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Abstract

Colorectal cancer ranks among the leading malignant tumors globally in terms of both incidence
and mortality, with its development closely linked to gut microbiota dysbiosis and chronic
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inflammatory microenvironments. In recent years, periodontitis—a common chronic inflammatory
oral disease—has been demonstrated to be interconnected with various systemic conditions.
Guided by the oral-gut axis theory, research on the associations between periodontitis and inflam-
matory bowel disease, periodontitis and gastrointestinal malignancies—particularly colorectal
cancer (CRC)—has garnered significant attention. Periodontitis may elevate CRC risk through oral
microbiota translocation, systemic low-grade inflammation, and immune regulatory mechanisms.
This paper aims to systematically review the epidemiological evidence and potential molecular
mechanisms by which periodontitis and its characteristic pathogens influence the development of
colorectal cancer. Existing research indicates that periodontitis is a potential risk factor for colo-
rectal cancer, and maintaining good oral hygiene may hold significance for the prevention and ad-
junctive treatment of this disease.
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1. 518§

T SRR MRS, ZRE R F A FEa . DS R ST 4 5
SO ZE L P94 Is o RS 10 FE 58 B0 PO M e 6 PSR 1] 2 e AN AT S50 T AL AT M AR o
YT R R G . S AR R, A RSB B AR P N MR R IR S 4, W
R4 B R AORERAS (2] KRB FAE S A AR S 55 2 A ZRGE MR B AR 6, 0 L5 57
2 EURIRIG . ORI & . B i R SR [3] [4].

G LS R — P A ER RS 2R R BE T B S R R[S, 45 B 0 R R IR B 2. 2k
WA AR AORRAS LUK i A 2 XA SRR R . TR, B AL TR
P T VRV 8 B R A R R T T PR R e B[ 6] 1 R 2 A o 85 /i o8 2 ) A A B
M, AT RIAEAE 2 R D REM DE R B YA S BN AS AT, 3t T B 2 1 F T B S22 3 A R 0
WPE IR —— ¢ DI - A o R R T R AT IR A I, AR T e ) A
VRV — (7] T2 5 O B AR 0 J i BB 5 (O AL PR R A BT, TR 075 A T B e B i R
IR E = A dE Kl — DA R ) R AR R 28]

PRI, A SOBETRATIT AR . F i 96 BRI A SRR AR AS o 2 AR X2 T 1 5 7 A FE LR
U - B it (W S0 HE R 27T, 6 o ) 46 5 8 LI 2 1D 0 SRR EAT R, DU AR 7 ) 4%
S 45 L S A0 5 A T AL

2. IEX
2.1. FARESSEEHEENEXM

Shi YT & NS5 HLiE15T AOM/DSS 53 145 B s/ R DL & B k46 B e /N R ECE 8 % .
25 FLIF AR T IR B AN JR 389 5 i 2 B (lipopolysaccharide, LPS)iZ: 8% 7§ 1 bk 5 g B V2 (Porphyromonas
gingivalis)F= 4 F I LA R ZE VR PRI R SR, SEA R T E0E £ V9], Seiass AR, RAZHLE
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P FI/INRF ) 2 T3 AOM/DSS 1753 (145 B Wi /I BRI IR B0 oK/ DL AR g 38 m [ 10]. 5% B
AHLL, R AN R B SR o . 7E H RS B N R, R Bl 45 L1515 5
[ 2 J& 96 /0N BRIl B R R K B e v s n, - L2 R 9 SRR S I ™ . kA, IR IREE LA S /N T
JA R i E A YA OTU £ EEGIN, X —UFHER, TR TAE MR TT A2 5w 45 B g 0 O A
YIRS .

Federica Di Spirito %% A\ F| Leader Gene Approach (5653 FN)FIAEME B4 iE MR R Z MR E T H %
N2 B e I AE O R [1 1] o At AT g i T H BT U - A 22k R AL #2850 (W eighted Number of Links){H ,
HARYEAE 73 R HEAT 4 4, N A5 90 e e 2 ) R DR Ry S B R TR, DR #3228 Jl 98 AN &5 B Wi () V8 TE R AL
WNL 18 % = #%(Cluster A)F 345 12 435 CBL. CTNNBI. FOS. GRB2. ILIB. IL4. IL6. IL10.
JUN. PIK3CA. PIK3RI #1 RELA. Ht, 3L PIK3CA &4 il e BEALEE 3-8 (PI3K) AL 7 3,
PIK3R1 /&4ufid PI3K MW, —FHMK PBK BEAWMZ O . 75 PI3K-Akt {5 5 HEH,
PI3K 3 ANAME 5 SNGIMI N, DSOS FF Akt (B 308 BRI T4 . /790 R, iE
P UL M R 12]. JEEFE ] FOS 5 JUN 7 Al 4wt 4 5 K 7 c-Fos Fl c-Jun. 2% 3%[KF c-Fos Al c-Jun
FMAFAERT & BiETESS, Ml R Activator Protein-1 (AP-1)E A% )5 e85 R0 HF 45 &
DNA FHIHRFE 541 B (A A7 A2 T #E L DR ) JE ) B3 1Y 5 X3 TRE)SK AR gk B i BE L [R] (1 e s, ik
M2 SRR A S [13][14]. IL1B. IL4. IL6 A1 IL10 2556 R ARS8 M e R B — 4
HUEPK[15]. CTNNBI REB84MHY B-catenin (B-EME H), Z%HE H—MRAELE T UMM F BE 68 4k RF 40 i 5 25 1)
SR RS S5 M MR DiRe, (R4 A Azt — S B ECD . 24 CTNNBI 7 RIA B Wt {5 538
PR I A B o AT AU A% (1) B-catenin FHiRy, WUE NIERK S 5MMINTE. ot MR AE[16]. XLk
Je SRR 5 5 45 B E L % LI OCIOR 2l B R0,

Kun Xuan 25 NI T 634,744 £ 53T 7 meta 7M1« 5 993 23 £ 485 B e 110 XU 55 10 s it
FEEE AL 21% (95%CT, [1.06, 1.38], 12 = 83.9%) [6]. HIR1% meta 73041 R, (HARUEAE 20 b
ESE T g R A —wE e, HREIREmMA. A Idrissi Janati 25 ACKF 348 5195151 43 o & 4% B P40 A0
AR, I 2F FE 9% BH Ve ) 2 vh 485 L e iR 2 W e 5 [T MR AR LG R 1.45 (171

TSR 22 (R HTIEME BB 5C i — 2D S8 1 28 A 98 A Re 39 0 285 B s A UK 1X — 4518 . Fatemeh Mo-
men-Heravi %6 AT 7 73 440 LdAT K HHRE U5 R I 8 28998 52 5 245 B s FEUms B 2 S5 A o0, JEH2
7 i 45 e AR B = [ 18] [RIAF, A — T T ME ABEMIAR LRI, A ik ok B 5 45 B B0 2 1E
FHIE[19]0 X LEHFFLERRE IE TIRAR . 7RI BMIL IR 5 SR R R . AN 8 K2 45 E e 1
M7 GRS TR 3R o

BRUAT 0 2R A, JT R A A/ 58 i AR B J (W30 A8 Th-17 40 i B2 &40 [20], 0& ¥ Thl7
YA AENEEE JORE N IL-17. IL-6+ IL-23 ({43, X8 SE K 7 nl il Mg A ma 5, 5k ek
FAERZS[21]. F R % EE S DR AL, My C RN A(CRP). A/ %-6 (IL-6)55 KIERR
EWTHE[22] [23], XL SE K7 5 45 B e SN 3¢ [24]. A & SFEN KRGV RAETRER 5 —i%
WA IR A% .

UeAh, AWRFARH, JRLLTF 5 5 R iE AL TR R e G N 25 B e 1 2 PR (o TL 1 BRI AR I 2 75
[25]0 IL1 PRI 32 B A 5 SR IR N ARG I B (1, IR 6 B (S 9 RE SN 1Y) 5 EE R RE SR I R], 37 1 Ak
DR IR, W RE P BUAE S BT BB (26 TS AR R e o R S 4 B AL R i Ae . RERT
AL 5y B DT TH W A PR, (R3S 38 7E84% J2 17 AT BB A7 1E OBk .

ZE b, WATHRSAEE . 15 3B A S BN A B R REIRAS S IR A 4% T Re s n gt L
TR S, e BRI R IR R LR 20 T AL
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2.2. FRARMEXMAELEEBENRMm

MNERNAEAEVF 2 FEDRE, AR AARILAEAAAE o X SR A MRS B AR 58 GV 22 A B ) e SR 4t +¢
RSN, BB s R G HEE R AR (RS SRRSO S o R A A . A AR i
FrERYL, HEMEEpHERE, HERERBEAEEER, MEEZHMEMRER. WAL N
1 s R0 B 1 s AN R P A B 2 LA = P e 0% i@k i 4%« AR DL S AR 5 5 S5 2 B R HARTE A,
XIS AT AR RN “ O - Bl [7]. (BB 250060, D BRI v S EUE RE R DTR
e WY KR Z SRS IN I 2, Xy RS @ T i R BRI A R G % BB
DA 578 i SE S SR T ARk R i 2 o Ak, F A BB D RESZ AT, 1 i 20 BT e 8 ae i AT (A R TLAE ) A0
WIBRAR (AN AR ST RS, 8 M T3 i 25 i 175 R BN B R i ATEIRAS , IR — i R 9 = I i) 4 s g i
PRI T [27] (28] FERX —Id R R AN, A & ) T 2E0% 1 R RAXR T B (Fusobacterium nu-
cleatum)FN 7 R AR 5B B (Porphyromonas  gingivalis)# I\ M & BE A% 2 FE B8 78 A8 I IX S99 1 B Ji A
[29][30]. BRIk, s ol AR 25 SR A AN I 48 B A 5 ()3 R s i i, ] Reid s HAR =i R 19
AR T E A S . A SC T BRI I R BUR T B AZ AR AT B RN 24 R 1 W 54 JH 1 7T e R e 45 B e PRI L

2.2.1. RIZ#EHHE

BT 2 T R AR T R AR IBUR R 2 —, &Pl A7 76 T 1 R 55 22 IRPH 1 IR
A ZEEEZ M, MABERITE. RERE . SIRITE. IR E . P IR E . 55
AT B A IRAT IR SE,  For DLERZARAT 31 5 AR AR AT B8 (0 B0m M i

Mara Roxana Rubinstein 55 A\ AR MaiE gk e i 8y, 45 AR 7R BAZARAT B B LE AN 52 e i 517 JIJeg 40 P
MIHTHE TR eSS B A i AR K. R BEURHLHIPTREN: (1) FadA KRN FIRE: BB
PR RIEN FadA B TRE 518 3 D 4iia /iy B4 b B-SaiE A&, AN mw ki 5
RERIREE P, FadA SEFEOILEN, FA855E D NAM - A0EB0FE T, 80 7N rE
i, AT B 45 A 27 3 A R BRBR(30] . (2) Fap2 #E5E 3 ST iR #0 1) 5 2R 5 e ik i . Fap2 BEEE R
& — Fh B TR R B R A1) LA R 45 A R 2B M SZAR A AE T HURAF R AN R B . 7E45 B s
MR TH Gal-GalNAc (Galactose-N-acetylgalactosamine) 8% i 361k, Fap2 Al iRAH 5 &, i
M e H E'E4E. R, Fap2 REBH: V45 A TIGIT (T cell immunoreceptor with Ig and ITIM
domains)——ZEANAE_ FIHNHI 145244, SREFK NK Z0H0A T guiriGbe, 75 Bh bR 40 i 50 2 k8311
() A2 (5570 F B TE: BAZRITE =AM AL-2 402 20 AR A R S iG55 luxS B[
W, BEW U AR A S S R, ETT R BOR e . BRI RGN N ER AL, SEReR I IS 1E 40 N
(1) B-catenin 5518, (et BRI E. (4) INE IR 754 MR F R 4 i i)
YHMEE AR — M2 AR B 1 TLRA 1E5 922 [RPAPE B IR 2 B (LPS)Hefil J5 #0i0 . BUs Y TLR4 K& 5%
4 MyDS88 Hefil & NF-xB il %, 7745 K& RJER T IL-6. TNF-a fil IL-18, MNE I AAIRE, S Mg
WEAEE, FITF IR R EFIZ 2% . TLR4/MyDS88/NF-xB {5 5 UG T I 5278 45 B W K A= rp e 5 i 22
YER[32]. (5) kit Treg 4HM 2 —FRIERZIMHI IR T AR, 1EH 5L o] LART k5 R
grid oA ARG 223 RE SRR T B S P A B9 I N o A A 72 3R B B AR B AR AN R 22 Treg
YHML KRR, FRAK 7 R8T 20 AR NK 20 A 135 1 355 Bl 200 i S 2 63 (33 (6) (R MRi i il 75 5
222 R4 )R R M T DLy AR A PR AN AT SRS PR g, i Rg ) S PR 2R R R B AR . BAR
FFE AT B MMP-9. MMP-13 285 B4 8t 1B, Rk gn it A28, (7) Sty st
TEYHMIAL T8 FRE = . BRAEEIT S RIBOIRE T, 208 240 BI04 75 22 1 4H i R 0 SR AE SUZ IS5/ 1) B
Wpikr, B SRRSO 2 R7 MM TE BT PR 2 R RIS . BT A
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AEIE T G TLR4-MyDSS M 26(5 5 il %, #F— 2 # ULK1. ATG7. LC3-II & {0 T IRIE, §
sk L A B H AR 200 S-SR e OBV RIEAmT 245341, (8) ELE:S THE4M: IKE4biE 6
HEY A (LYOA) s vl BAZARKT B R S 0S8 a, e R T4 [35] . X BL R 74
N EMBATE AU S SR R, ] RERSI IR 16 97 R [36]

2.2.2. FFERAN B AEE

3NS5 90 MR RS TR o BRI bk B B R 25 B I R AR R R i — g IYE M . Xi Wang 55 AT
NSRRI, G B TS AN R 5 2 SR b bk R TR SRR G A DR [29] . A R R bk ER RT3 I T
ApcMin/+/) FRSE R b 5 B i 9 P e e 250 A0 TR A4 RR, S 3 0 1 D A7 LM g R B T e AR e e 11 AR K
WAL, R EE T O R D bR S R BT P /) BRUPR S 7 TR 2R 30 e R V2 U 1 R A B S AR A R AR, BRI R
AR AL A PT E IE SE A R R T i AR A S (R RO T DA KOS NLRP3 SGE/MAEKIEIER
Mu W %5 NHESL T 2 HR bk B0 T 152 2 435 L e 4 L ) S ek R AR, R I 2% B T LE SRR G S /NI P RS
IR AT 400, RN 5 R e 45 B A MR B [3 7] A AF SR e — 2B 87 1 2 R b bl 5 B )
FoAARFEMLE]: (1) gingipains F#MRETE L RPEHE A gingipains A& 7 KRR Y B8 7= A= 16 B 8 A K R
—FE R B e, RERS e VR 2 A e e B 1, R BRER I (0 1gG A1 IgA)MIAMAEE 1FH(C3
C5), SKHIFIHLIA B S EAIE I (38]. (2) Bam (e (5 Sk PI3K/Akt 2 FAMMMILNE TH S
W, FEEPREMMIGGE . HOHIE T G SR R R DU BE R i . STATS3 (Signal Transducer and Ac-
tivator of Transcription 3)& — P LK K1, WiE 5 vl E NGB i R iR L R Rk o 7EIR o R 7 250l 2%
W EWROE, FEUMEMCIRIE, R AR R N B T T s R E
%, Ak R 4 B B DA A BT T2[39]. (3) MR IAIEBRRE: ZO-1 (Zonula Occludens- 1)1 T4 5 Py ] &
W 5 R e R B (A0 Occeludin) R B BEEHAE — kS o AT BIF S0 W12 Wb bk 52 Jf 287 T DAsd it F2EAIS ZO-
1 B R BEARE B RS e G il M, BB MK Occludin (3615 ELEG N Be b (1@ 1tk o b Je o P
PRI I AN M T 2 BT AR N30 £ 0 B S 3 S8 E5C28 F R TR B8 (4000 (4) 5 A B0 B P RIVE ] - pkst
KIGHT 2 — M pks JERFERKIGITEE, PTLVM IR #E 3 colibactin EL4E/EH T DNA FE(
DNA XUFEMTL . 27 B0 bk 5 B T DA SE S 28 RE 25 B 58 $R SR TBOK colibactin YRS, BG4 B Wi
PR R A R [41 0 AT D54 R b bR R i B T e e o AS (] (R s AR (e gk 45 B e (R R AR R R
3. iig

AR SCNTAT TR RS « AP A UEHE AT AT BE 1 23 HLHI S5 D7 T 2R3k 1 25 A 9 A s B vl e A AE 1)
KIK[7]. BAWFFES R LR v BEEREYIRFA SO . 20 T8 BB INOS « S RO S 25507 17
TER AL R ([8]-

TERATIRF T, COAF 200 ool 7 8 28 5 45 B s 2 AAFEAE O . R AT Re e B UE 0 2F
JE 98 RN 25 B e PR DR SR G R IR Bl =, (FLT AR R RS 1 BA S 0t 9 R SAE S0 BRSO . TR . Ak
a2 (BMI) LA S X B A5 SR AR N R s 5, 2 T R ATD SR 72 45 B e X AL S e R 3R [ 18] BRI 4b,
— LR R R I A R S e G R G RAEIRE[23]. SEFEARMLL, FRLEETS ¢ RNEAM
IL-6 25 S REFR AR W S G 51 [22], T 3K 8 S0 DR -1~ A 486 -5 45 L e AU T s 2 DD AH O [24], H H A 7o i
PRAFE IS EHAIE S JIRYT J5 C IS8R J IL-6 IR FRAICRE A2 B 1R S8003 XU o EH IR L 2 &) 28 W e
I 51K B RGN RRE RNIX — IR 2 5 IR IR AR E[15] .

FENLHIIT I, O 2SR5 R IR ELAZ AR AT 81 R 2 R 0~ bk P i B 2 &5 L s 4 2 W) Sl 66 ) B 22 3
B [42]. AAHRHEFCERE, BAZRM R LOEE R R SR8 ROEE BRIOE « Ho % 15 AN o [
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i 5 7 AR IR R AR R R ([30] [32] [35] [43]. [RIFEA BRI, ZFdRnbubkEE p g vl R gingipains AR
fE E R E A BOE YRS S BN R A, 5 AR S0E 1A 3L R R K R [29] [44].
IR, IS0 B AT RE R IR A K 5 45 B B b [27] [28] [45].

UEAN, T JUAERS T AN il s A TR R IR R 2 o 1 s TR R 2 B 20 110 5 PR A P A i o %
B i rh, DA A2 i A NJE A T A AL P 1 B ARG 4 22— [46]. BB AW ST 4G SRR I 45 B e FR
{1 11 s B R 5 P AL R B A — o 1 — 350, BB D R B 2 5 B MR A e vh 22 (41 [FIRY,
AR I TE e 2 —E N R, 578 RAHCH — St L AL s[RI R AT R e 0 25 B 1)
AT — & HIFEHA[25]

RO H AT B 9 5 45 B A S VE B3 e 95 s — 38 R, (BATSRIEAEIE — AR 2 A
— I ZHCNERIERT T, ARETE BRI AL R 3 R P ) AR O T s 20 B G e 330 N i s e A B LK
BRI RAER . WS B EER AR =R ARG RS RIERERES
585 B e 1 R A M TG E

gi b, FRRTRRIEE O EBURE S0, R SORE I NAITE 3 G 155 2 P g e ik 45 B Y
MIRA S RIE . A 5 i B 5 22 B S AL BIE 7R RTHE VR I PROE SO P YIS R, O G
I7 F T T 8 Bhia 7 45 B SR 4L A 1 B

4. BERE

HATARATI S SEIBhA S 2 Il 52 8655 2 05 R W1 oF A 6 5 2 B e A — € KRBk
Yo BRI “HRR25 7 BT WA F Wik S B, w] I EE A BT (R T Il AR
2RSS B (R R R . RSRIWETERT AR SE AR JULANIT T O T AR A HE 12 A 57
T, WRFHRREB SRS BN A @ #—PIT 0w E AR 3 A B 7iE . W E &
Tl i R 5 il SRS A AR IS ) B 1B S AL LAAh, SRR 20 9% 42 B M SR BUAE T
FR——8 B SR AR P TR AE s @ 2 uleT Pk (i PR SR 980K 25 52 5F 8 i6 )7 3 145 B e
— W) LA AR il BTG T T A R . I AR B BN\ G B BB AR R, B AR
HERHSEAA R IR RS2 2R ERE R, BVFAT DL R AR R TR 45 L e »
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