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Abstract

The oral cavity is one of the richest and most diverse parts of the body in terms of microflora,
second only to the gastrointestinal tract, and is composed of over 770 species of bacteria. There is
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growing evidence that bacteria from the oral cavity can be transferred to the gastrointestinal tract
via the bloodstream and intestinal routes. The spread of oral flora to the gut may exacerbate the
progression of various gastrointestinal tumours. This paper reviews the relationship between oral
flora and gastrointestinal tumours such as oesophageal, gastric, colorectal and pancreatic cancers,
and provides a reference for subsequent studies.
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1. 518

FHE @R AR EZT P, A DOR T8 128 R 2 FEMEMRAE R[], T IS R A=
R (U 7 G U BN | 5 Sk) A S R GRS G A%, FFRS] T 2R, SRR
FRE N RS, PR R ERY. IEAR, BEERIEENT . EREEA. BRSHES T
AW RRBIRE, AT & AR R I A TIEMWIVGR,  DURSTRAE Y i B 00 AH BAF F e s
TRIN ARG S2 B/ A AR AL, S O ERAE I E B R AR, S SRS KRG RR R A,
WL MBI« AN RAE GRS Ry RIS RIB ORI R THAE MRS, i A= 4 I 11 s G S b A% 47 132 Ak 3
B, FERRH e M ANARES, DMEEBOESBUR I . tah, FRR R IHPI R ERE R R B S
U= A I E SR IR [2] [3] [4]0 BEAh, W FUIESE[S]HE 45 Wi 53 1 s A A iy T I AL 4 e R 307 Y
O T8 S8, DEEES B RE s v oe, HBueilb feafE 8o r=4. BHkR
3 P 24 P AT ) e 2R S5 6]

2. AEEHSRER

AR TR W LI — v AR 2 A R A T BT AGE R R, ARIE A SUR BN, FE N
A BRIR AN MR A I . Machiko [7]8F 70 I & & S8 RS A E e i S 8RR AR L 2L B3
a2, LR EE I R B AR LR AL O S B R B 0 T P SR . KA Narikiyo 25 A [8] % FLME R
HOF SRR . R B PR IR R AN Co B0 B R T T S oA P A R B A 4 L P B AR A
et b R EAER . Brandilyn 28 A [9]1)— TR ATHEMERASURIE FE b, 30 s v 5 i s S A e e B A%
A5 i XU S I oG, 2 B R I 4 S BR TR IR R O 5 i XU PRI oG, I HL 1 s e o iR
WhR P i R 18] = P55 18 0 2 v £ 5 R A AR e B o [RIRNF, X PE S — TR 7R P AR 31 T IERA[10].

KT A BEAR A 2 an e 51 S 6 B R AR I R 1), LA G AN B, Brooke [11]7E3@3d 16S rRNA J& Al
DU PP 5o A AR I R B, E e AT rp 22 [RBH R B o S, T o = P M 1 70 B S
B KRR Barret B P XS AEFHAL T, IL-18 EERIET EMEAIf. RN, ey
YA AAE AN o X H T 7 5 =2 P9 200 1 200 B 11 = B R 43 i 2 B R A K IL-18, IL-18 15T
T S TR PR B IR AL, 3K 1T 5 0K JE AL R ) i 3 9 A A

UbAh, IZANM R R RE R A2, RTAIIR R . SIS RE A, IL-6. MURIRIER TRV 2 T 4
J& HE ABE(MMPS) R [12],  IL-1p I Ref IS N R AN NF-«B 5 5@, A fe st e w B A K A
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F(VEGF) 252 If1L 35 A5 1 IR 1) R AN 431 o 3% Sl il 87 A B DR T AR P B2 A i 3 SR AAS [l 4k
TR BT RIS X 4%, B A3E bR 40 B T 75 1D R AU, IL-18 BT U S H At S8 IR (0 7 A,
JEIRGEH - (TNF-0) I1L-6 55, XEEPE -t m] DUk s AR A g o IL-18 (E IR ik Je rh oy s 3 = 1)
(RIEAEF, RISt iRt e RE SO 5 ) AL G40 [13] IL-18 I & & SR AR 28 0k . TR RR 28
4 B 55 [ iR SR R AH 5 [14] [15]. 7E Wang 25 AR FEH,  IL-18 IR ER A 2 5 3 E-cadherin K RIX,
HETT R B0 BIE A [16] - Li SR FH S 9%l 52 8 58 A i s R B2 ALK 7 vt B 0 g 2 SUEA T 40 A R B0,
E-cadherin 756 572 1 & B T RIA W BAR T IR RS 00 & B Sl 2041, E-cadherin FIMIRRIE S4B Th
REZRAL AT AKAH S g0 M B SRR AR O, fSiMm (2 22 1t g 5, 838 AR A IPRAIC[17] [18]. [RIR, IL-18
73 MMP-9, MMP-9 7E Jaj i 4H i 4135 J5a 4 A A ik e 42 28 v 4 /E F . E-cadherin /-5 1 R B i 26 A0
MMP-9 5 £ 4H L I A% 15 0 386 002 Jifr e A B2 1 2 AR SR e M B A Y B b i

A=A EEE R T2 1L-6.E 4 2 A GV 22 40 M7 i 2 AL 28 40 M 57 1IL-18 F1 TN
BRI E A R =R 0. IL-6 F5 o, JilsE G s e B PGE2 [19] [20]. IL-6 I&W] i
SEASLE, FEAT SRR AR I A R R, T SRR ARG [21] [22]. 1L-6 i@ 3N
MMPs 1% K 5% M 4 J 142 22 R A% T F2 (23] b4, (%20 M DR 7~ b 8 25 Tkt B 20— 0 PN 2 1 4 BRRS B 43
TR, AR M 5 Py R UK PR, AT E A R B [24] . K240 1L-6 R [ 5L R 2 5 20 i Jo A
HERANF T A @ TR TR, 1L-6 R RERSMERE 1R R .

3. NEE#SSEHME

g E g — P DL R, SETIER AR M T SR RE AR T B KRR . AR, B
A= a5 B I DT REROBR R, BRARIESR R, SR R AR S B I R A R e A 2 EE L
YEF[25]. — TR B PASIE 72 (261 A T 45 B -S5 1A= 20 B AR S AR S, 38 3o 35 DRT0) e 6o e ¥
FEABEAT 74T, 45 F 3R B 0 TR R P Gn ST B RL R 55 K B 5 45 LW s IR 3G n TR A G, T PRI 2
HFFBE R FHEATERN S HRER SRR R S 45 B &% S PRI 5< . Flemer 1 Zhang [27] [28]
T I PR LR A A BT BR 2 R A, ORI D IS BB B 2 R, SE RS O
i A A R 5 8 e R D I 1 s D BT D B R S RN, AR AT B SRR B MRS . Kostic [29]
TEWFFLHR R I T 745 B e R AR I R, AR AT B M L 5 2H 2 380 iyl 2 20 81 i 4L 4 1) = PR S T 189
Komiya [301%8 NUESE, 154 B Wi 5 1 e viURN 25 i Aol g Hh 1SRG D 2040 F) RAZ R AT 18, R WA 45 i b o2
AL PR A AT TR R R 11 s S A W i

M55 FARA R A [F] (2 , AR AT B &5 B s (1 A L R s e AR BR NIRRT . 8 1 Fap2 AT FadA
TESS B Fe HloR RS2 B0 . Fap2 AR AR R 1) b —Fhf FURE UK I A = AR E R, 7T REEZ
BT IR R 22 Re R PE HEEHI[31]. Fap2 & i EHEE0E M) T 4R NK 40524k, #0H] T 40
ANK AR R s E A, M= 2R I G kAL [32], Ak, AXBRAT B 75 5 B IR T R B A i
TE A S AR RV B BE SRR R4 40 e (MDSC) (e i 25 B i ¥k J [33] . Fap2 45 &Kk &9t D-2F
FLHE-B(1-3)-D- Z.1%-D-F-FL¥EZ (GalGalNAC), TE4: H e ik, Fiid AT @A (e LR AT 1 5 45
e SR () 45 A [34] . Fap2 iBi7 SR R4 1 IL-8 Al C-XC FF#afb A T EAK 1 (CXCLL)K 7k, i
SEE AT RS [35]. B —FIZERAT R 8 1 FadA JEILGE E-cadherin/g-catenin 5 5B B HESE B
JERAE, IR CRC 4Hfu35E[36]. [FIRH &I FadA @IS Wnt/s-catenin 155 T Annexin Al
RS B [37] . Mk, AZRATH B )3 TLRA/MYDS88/NF-xB, 134 i [ W1 771 (miR-21) (5,
HEMHH] RASAL PRIAHEEE MAPK i, (2t B e ai g E[38]. XEemt iR, AT HEE
SENL AT G FER LTI 2 SRR ek 4 B 1 R AR R
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4. OFEE#SRERE

JER i A — P R R P AR v R, SRURT R R R A A, rp AR A e A PR e B
ISR . Fan [39]% NI TR, e o AR 00 B A vl 28 G s bl P B T R T80 2 1 5 R 1 5 e s i
PSS T iR AR DG o T 216 1 a8 SRR A B 115 T e A XU PR A O - Mlichaud [40140 4T 1 1 s Tl AR A 1T
(AR B A 5 JR R 2 TR R G &R I BRI bk B R B ATTC 53978 (— F 80 P4 247 i 40 1) Fri Ak 7K ~F i
AN AR R 58 RS B DL AR RSP I AN s 2 2 £i5 DA o Vogtmann [41]55 A K g 8 8 S FLUT LR
YL s A REIEAT T 2. ABATTRBUBAT TR JURF BRI RN 2 2K B B HE IR s S v i, i
MAFERAEXT RRZE 0. O 1 BR R IR S5 1) R T E DR AIE s Torres [42]58 N oA 1 g s S5 A fi
RS R 2 R ) T s S e DR 2R e e IO P R w2 R TR 5 R P R B ) A S R

JERMR JERE R — AN R A2 D . B B E AR R, X R S8R H MmN AR K. XA RE
SECE B, MEEE PR RSN B A S B S AORE, R RE R B .
YIr= S A L 4 SORE N G e AT SRR AR K AN e 2 0 . R TR . PR A, R
JoR AT B B XU DNA, AT 45 A B I 1) 32 AR (PPR) A toll A£ 3244 (TLR) 5 S A s 4k . Xt 4
P25 R B PR A K, R SR AR L AR e R T [43] 0 AORE T DA I L B A AR B A (R . TR
JR R SRR M SOE W] TE JiR 5 R BHPE N I A R 51 &k KRAS B0 %A%, iS5 L4k, 5808 s
[44]. JUFHTA RS IR #A KRAS JER9A5[45], R KRAS & —Fi I 9AS, {H KRAS [I¥#0E
AR 7 LR 22 W8 IR BN 1 2 9 (13 B 8k [46] . EAL KRAS It NF-xB 38 Bt — Bk (1 k2
[47].

JF BRI IR R T BE O S 2 R U TR AR AR IR AR, R 0 2 BEL T 2R A R R U T ok R 4
MO AELE . X LR R A2 55 JAK/PIBK/AKL F1 JAK/STAT3, A SHHH T IR Bel-2. Bel-xL i,
PLIHT: Bel-2 F1 Bel-xL 25 AR IIHI A (L3R C RURE, AT e ANl A (a3 C Wb o gt e v
R T e 20 B A A B [48] o Ikezawa [49]56 AR B, 90%IH B Miss £27E Bel-xL id ik, gtk F#Rnk
WBR L R A 11 - PO B I B 1 AR S A 2 A4, BT NF-xB 3@ . AR, 2R b mplcee i N
1218 F 40 J5 A0S erk1/2-Ets1 A1 p38/HSP27 J& % . LA L 3 Fik 2 3L (A5 5 34 i & & & (1 ) (proMMP-9)
ERIE, T (MMP-9)id it [ fif %5 Fh AR I AN, W BEAE R 12 28 RN 6 o R 47 B B4 FH[50]

5. OREESEE

B W HTE A R GUE IR, A At FUmAE AL T 3 TR R o T TRRAT 17 5| ARG 5 48 S A
B IR R IR 7 WA R BB AT PR IR, & R IE B R E A, AR AR R IR M Bl A oS B AR A,
I HAH SR T2 3% B [50] da I 1WE AT i Sk G J LA 40 1 (9 A7 (E (L ik B IR I R R . W [51158 A B FEAE B B o
AT 5 B REZEL 0 11 i B R SR B AE R 2 e, I HAEJE/KT b, BEERTE S 15 0 R A XU B IE
FHOG, A SRR R 3 E TR B JE AT N bR A R 5 1 e 10 A IR BB O

I | TR T A g 15 e P R 50 IR 1 Wy TSR T 1 40 200 e B 1 A TR 2 3R G E [R] A\ (CagA)
FHE R AR AN CagA PR #K . 7E— D0 meta [52]50 T H CagA FHMEARIER Gy 82 B 1) KB =, 1X 5 I AT
HRIB 1) CagA T PR 1t 2 Fibeg XU e s A — 250[53] . W [ THEAT T AE g 1 B & K CagA TENTE £ H R4
i, CagA il B RBEIR IS5, REREWOS 2 M5 5B . BRI CagA il 5k SHP2 A H.AF
FHHHY CagA-SHP2 2 &), CagA-SHP2 [54)i i Ras ##ifll Ras AN 1) 77 2\ 58 Erk-MAP 3= 5
250, NI N4l MIE R RE JI[55]. Ak, AEBERRILIY CagA S E AN NS5 M4, AERERRILT
AN CagA 5 E-cadherin #HHAEM, 4K E-cadherin-g-catenin E&54), FEUZ p-catenin KRR, =5
JeE 2B A 2 (BRI I A ) 54 55% CagA [56] . (AR AT 3% STATS BB, S0 i) STATS 3l 4 32 15 5 fu e I N 9K 5],
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S AT 5 S0 B R REAE SRR AE 55, 5 CagA BERRIL TG IE[57]. Cag 43k B Git il i M FE K ke | ]
BEFT B K BRI 215 AR, K SREBE S 0% PISK-AKT, {140 #% . B A 12[58]. K& Cag 4h,
TULEEZR A (VacA) e B | TR 18 1) o5 — A 32 2285 ) e [ 3R Nakayama 56 A ik VacA g PISK ki 77
I p-catenin [59] 48 E FVEAE < 8] ) IR S 20 R A5 B 78 40 A o i | T8 18 R FH 25 0 [ 7 CagAL VacA
KSR R K7 IL-1. IL-6. IL-8. TNF-a fil NF-xB, ¥i% NF-«B {5 576 5 L B 4l A G o G s
SRR R R I SRS, 2 LR ) AR A R AR I S AT RS, DA SRRl R AR B R
LR, LFES5 BENIER[60].

6. MNEERE

AR BEE M FPBOR A e, s T 55 TH A TE R 22 18] (R SRt 12 4 0T, il ani I IEAE 5 B
T RXTRAT W5 B (3 D15 2R 55, 1 I T A 1 s 20V A P Re 1) T R AE TT RE o 22 TRURIT S IE T
1 R R T DA I 375 A8 R SO . RE M4 PR (AR LU R BU 5 55 22 F 7 S\S 5 I AE MR K K A
K, (HEAMNUE], BUETIAERE, 7522 EINRN BT TR I 2], D 3RA D A TE iR
M. 2 69T RIS SR SR
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