAT R GEEAEIE , DAY CRC [ PRI A 7 B (33 (K B 18 k4 A0 sk

GRS

[RHEIR] e R 45 B s AR AR T s SRR A s T 2R 1 77

[FEISES] R73534

45 B 1795 (colorectal cancer, CRC) &t L 25 =K
%ﬂfﬁ 2 A R FE I 8 R IR, fE R
[, CRC ) A& 28 ) vy Jea 28 — Ao HL RO 28 A1 5K
RINEEA T GHSRTNEST REHR T UTE
JE 77, CRC E A% )55 PRI v A 56 4= B A, B A 7
A, H 5L R SR R A R, Ak, 18
P %8 i 0 i T R A T 2R A R DA s i i CRC &A=
R E LR ZR . JCH R WiE AN E 0 A
¥, FAEAE I I A B8 v R A5 BV E FH S B e
fiE B R AR, MAER T R B A EEE XY, BT,
CRC MJEITATh2E LT AR N, UL VEE M VR TT A
PEIRIT SRR IE T A i BETE A DN 12 T I A
. Biﬁ%ﬁ%k!%ﬁﬁnﬁﬁ/m)\,%?EZJLIEW‘J
VARG TT 7 A RO RS A B2 IT ) B A R

o ARICBERIIIEFE#E S CRC 2R 6 &, 1
$3§ECRC5)§/H¢'E’J$@ RZ A B I AR AR
) L%

1 BEES: NP ST

Fa i i B W (gut microbiota) /& i FE M T AN A
TE [ B AR BB, B AH B b 2 TR TR A
B, MG ERVEA T E A s
FMAHEAER 518 R @A SCR, X RO R LB
A N B LIy A, i T8 T B N W TE i A
() L R 4y, 32 BB A R, JEHR TR T
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T =2, IF HAESE T T8 w2 250 B0 AL Ak
ST S A R B AREE TR T TR QO A ORB S B T RE S
DT E A, EIEFEOUT  IIE wE R e 528
SE AL ORRFBIAS T, 51 107, ORI TG AR

2 MAEERES CRC X RMIAAFRIIK

AR, B mE R P B R
T AR S 0 B PR R R, R 2
AT TEAIE B, o T AR 55 22 0 2 1) A7 A8 DR R OR
F, LA CRC. WEFE"RIL, CRC B 5 HE AL
FA i 3 TR = LR AR AR B 2 R, R
DB AR 2 DL S AR D . R SRR
RIY], CRCH HAT B IE B AR (H I RAESE — 8 22
A BRI . 5 A8 e fe B A (0 S (E AT LE
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PR A ] 38 I 0 5 B0 I T SR IR B § CRC K
AR Z A ST P UESE T TE RS CRC ZTH Y
RIF 5 Z o, FEER AL T F ) Bk 38 SCRF Iy i B R AR
CRC RJEF IR RAEH . B2, & v a7 b Jeg v
A% 1) A ik Hh R SR I D 40 ) B AR L X M R
EH FZ SR EA K IR X SR A
2% CRC HIIZ Y7 4 KRBT R K20
2.1 pks' KAFHBLARMGERT

KT # (Escherichia coli, E.coli) 72— 2% [GIH
PG RIAPIRA , | IZ AT NigiE. #s
FH, FELLR IR 1) E. coli B PR ¥ B B A B (polyketide
synthase, pks) & , At 2 i & F ik R B8 3 K I 4 B &
(colibactin) I , X Fh 5 75 pks & 72 A2 K AT 1# 2 A
E.coli ¥} pks' E.coli. pks 5 IAFAEAL1S E.coli RERS 1™~
ARIXRPEEE, AT DN FL B A ANEUmME . 2020 47, 4 2
A E URUESE T JW7iE H ) E.coli n] i B O AT B8
FA S RN IR DNA 45145, KB T E.coli
A REAMNAN 5 CRC AHIRIEG , T HL W] BE A2 B0 1) B
[Rlo KIAT B 25 PTG 0155 510 F- 40 DNA XUEE Wy
2, HA KA R BRI T (AAWWTT [791) K355
HEAER", BRI, /£ CRC EF HIEHE ke s
SR H B S 1 pks® E.coli TR K ddi NERIRFAE , 540
JSLIERERE A H R 3R B A A — 0, UESKE T pks' E.coli £E
FHICRC R BA B . I8 S8 B AR
LR ZHIN AR, 167 2% PrincessMaxima HC FRBFF 7N
PRI, B 2 8% T pks' E.coli FIRA BRI REE
TR 2R 53 0-3-4AA R, HAEWE AR
H ) S B2 i BiR M JE PR3 2 A (famiilial adenomatous
polyposis, APC) FH s 25 A8 et 4 75 B 250 ik A [R] 0
A& B1 (v-raf murine sarcoma viral oncogene homolog B1,
BRAF)JE K ) RAZ , it — 0 SCRF T pks” E.coli (BT E
H.
22 BEEBHRAAFTHLXEERETER

F AR A (Fusobacterium nucleatum, Fn)f&—
LT NSRRI R A E . Fa ol 73R
AFPASE A (Fna~Fnn FnpFrno) , oW Fna C2 7E i
T A B P AR L IR AE CRC B84 1 Ji 88 A3t
AT REEE, SHEARMK". Fni] £k
— i 2 o 3 1 G B 2%, e o FadA T 5 1 3 4 B
EB-#5%5 & A 45 &, WS Wnt/B-catenin {5 5 18 % , 14 58
Y0 Mo 945 19 D1 LEF-1 f NF-xB K25 K15, 78
X LA AL B L[5 4 F R A Jiogg 4B B 3RS 1 S35 1
ARARHE, 55— IR 7RI R Y], Fap2 71 5 T 40/ F
(1) TIGIT 52 4 25 4 00 ] G928 40 B 1R 3% 12, AT 01 L
PRGUITE FBE N . H AT, (XA FadA M Fap2 1%
B A 2 T, 3, o i 2R B BRI T

R B, RadD & b 25 5 1 BAT {2 AE ), FL AT 5 CRC
1 L) CD147 32 AR &5 4, #3% PI3K/AKT/NF-«B/
MMP9 15 5 8 2% , 4 55 [ 41 i I Ve A (R 22 5 ) . it
b, FniB ] I8 2 Mg et CRC A K 55, 1
1% (1) Bl ALPK1/NF-kB {5 5l B , |1 ICAM1 1
RIE 05 POR A0 B B AR 5 R AR A 0™ ()l T
YAP/FOXD3/METTL3 % 3k /> moA & ifi , L i
KIF26B %1% , A Tfij 34 5% CRC 4H 3 11942 22 1. (3) i
i NF-«B 3 % i 15 miR-1322/CCL20 %l Al i 5 M2 1)
AR 3E CRC R . (4) Wi NF-xB il ## 35 , b
1 KRT7-AS/KRT7 [1335 Tl ik CRC FF22945
23 FHEEMBUARST LERN AL #ETAE
[ 55 4UAT B (Bacteroides fragilis, B.fragilis) /&—Ff
o 2 IR DREEAT B Jo T B ] 3 W AR
o, 2 R AR = B MG 55 ST B (Nontoxigenic Bacteroides
fragilis, NTBF) #1717 8 2 [ 55 $U T B (Enterotoxigenic
Bacteroides fragilis, ETBF) PiFl o J& % WP — M
AR <5 £ 3 Bl R BE TR e 1 B 7 A e 95 40T
B 7% 2 (Bacteroides fragilis toxin, BFT) , J 88155 5 B-45
R R ARG o bR BB, DT 51 R 9RE S S
A1 CRCP. BFT A 434 BFT-1.BFT-2 #1 BFT-3 =il
A, e BFT-1 /2 fe LA LY, BFT-2 M5 2 ) e it
M, HAGHI 2> Fi W], BFT-2 /£ CRC FEA
() & AR IR 2 s T AR R, 7R HAHAC T BFT-1 A
A H R[22 7], FRTE CRC [ R A Hh R 4% 58 1 B )4
o BEAERIBE TN , ETBF B P F] e 2 B AP 00
FERHE RS 28 NTBF bkt Ak, e R b3k A5
Ho& 1 BRI IE N e A B0 . CAO %5 H ETBF
AbFE CRC 415 , RNA HIIEFF2 1 14 /) F miR-149-3p
BEAT N6-FH L IR FH AL B 1, 33U miR-149-3p HIFRIA
IRV B, AT EE Th7 424k, 51 R iE %
iE » [FII nE KAT2A RNA w42 BI1E A2 , #E5) CRC Y
% T E.coliFn #1 ETBF 41, K& 7R, K&
1) % T8 241 B 4 i |1 B8 5E #T TR ™Y (Helicobacter pylori)
JiK %% Bk B (Peptostreptococcus stomatis) 5 55 N FF
B (Solobacterium moorei) « X X #R # (Clostridioides
difficile) « i % & T BR #E Bk B (Streptococcus
gallolyticus) ~ IR %5 74 b B BK B (Peptostreptococcus
anaerobius) %5 , [AJFF 5 CRC H UM ¢ . X HE4H B 1] B
T o AR B A B K EUTE T DNA 5455 S R AR O
B I B SE SN A WL AA T R S N i
TG E AL SR B AL AL ST, S 5 R T AR ) 4
SRR, TR UK L 20 4 T 2R AF CRC YA AL
I AT KB ) v 9 SR EL A R S, A s A
PR ANEE ZR AT B R AE VR ST Ve LR BE R, S
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IR T  IT R o B A B MR R ST
SEALRHE , T $2 iR CRC HY S I R A6 7 HOR
B4k, 38 T A RS A BT R CRC K&
Toa RS 5 R BT

3 ETHAEREEER CRCGAKRES

BT CRC HI W B K R 2212 , by Z IR VIR T 55 %%
MR 2R R, PR CRC BT ¥R 4 208 H o i A1)
BMEDTZH, T2 J87ER M W E E B A
CRC N33 [ 58 3= o
3.1 HETM

CRCHIAN N R 5K E KRBT HE Mg 2
—, CORDAILLAT-SIMMONS %55y - “ iy T Jig i
AR PR 0 R AR g 1 L BT DA A & B B A R AR
B A E B, T B 18 AT R .
FR B, AR R R AE CRC &9 R A5 35% 24, 1
RSN 2 /E CRC IR A 3 E S1EH . XA1F
WAL FVE RS SRR 2, IR A AEGE 77 20nT LU AN
(T FRUEAT 548 AT B A CRC AR R AR XU o

e MG R T8 2 T IR e 3k R 4 I N AR
T AR o YANG S80I, m IR R 75 K 1
TE TR R R A LA = M T TR /N B i 3 R
B Thae , 75 5 BUm 2R R RIA R CRC KA. LAk,
AMERERARE, A FE I TS LA, B BT A2
JEJERT CRC 1) R B H R 2 —" #F 5 R I, 78
5 [ £ 18.6% I 5 J# A1 34.9% 1) CRC 5 &£ A
5, PRORAH 24— BB 4> B A CRC AT DL i {8 5 AR
B JBCRTIR . DA BRI, S AR 4R e TR
Z PP TR RIRE R EEAE . BG4 4E 1 3%
AN (UK S B SEFNW) A B T2 3 1 38 05 31 L o403
¥ 1 JF Wi T R LA R 386 0 a2 T 0 =E B AT AR
CRC M [ . %2 %% fIg 7 2 (short-chain fatty acid,
SCFA) /& Ji7 18 N B B2 1) e ok R, HL7E 4ERe 718 Bt
B Th B R T 280 N AN BT TR 25 T T o 4 o
HAZ™ . KB4 SCFA TE [ 18 P Eh 1 63 27 4E 78 25 4=
WAEH N, FEARERR ARMT KR, D&
SCFA N B B2k I8 T & . o 18 B8 B 2 1 ] 2 it
CRC R4, T SCFA 1E N H AR ] B R 45 B A
o —IEEZE M RIR , EIE L A IR mT LR 3
B CRC IR . X — RILRE TR
S TR 7 H I A, T NATT SR R B AR A ST 5 DA
i c2uN
32 WAL RET R

T2 25 R 7R 2 Fig BB R R X0 LA i T Ak
AEASIRBERAE P HIR], 3 EA RS 35 2E 7 (probiotics) «
an 42 7T (prebiotics ) Ml A 42 K (synbiotics) o 2 AF B /&

i — 01 EAd A 28 IS AR ICE YD, 24 DU 2471
EIEAR, BEN 18 B AR . 20 4D
I, MR R ER T 2 AR TR ME S, At A D e 7L
W2 TR AT DA S T T A R, JF e K T A B EK
I, f AR B AT E PRI i pH A 58 S M A I R 7 A
PUBE I , ok 0 R A, T RS B0 A A Y )
AL A, 38 A 77 AR 5 MU A L 8 1 98 1 B P
D REARGT RNE S 2 A B AR . eAh, f Aot
VERZRAE T B, HAE AL RF i 18 A2 245 A 470 i 8
J7 R FEREA T 2, SAERNZ AR
A TCH B AR, R HY B2 P R AR, Bt B
A R i 18 BT . R R B AH DI S
ANWTIR N, 3K GGl A 28 1 7 7K A R 77 v e R
PR R IAE L, 3 R AL S 2 e IR IT U7
%
33 FoRAELHHEREMET BN

2017 4, “ N — AR A T/ AR A B VI S
P EASRE BRI R I I R B ) oAt 25 2R T
PR PR AN R 0 R A0, B 36 2 2E R T FT A0
B i, AR 23 A2 B (next-generation probiotics,
NGP) £ 5 32 [ £ i 24 i i B 31 R (FDAD X i 4
AT ZIN R B X, BRI JE TR AR TR M IR 9T v
FE i, B AR I A T T 3 ) AR BE I B BUK $E SR G
I7AE P e e IR L o

L& 5 1) o AR R A A, NGP Al B BE & T 254
MAR B M. NGP 5N T H AN Z LA
VIR, 8 B R T RR AN IR B AT A A
2 MR E IR YT Th ™. BBRE AR w2
(Akkermansia muciniphila, Akk) ESPNE Y 7= N
SERE T , B FIZ WA 9 NGP A AT I8 (1) ik 5 o
ZHU 55 503K W1 , Akk B8 8 A I8 P 50 5 A, 52
i e oA A A ) ZE R, S L e A R R A
I T fiff S5 S A2 4 o) e 988 A2 A s [RI B, ARk 18 2 5 R
1 GNE SN AR S e A S B g AR I E bk
PR YEFRE iy T8 7 B 5 BEAE A i 0 A 2 1) S SR 4 1A
B.fragilis 7&— P2 B0 B , £ 5E BRI B fragilis 7]
A 241 NGP B /1, B AE TS5 BiR 77 CRC ER
5 #H BRI, BF839 itk & H E B MR BT
NGP, 5Kk =0 4% T 1983 473 B 153 L I AR KX % B
PR B AE 7T O AT B SR K1) S8 34 A AT
KT — R A A R A ST £ BF839
KA TE BOE HUE AT PR IR JE X — QU 7 /S R
R eh R I LR S T R, S TG R T BT R )RR
NEAFIE R o B.fragilis ZY-312 B FEIRIFE 2 H 5T NGP
U HE ST 2 — . FAN S99 0 £ 1, 2Y-312
RE A% 4100 11 Bi e iy 4 181 1) 1R 2%, (5 355 308 Tl 18 i P T
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REJF BRI SOE A R 7 R 1L . B2, NGP K i
FEA5 8 18 7E B VA CRC 55 5 T R B R (97 2%, Jié

UL T ] 1 s A IS T 5%

#=1 EIHNGPEHEIERE

W& BRI R EEiN Yrfig 2%
Yty Sk

B o 2 [T Akkermansia muciniphila B Yo FrJE AT IR G A AE [50-51]

(Akkermansia)

PR R Bacteroides fragilis SNBF-1 BvE AU TG AR [ 2 B EE [55]
(Bacteroides) Bacteroides fragilis ZY-312 I AR A S5 [54]
Bacteroides fragilis BF839 T S 2 7 [53]
Bacteroides ovatus WA YUE % [56]

Bacteroides xylanisolvens

Bacteroides uniformis CECT 7771

Bacteroides fragilis(PSA producing

strains)
R H B Parabacteroides goldsteinii BH
(Parabacteroides)  Parabacteroides distasonis
W E Clostridium butyricum BR A
(Clostridium) Clostridium butyricum MIYAIRI 588
EFFR S Eubacterium hallii B4
(Eubacterium) Eubacterium rectale
Eubacterium coprostanoligenes
P IFEE Roseburia intestinalis [H-:
(Roseburia)
TIRRFT b Propionibacterium UF1 BHH:
(Propionibacterium)
M HEE Faecalibacterium prausnitzii A
(Faecalibacterium)
Faecalibacterium prausnitzii HTF-F
Faecalibacterium prausnitzii A2-165
Faecalibacterium duncaniae
FHFREE Bacillus coagulans MZY531 PR
(Bacillus) Bacillus coagulans XY2
R AR R Christensenella minuta DSM 33715 A
(Christensenella) Christensenella minuta DSM 22607
Christensenella intestinihominis sp. nov.
Christensenella minuta DSM33407
FEkE R Pediococcus pentosaceus L1 PHP:
(Pediococcus) Pediococcus pentosaceus M41

Wef i Je b T, S OMRAR SC R AR RS PERR S [57-58]
PS8 B AR L bR I vk 12

PRSI RS 2 g [59]
PTG S SAE SN A B TR R % [60]

PURKE A B TFiRY7T 2 BB R s [61]
BOALRE U RT2T 4k K 5 15 AT [62-63]
FETRER A g e [64]

LS R RS SRS IE R AL M [65-66)
e

HCEIR R R A BT AN R [67-68]
FETRRER PUAAE A i 1 bk ELE R AR [69]
Jonae i T V5 A SE B [70]
77T ERER BER SERA s A TR [71]
PATT SR A ST S [72]
TG A SAE SN HE R A s IR [73]
JTARK

PLRAIEH [74]
I AR A S5 i [75]
EIRITv [76]
PR GE A SIS IR A B AR A [77]
ke tads SRR A WKE IR 2R (78]
PR GE IS RN AT B TR P B [79]
I A $E S by [80]
ALK L ] e [81]
PO A AR L [82]
I 9 B i (83]
7RIS Z2 WA B A A AT P [84]

JAE NGP HHT 5 F , BAE H A R R v 4T i
it 22 Bk B 5L, TTE 4 A1 BT AE R NGP 2
— IR 2 HLEAT PR AVE B4R 55 5 7 ZEAE ™4 54 (1
7] B PR RE S AR A B 3E 1 o BRAE B 52 EL IR S T 4

PR R 2 A T T RE R A BRI . H Ik, IR 4
FDA HIF5 1, NGP % 4 PENUH Rk 7 Z el ™ 1 1
i PRI 6 E o B R A (R R P R IR K & 4
A5 Y S B TR 5 8 LA e A R 0 A R A e
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(o N7 Ty RS I N Nt e S T o 7 O
J&i » NGP 1E— L8 [ S [1) 58 A7 v oK 56 A B A , 78 1 5 0
AN IR FE J7 AR AEAEBR L

3.4 £ R A4 (fecal microbiota transplantation, FMT)

W7 W] , CRC A M AE T3 5 iz B R 0
BERIR AR, o i T TR R AL BT MR R 85 1
H R4 o AE CRC B FE T, T B 2% T 4 A0 82
FC b e A B2 ) LR 3R 2 —, AR A T S
PERRIREE . P A B AR AN A2 e g8 ) A A
R 38 W] e T BT MR 25097 A B, FMT
T — T g R A A 1) i T R R R L 3B B AR N )R
T 7%, R U5 i B A O 1A | B A i A A e B
1975 =, Be A RO Pt CRC AH 2 (1) G 2 0 1 IR 5 o
FLAE 1958 48, FMT S T30 77 Fi2E FAH % Oy Ak
W 9%, H 4 ] 3 & sl oia &Y. &0k 50 ZEM K
Ji& , FMT FHAE VR TT MR HMERR 1 R G Hh 3R 15 e ), HL IR
HEE T & R AT ™. IR, FMTIRIT B
RNERR MR B G DA N IR T R . R
FMT TEG T it Y45 W 98 R W 2y B & & AiE A
P 06 3 5 22 S 50 B I R e B IS — E ik
& HHH T CRC KR YT E I IR F3E RAF 212 1
I A SR 2 A e 7 B 2 A A LUESE . H AT,
SR IS T — @M. YU 0 5t
T, FMT A R0 7 CRC /N BR 1) 1738 B A R0, $0
Hil VAR R ER T NN %
5261 CRC /D FRAR L o FMT {2 k538 vh CD4' T 4
Jf-CD49b" NK 2 g 5 G 8 4 i (19 i1, 3 iod 1 4
T P 28 PR 20 M DR - B3R IA , 39 9 T AL (1) e g R%
Mo 5 HAMIEIT I iEAR B, FMT B A ML, fEA
TR T8 R B SR IR T 32 8 T A 2 AR,
HTRI7 CRC LB N HE.

SR, FMT FE VR 7 X MEARR T G b1 sl o) 9ok
o A R B . T FMT A 80 i ok
564 B, U H 2 A IR 5 B0 S D e 2 4 AR A
R G YA AR R R T RIORI T A 1 B2 R U AT R
BRI AT IR, BAR H ETFMT (1)) 25 F0 87 F i A2
A YL RS, Hm R H AR A 18 A ) .
SIS A% HEAR I L i A7 SR 1R DA I S B H A ) 22
SRV e 22 R i 2 BB IT 45 s AN, N K piE
AN A AR UKL — 1, 15 VF 22 1 AR A I
SO IE B AE R 2, e B L LB A B BE RN
PR Z AT B Y. H B0 A 80715
B FL I8 7R B0 T ELAE AR A A o HE DL 23 B8 I i AR
W “HE A IoT 7 Yo AN [ AN A 10 22 2 1 A e A B A 5 LUK
SN FMT 142 52 B A0 38 R 25 1 A R 52 1A ¥ 7 1Y
IR BEAT o

4 % 5

H A AT FLUESE T T8 R #F 5 CRC 2 8] BoA H
Fo BB A S CRC IR A, [FIE CRC )
R X2 5 35U 1 T A A A VR L T O R
TR T TN & BRI CRC RV ) 2 B S, &4
{10 o S 0 2L R 2 L % 5 ) g T R R 1) 22 1 R
B o AR ST FAE N B e o S B TE R R A
71T H, /&£ CRC B ¥ R e B R 47 1T 5t « NPG F
FMT {25 CRC BI#7 24697 T B, RS LRI R B A
YT G PR, 5B 5 A ST 78 AR N, Kok 3
B R T IGR. Ak, W A H i P e &
B 5 AR i, I e — kAT DL o 4 o B R AT S
) Bk, AT Pk 52V T8 BT B ) B 2~ i, (H FE B Y
Il PR S A 75 8t — 2B ¢ . H A1, B 18 1 B 7 CRC
IR K 2 AT By v 75 T, % T CRC M B BR J5
I RCRE 5 L I8 TR A R T2, DL 3 B N
B SRIT A B BONIRIR TR . KRR, B — PR
T gl B A 5 CRC R A WL, T & 4k 6o 1 1 i %
FiAR S CRC BIA RGBT ¥ 52 B8 22 4 R34
17, R BV I S B ) LB
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