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[Abstract] Colorectal cancer (CRC), a malignant tumor, is a leading cause of cancer-related morbidity and mortality worldwide. Accumulating
evidence suggests that CRC occurrence and development are closely associated not only with intestinal microbiota dysbiosis, but also with

oral microbiota. Specific oral microbes can translocate via the oral-gut axis to colonize the intestinal tract and distant tumor sites. Through
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mechanisms such as adhesion and colonization, activation of oncogenic signaling pathways, enhancement of tumor cell migration and invasion,

and remodeling of the tumor microenvironment, these microbes promote tumor progression and may influence responses to anticancer

therapies. These findings highlight the potential of targeting oral microbiota in CRC clinical management. This review systematically

summarizes the molecular mechanisms by which oral microbiota contributes to CRC pathogenesis, with a particular focus on microbial

intervention strategies that target the oral-gut axis. This review also discusses current research limitations and future directions, aiming to

provide a reference for both basic research and clinical translation in this field.
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ey BEpE 2 =" FAF R KA, CRCH L £
KRZRE AFEEREFLHEFLEERANLE
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AR, BRERARETEREMEREN S CRCH
KER,EHABE AR RE, O R AN & EEE
FHCRCHEWEEFT X, flin, ABRFH
(Fusobacterium nucleatum, F. nucleatum . /> 7>
¥ 0 % (Parvimonas micra, P. micra) % 0 & k& JB %4
W R O- s, T EREAR T R
MEZRFER, M A 5CRCHBEHRRE, M
S BETH —RNFERANRELE, O REHS
FEECRCHFHWBAERATZSHET ™, HHEIL
EARR, ETO- g sEmn T RER 2
A CRCAEBIETHEZART 2. B, AXESR
32 0 R K 4 2O R & 4 #E CRC VR #t BB T + 1Y
R RHREAEANG, R &40 #k £
Yt % A T TSR e, DAEA O CRC AL 3R & R I 6 5%
REFHTIA R

1 REOEMEYRE CRCHIERIE

R R, CRC B 0 -7 M I B5 &
BB EER, BRTIOBEMEREAMEDN
BERFE, WA DBEMAENS SCRCA AR ERET
HEmE, TXRELRREFREEAN D EMY
A, E LA 5 CRC R £ RN EENF
1.1 F. nucleatum

F.nucleatumZ 0 R &M E LA REAHE, &
% B 1 iR 78 (colorectal adenoma, CRA) #2 CRC & #
MEFERMEAATRESE". #HCRCEHW
v % & e e 2B 48 o HT AR B TR VR B9 F. nucleatum
WAR" . T H 4t X F nucleatum s ¥ T F 4 X 2
(F. nucleatum subsp. animalis clade 2) & #f %™
#—FSEN, LM EERET O, BACRCF X
I B Tk AL B EUR B RE

F. nucleatumik # % ## & 71 B F Fo Xt 7= ¥ v&
FERFTEBEFRHIR LELE" ., B, LK
HHEEREATE S E H 455 % (E-cadherin), #iE

Wnt/B-catenin i #&{% 3 CRC 40 L FE" . F. nucleatum
40 B — AR B HF B W W ALPK1/ TIFA/NF—«B 3# %,
FERERTFEREEGRAT RN s WS, F nucleatum
1% ¢ 98 IncRNA % B2 (LB 1- & F46 4K 1 (enolase
I-intronic transcript 1,ENOI-IT1)#7 & 4 &k &
# % G 4(angiopoietin-like 4, ANGPTLA), 3% 52 4% B¥
f, VAR R BR g b A KB & F ok

HEEBES®HEITE,F nucleatum 6 ¥ & % X i#
e Bl (1D # miR-5692a/11.-8 % 5 L 4 18] i 41k,
(EMT) , ¢ & it 78 40 fig oy 242 86 15 (2) £ 98 MPT,
{R # ECM & ## , t T 4 52 AP 8 & 300%™ (3) 1t
ALPK1/NF-«B/ICAMI 1 % % % it & %0 fL 5 11 & 9 &
0 N R NS, (R B AL B, A, R
nucleatum ¥ % M2 & B & 4 Rtk Ak, 7= & IL-6.7&
M 4 (reactive oxygen species, ROS) & {2 3%
T, 7] i 48 2R R R P 40 ] 48 B (MDSC) | R g AR K B
W 40 B (TAMD % % & 30 40 fe ™, i 2 ROE M H %
& 30 4| M B B 0 2F 3E (tumor microenvironment,
TME) , AT A BF B A KR MEE T L E, RATFH
B % 31z %& @ 2 (Fusobacterium autotransporter
protein 2, Fap2) ¥] 45 & TIGIT 5 1K 47 | T 48 i, % NK
20 B B VE M, (R PR Y

F. nucleatum 7~ % ¥ % F# 41 B 8 46 IT 89 97 %%,
fl4n , F. nucleatum 4 H| 55 5— % & % 72 (5-FU) Fn B30
# 4 (oxaliplatin, OXAD ¥ 5 B9 248 H 8 =, 5 B LT
it 250 5 B R AT SR M L I E AT M B A
T % ZIEIT F , F. nucleatum £T 4 H7 38 30 B 7 %
cGAS-TFN-B 15 & 5 #h [ FH &k (chemokine 1igand,
CXCL) %k ik, 8. /> CD8" T 4 3% i , % T 4L PD-1 3677
it 25 s 4 # o T2 A& & M CRC F , F. nucleatum &
ERETERAE KX EMBET 4 RAEE, ERFPD-1/
PD-L1 #3877 2R = (1)

1.2 R F H A8 A (Peptostreptococcus anaerobius,
P. anaerobius)

P. anaerobius 7 B FE % WA E Z HH R E W . #F
R R, P anaerobius #E CRC B £ FE R FHE+ E
wEMEEE, HECRA R FHREARATEEALN D,
RIAZE RS ERE- BT T MBI T,
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A:F. nucleatum WR5l CRC 1R A 5 SR IT T Z5HINLE] s B : F. nucleatum 3 TME.
TIFA : & FHA 254380 TRAF A8 B.{F F 2 H (TRAF-interacting protein with FHA domain) ; GLUT]1 : % & # %12 5 4 1 (glucose
transporter 1) ; SP1: ¢ 51 8 [ 1 ¥4 3¢ K ¥ (specificity protein 1) ; kB : #% K ¥ B #iiill & 7 (inhibitor of nuclear factor kappa B) ;
MyD88: i 73 fL. I -7 88 (myeloid differentiation primary response 88) ; SUCNRI : 3§ #1/& 52 & 1 (succinate receptor 1) ; ULK1 :
unc-51 £ B AR U558 (unc-51 like autophagy activating kinase 1) ; ATG7: E I A5 85 1 7 Cautophagy-related 7) ; EZH2 : zeste [E]J5
W15 - 2 (enhancer of zeste homolog 2) ;cGAS : Ik GMP-AMP £ i (cyclic GMP-AMP synthase) ; KAT7 : #i &2 . Wt 4 F4 1 7

(lysine acetyltransferase 7) ; ZEB1: £48 E- & 45 & 85 A [FYEAE 1 (zinc finger E-box-binding homeobox 1) ;
ICAMI : 4 A 7] % 4 F 1 (intercellular adhesion molecule 1) .
1 E nucleatum {&i# CRC BI#15|

T E %M F, P. anaerobius & TLR2/4 % &
ROS B AR 5 k& & B f 7 T 4% & & A8 2(sterol
regulatory element-binding protein 2, SREBP2)
NFHEEEAK, R EFFHAER T LA
Y, RERTEALTSCRCARNELRZLE S, W
7& PI3K/Akt/NF-«B i# B , {& # CRC 40 f 88 78, It
5, P. anaerobius 4% & @B 7= & W R4 = 4, B 40
I FiF J& 40 i %k LT, A3 CRC # &,

TE/NR AR A, P. anaerobius ¥ & % ¥ fm MDSC.
TAM 3% 38 # £ 98 TL-10, IFN-y % B ¥, & & #% /&
TLR2/4-NF-«B-NLRP3 % 7% 5 B % 40 il & = H B A
& [L-1B, im#E“ k&8 " # ", P. anaerobius 1~ 1L

#E 1% F CRC 4 A8 4 3 CXCL1, % % MDSC, i #& 4
1ytC_22 % & 3 & MDSC By %72 #1 | 4 g€ , AT K 55 470
PD-1 76 J7 77 &% ""s M 4h, P. anaerobius 7~ & 1% #
MDSC 4~ b 11.-23, %k 7& STAT3-EMT i& % , 3% 2/ OXA fit
P (E2),

1.3 F =tk 2 8 B (Porphyromonas gingivalis, P
gingivalis)

P. gingivalis @ X Al R R BHFHE, £ E X
BTMTER. X RH,P gingivalis ™ £
“O-fp7 %A E I, A2 CRC B 2 oY it g 4 4R A 2t
EHEREEE, 5TRIEMEX.
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a2/B1: %42 02/B1 (integrin alpha 2/beta 1) ; IDA : 5| W-3- T 45 R (indole-3-acrylic acid) ; AhR : 75 & 3244 (aryl hydrocarbon receptor) ;

ALDHI1A3: ZB5 & 1 5557 A3(aldehyde dehydrogenase 1 family member A3) ; NAD" - JHEEZ RIS — 4% H R ALY (nicotinamide

adenine dinucleotide, oxidized) ; NADH : KB % AR PE NS — #H R (A J5AY) (nicotinamide adenine dinucleotide , reduced) ; CoQ10: 4

Q10(coenzyme Q10D ; CoQ10H2 : i Ji7 B4t Q10 (reduced coenzyme Q10) ; FSP1: &AL T 41l 2% [ 1 (ferroptosis suppressor protein 1) ;

iNOS: if5 3 ! — & fL & & M (inducible nitric oxide synthase) ; Argl : k5 Z iR 1 (arginase 1) ; SLAMF4 : {5 5 bk EL4H i i 7 1 0 ik
51 4(signaling lymphocytic activation molecule family member 4)

2 P, anaerobius {R# CRC BI{ER#HLH|

P. gingivalis ™ 1 ¥ 5 5 B R RS B
B R#ACRCKEL R, —J7®,P. gingivalis ¥ T
HMEFEETO AWM EGFH KL, A0 U TR
EUMyE e Ea 2, A E REYY, F—
7 W, P. gingivalis & % Mt 3 12 N\ CRC 4 Jig , % /&
MAPK/ERK F NF-«B % 1% & 15 5 1 ¥ , 1% 2 40 fig 38 78 |
TH5E £, WA, P gingivalis#iE NOD B %
R E G 4% M B AE kX & 8 3(NOD-1like receptor
family pyrin domain containing 3, NLRP3) 3% JE
AN AR 2 TL-1B % R OE B 5 89 B, 9 % & MDSC,
TAM 4 #8 7 40 B 3% 8 TME, A\ T % 2 ff g 3 B, A
RUWEIN,P. gingivalis " F1E R B R T 40
EBRELT RE3EEE L, BEH B LI EE %,
H 2 L BE R 4 IR R A% 28 B8 R CRC 48 it PD-L1 ¥y &
ik, B — PRk R R
1.4 4t &k 3K # (Peptostreptococcus stomatis, P.
stomatis)

P. stomatis R T UM EZHMEKE, ¥ <
HMT®RTEMEFETARAEXY. 2 AN2H
R KA, HECRCEZEFE M BBER T HRE

il

£,

TE/NRRA P, stomatisiBiT RAE-1, 6-— B BLE
#gBE(fructose—1, 6-bisphosphate aldolase, FBA) &
CRC %0 ff % & % % 4, & ERBB2-MEK-ERK-p90 %, &
B R A T RO B R, AT R
#CRC K £, ZEEEAE X CRC #,P. stomatis 53
A B Y KA EATE (Faecal ibacterium prausnitzii)
FERBMER, BRTAF TR EIRES . EF
JER B A&, 75 KRAS BY 4 A CRC # , P. stomatis -5 &
ERBB2 #F £z 3 75 7] e 14 & K A& K B F X KRB R B,
HIEG & A KE FXEME A (o ZEH 2 HFOHIT
%% ; 76 BRAF V60OE % 4 & CRC ¥ 7K [& {i BRAF 4 41 7|
(g EFRONERA, RIATRERI P HMERY
MIITHNEERAENEF
1.5 P micra

P.micra y DS TH T F LA &
BRE,TUEARTIREREEEMBEHRY,
BERGSTEN % " 48 R 4L X B ¥ P. micra/ A A A (B
A HEPARN BT RNE BN, £
Y HFCRC B H P B o LA P micra ¥ % &
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SHMELAE REEEKEMAAXER B THR
H DNA B &AL, AT IR 3 CRC & & & B ZHAO %17
ZI,P. micra™ # i # 7% Wnt/ B —catenin 1 ¥ {& #
G LRI, T % I ThiT MR 5
ARRRKE T u, R MERE. I,
P. micra i & & ¥ miR-218-5p # v& RAS/ERK/c-Fos
i %, & 2t CRC 2t & ™ ; ¥ 5 M2 B4 40 4% 16 7F 1R 3
H 4w 1L-8, 3 52 CRC 48 L iy & M & AL R 5 804
it 251

1.6 W A & & K& (Prevotella intermedia, P
intermedia)

P. intermedia & #f V4 £ W FEH) - H A E ™
KU Z I, P. intermedia fE CRC B PG H A Py £ &
F&, BE5F nucleatum £ R & , XM EREHN £ 5
BEFMOEHB RO EBMER, R ZRER X
BH,P. intermedia ft . % ¥ 7 CRC 40 f iy it o An iz 22 6k
77, BB B AR R 2 B B B A, SRR AT
A I R AP R
1.7 % R#HA (Veillonella parvula, V. parvula)

V. parvula A 0 JE % 5 R 8 , 38 RIE P~ A 09 &
KREMREAATHERE R EEAT K AR
FH,V.parvulaZ A ¥ EBEASERFZ -, BH
FEABSRGES M EohCEHBERREHE
AR, AL B, V. parvula ¥ Bk i 45 PE %%, b
B B A B 4 MR 8 I R LR R A, B Am AR B 5 R B
4 R, AT A R BB R # AR
1.8 HAbo stk 4 4h

HEAR R ELAMENHFFTFERK,ES
TUNFI B R 5 iz & - AT - 2 5 CRCAE X, C &L
B R ZRDectin3 EERATHA LA, /E
WAl & & % & (Candida albicans, C. albicans) F
BRI ER &&ME. B RX"™ X I, Dectin-3 Bt %k
WMANRRAELESEERA B AN, LS
C. albicans ¥ 5 B v% %0 o #% B % An 1L-7 4, R 50
3 A B A itk EARAR ML A IL-22 FH(R B KPR K
#H AR "R R, C. albicans ¥ #j&E Wnt/B-catenin
BT P A, A F AR HE (Candida
tropicalis, C. tropicalis) 5 CRC # J% 7 %] Fa At )y
it 25 48 X o 2 W £ MDSC = % 7& NLRP3 3k & /MK, R
#EIL-1B 4 3", 338 3T Dectin—3/Syk-PKM2-HIF-1a
WEFEE R ERE, L F R MDSC B % 17 %l 2
Ab, AT 1R 2t CRC & A& & B™ . W4, C. tropicalis
] R fiF B 20 R AR B R A SLER &£ K, JF & GPR8I-
cAMP-PKA-CREB % T V4 BC {6 & % & MLHL ¥y & 14, %
FOXA T 25",

FETHIANAZREREE . RITAFH

RN, AFL KRB R & (HPV) & 3 5 CRC X\ e
& M % . BODAGHT 4 7 9 51% B9 CRC AL 4 # # 1
HPV DNA, AMBROSIO %' — 2 & 3, HPV FH % CRC
# p53 F1 RB % & 34 Bk & H 1F W f 8 % 0% Jn A0 R R R
P AMANBHARNEZRET , RAL TR
HREH#AFEEAERF LM ERELS S 5 CRC X
£ o M4, CRC % EB @ & (EBV) & JF B % £ 4
18%, 3 5 RJE M 7 m A3 mAe 2, &R
EBV F g & 5“ R -E "4 1,12 B al £ &£ CRCH H
R Mz HHEIEE.

G b, 0 BEAE N P ROREJE I A el E B
B REEBAEO- AL E FE R e AR
o, 38 3 % A AL (R B CRC IE 2 (1) B 37 8 55 B2 7
P& & # S 09 RIE RBL; (K 83 41 B F B
F= 471 ¥ 7 Wnt/B-catenin., NF-«B. MAPK/ERK. PI3K/
Akt EREBEFSREARIRBERE, TR
M AT REMT S S RE (DB LES
TME , f # MDSC . TAM % % J& 7 %] ¥ 20 e 3 & &5 oy B 8
5%, #0 %) T/NK 40 B 470 P 8 0 B 3k LB &k e B R 4
FRik, LI aER K, WA, HL O BERENTE
R R R IRE S BEFHEESE TR E
ETHTR . BRTAEIRSERFHE, LT 2
MEIEIT R ST EERE &,

2 S O-BA M I E T R

BT 0B AEMAECRC X £ 3R FIETT 2y F
WX g R L B R R O - R A A, R
BHhRIAEANFET TR TAEREARE . B
HEZRHBT SRR, e RER NERK.EH
R EAER/mET ARG B FANA FEY
TEREETFEID,

2.1 BERisIT Rk
2.1.1 AEZ

MARTUEBEFR O-"RBFHE. #
RYRA TRAREEHFAMARET, TLERE
FREURM, B P. gingivalis% 0 g B, 7ECRC
ANRE, PR SR AR RENBRE R,
R & RIZIET RAOTHRE™, HRIEE, £ W
HELEA BIT0Y 40 B 7 % 1, ¥ 7 B CRC 48 i
F. nucleatum, T 47 %] £ A5 19 % 0% 37 % Fo Rz 1F
Flo AWM, RATFEFARYET, KPR ENE X
F BRI CRC R . [F L, 72 B2 Rl 0 & F BT,
HYE AR R B R BRI, DL HLIE T R A K
A F P (R IT R o
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MI j 11 I )| o om o ﬁi-\ U'QL -
R R TR U R A o BRjE)R R

o R
B3 S O-" s E IR CRC Tk Bg
2.1.2 #HEK ST AT RFUERI I L ER, AT HIFEE

MERZE R RN EERN ST, s EEH
KREEHAIET R EREEAY . BHRBIE R
BEEREEZ FRIEEFA, ANTRS T HLiE
B FA™, JIA %" A Jelleine- | ZE &k E 4L 3%
BEBr-J-1 , T UL ERFEFERE AL
F. nucleatum 48 § F& , AT #7 %| F. nucleatum & P R
HESHCRCHRE., MLIVE™ Rt I EMATE
AR, BT DLk B4 E B F. nucleatum F P& (K A & IF o 2
WRFRE®T. RETE . MERKEELE E5TEE
ITBRF AR B A S K EHRIIETT R RLENH T
213 HEK

HHARERREREAANBAETNRE . L
B ERFUA BT £ EEREER R R
ELAWEHY, £0 BT, %5 AR FNUL 6845 7 1 H
F. nuc]eatumﬂ‘?ﬁﬁ%ﬁ_’%%ﬂﬁm Me X EUHKEER
=i YR (W P, gingivalis), ¥ i 3T
ﬂ% %ﬁﬁ%%i%%ﬁﬁéﬁ%$ﬁ“ 2eN7i]
# 9, v B 4R TCUFN3 ¥ #7141 F. nucleatumi% 5 #9 CRC
0 REIETE S EMTY . BAh, v W AR AR & R 1R N 2 i
% B AR, Pl , ZHENG " ¥ 48 R 1R A F. nucleatum
MIP2E W ARG A BT S 4 R B A & Bk, L3
T A vk BT A

EREENE, CHAREA —EAEREE, EE

TR B FIA, A E= KM E 7 B8R
% AE BT R SE R
214 mAEW/HmAET
BRTERREMAEDI, BN EE/ £ TE
RACRCEEMHHB TH R ., BT EL RS
A 2R Em R AEEERE S pxER
BRERIFER™™, i, £ F nucleatum FH P&
CRC /N R # , 21 41 X ¥ #F W (Bifidobacterium
animalis) &6 V%% IF & 17 Ay 3 SR, B o b A AL
R LR RERE . WA, m A ER RS0,
40 48 4% B B 8 (short—chain fatty acid, SCFA), i
B AR H R G & OB LB B G E BB TR
FORF G E R F R E, %584 A T ITH
FAFERERA™ . ARSI AT EHNE N
FRESRE, AFRTRT ZMHELER L. fln, &
Bl R BR - % 4 B FE M % 7 3k B (Enterococcus
faecium) #| 5| 7] LI LE R ¥ W B &, B F 5 H 4
Xt F. nucleatum#940 H v& P 98 52 A8 < B g 7 i
ARG E T E AL A H R T @&
BRmEARY . BHEWNEETHRERE HhH
%, BB 1R ¥ WA BT (Bifidobacterium A 5L B. 4T &
(Lactobacillus) % 7 i & ¥ 78 , ¥ Jim SCFA & A& , &
W R O e R R AR 7 L R ™ & A& T (G
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FHREAEMERA, EARBETHESNERELR
J& T 18

2.1.5 4“4k

MRG EEEEER L R FM®
BOABEERO-HBOREREDRBET TR
MR, EOBEF, PRy KT A RREE
OEEA, AR R BR TR A RSN, fl, 8]
MABAA R E T RAREZE RERZIREWN D IE £
MEHEFRZWE RS, RAEFEMHEN OB
HMEXSTHMMELE TR, fl T#EF P gingivalis %
RN Bm Y A . R BCTME o, X E 58 R
BRI BN KkES Ra, | LAREFAE
B — R AIEIT o Bl hm, 17 A& 49 K BR Me1-S10,@CCM
1# 3¢ CRC 28 Jfl % & F , /£ ] JR % It X Fap2 5 i /8 28
il Gal-GalNAc 18 B 1E Al Wy £ Bl I 2 T 8 & T i
B, ZEI AT W F. nucleatum B A& YE K &5 0 i [7] 3¢ 4R
Fi 8 4 B
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