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[Abstract] Periodontitis is one of the most common oral
diseases in the world. It is a chronic inflammatory disease of
periodontal supporting tissue caused by periodontal pathogen.
In recent years, studies have shown that periodontitis is related
to a variety of systemic diseases, among which the relationship
between periodontitis and digestive system diseases is the latest
research hotspot. This article reviews the clinical and
pathological correlation between periodontitis and some
digestive diseases from three aspects: common intestinal
diseases, liver diseases and pancreatic diseases. In addition,
recommendations for future research are also provided.
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TRl R & — M A Bl R E B R AR
(B35 iR T B T A B A oF B o) R E, R
AT EFAZ —, RE2018FF WKL HE
o RRAT R F A ERE R R,35~44 5 F 4
055 ~ 64 F S 4N BT R A R BN LA 2 AR
9.1%71 5.0% , 44 ¥ T & , & [E 4 90% #y # F A %
BrEAET ARG ES, T ~IVHF AR A
A B L 30%" . K E AT R EE S, TR R
MERAT WS KN R EZRE, b 50 M &k
B ERRELGRAAURFRREN, Lo F
BIREEMARKRFZIE R RN T HFERN
HrR AR . RSUE | DL E M 7 (inflammatory
bowel disease, IBD) . % & #7 J& (colorectal cancer,
CRC) . 9 78 %5 £ g B B 74 (nonalcoholic fatty liver
disease, NAFLD) % Jf IR & % % W L R Rk 4
Bl xaF ARG EXLBHARRRFAERRK FEF
BB AR K b B o R R B AL AT BB, R O Rk
By H 5 7 AR B

— IR AH AL R Gk A K

LXK EREREMAN X R IBDEREAH
Jir i — A 18 M B R M SR PR R, AR SR E AR
fr FE RS N R, £ E AT F EJF (Crohn's
disease, CD) F1 3% 4% 1 25 1% 3% (ulcerative colitis, UC) o
] 1% M R B9 T Bl 3k 5 IBD 7T fif A % HK . Zhang
EW TR E KRR, CD A UC £ Akl
f& & 46 47 (OR 1840 7 y 4.46 1 4.66) . Meta 2 H1 &
T, F Bl kA IBD 2 8| A F Bk &, —# Bl & JF OR
4 317 {8 2 X T Meta A7 40 N\ 19 35 57 1] -
xR T, Tk R E A R A IBD L [A] B9 B R k
Fo LinF#HATH —TABANI TR BT, £HE
BEHEE, TRAREHFREUCH AR EZEHRE[R
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IE J& f& [% th (adjusted hazard ratio,aHR) % 1.56 ], 12
BB R A FndE T B K 41 IBD K & = A St
FEX, ARFETRESHAMFR, KT A A
RKAnIBD Z Bl By H R X &

7 JEl 3% A IBD # A8 X P T 66 A0 2F B BUR B R
ko THABRE R B BB B R In, HiE S
Fir A% vk 40 ML B R MR L, Sl R E R, A
% AF B (Fusobacterium nucleatum) % £ T §
Ji 3 3% M R R £ IBD #, 5k B IBD A 3 iy B
BRATE NG RAL > HOEHRE LR LML,
[ Bt , Dharmani % “15F 8 IBD & % #g 2 & B IV & 12
F M BT W B R R R W AR AT E T
=, 51 X W IR 0% 48 8 Z Caco-2 7 45 & & 2 (mucin 2,
MUC2) F£ &l Fn e 95 21 7, B F-a(tumor necrosis factor-o,
TNF-0) 3k Bl R 3k U 8 7 WA I B 38

QAR RAMELEWN R R RIEE, T A
KM A FLRR R R S R MR R R KR
2018 F 2 HUE E AT AT ,CRCEARE =
K F I AE , 2018 5 2 3R 5t T CRC B9 /% ] i 440
ST B9 30T ) 89 9.2%" . CRC 3 B & 5 L
HlE R T A, HOA K G RIE B R E R E
EHK, TRAREHN-—FMEANEUERE, LS
CRCZ MK A5 2T AT 2K E

Arora % 7 B H 3t 15 333 X WML AR T —
TR M A BB R, R AR 42 ) 5k A i % T & Y
AR T, B R T L e CRC By 2% KU (HR =
1.62), —FMEXEF L AFFHATHREATL
W, FEETEKEHECRCH AR ™ F
M2 RAERIN, D T1ITHEA TN LA
MEA24B AR T LM, ECRCH A% (HR =
1.2)", Hwang %"ty 8 78 & 3, F JEl 697 J5 B CRC
KU A X PR, LiZF" R R Y % — KT A
i A1 CRC XU 6ty Meta 2947, X AN 7 AN 4 L 78 i
B INFI B R B Meta 247 2.7 , 7 J& 3% f# CRC B9 &
K4 A 44% (RR = 1.44) , 42 7= 2 3 05 A 367 7
BRT s R CRC AN EAERER X,

TR 5 CRCHAH R 2 5 F B 3k B B
RATEW LA X, BRI EES LW REMCRC
BEHEETWFEREF A#E, Castellarin &
KA, SR A8 b W ARATH 0 £ 7 5 2k E
WA K, BANER LR BN, &R EMRATH W &
B 40 PR R S AR AT T B 4n e G T E Bk
HERER£EY, s LhxW, £R A+ HKRE

VBT B colim /N R R B AR AT HE B A B B A
R (PBS)EEW AR AERESWNEEN
P, A E et B ER", ERFRET, ERRAT
T 7 fE5 CRC WG [0 B &, ¥7 ¢ 2 B R T CRC # i
& (CRC B # K TG BAR & # Bh b7 SR 1T 4o

3. F B R G RFHER M By % R 1R AR 2 R
EAl-—NEEEENR, AT, TAREZM
X T R A 5 BT IR, T R 3 Fu NAFLD
FERE AT BT S AT R R 2 Bl R E B B 220 3
WA AL o ey SE IR M T B 3K OE AR 2 et BT 3E
BET, B2, FRARERBERFORE KREF
A E E AR, A SCLLT B A NAFLD 2 [8] B9 % &
KO — %R

NAFLD [ DA 3§ Ao T 48 Ak, 4 R ) A7 AT 40
KR E AT E, — Tk T NAFLD & 34T
2 Meta T 4 #1 , NAFLD #9347 £ 78 3 % B
10 45 B R W 38 An, B BT AE 3T 20 025%™, A SR
AT o B 5 4 52 3 2 R WA OF JB 3k Fn NAFLD & &
BR, B—NMRTHREMTARXZNARZE
Furuta % * 78 H ARSATHY , EHA22254 18~ 19 %
TR FHAFAEF, FRARE F AT A
7 F (alanine aminotransferase, ALT) 1y 7t & & & 41 %
(OR=2.3), Kuroe %" AT By — TR #E M A 21 #F %
KA BRI L T RAEX, I ERETHA
0 B AR E N I R M #F K F (clinical attachment
level, CAL) #n AT £ 4 . & % 48 % (OR=1.82) . 2
A, B # X T % 8 F Hxt NAFLD 2R b #F A A —
T, X NAFLD &% #AT X FEF R 3ANA
J& o T 2 b 48 bR o v R A F B 4 A B fr ALT 348
&, F NAFLD &2 40 W 0y F iR oh ok 2 00 1
(Porphyromanas gingivalis) £ % & % Jy 1z 22 £ & A
A, Hop TR A 0 58 1 (50.0%) , B4 T A 7 4 o otk
5 e W B NAFLD A2 AL/ 5 A il T 0k & Am i

4. FRARGHRIERMO KR HMELRZHWN
KB FRERORREEHAT, X TFHAX
0 JiR BRI B R R, DLIR T B 3R A ik IR 2 1)
KAWME% Tk T F R KGR &R = 18 B
AWFEREH DR,

R —fr ik RAE BT RWIKM
&1 , 2018 £ 2 2k 24 4 45.9 T Ji B 3 K0 ) Fo
432 77 FoToia BI, 2F A 3k A ik o 2 Tk R
Meta AT % 7~ , 2 JB] 3% A0 Ji AR 8 A 2%, B 6 A2 R %
7 3% A R g o 3t e e T & (Fm RO AROE AR
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BRES)Z)E, —HFRWKRZAMAEE . LA
RENFIARAE &, FRARIETHE BREHN
Ko Chang &™ &I, T Bl 5 i@ A 2 EAE
*(HR=1.55), 3 HXfhEM = £ E X £ FE 65 % K
PL_E#y ABE W (HR=2.17)., Huang %" %+ &
H—TFABRINFARE R, EEHERTHERD
HZRH BRBREN AR, REX R TEH
GUFEXL, ERZHARERADELERILL R
BRI 0 R B b R E B E A O R A T IR

MR A SRR &R A, T R K 5 R By AR K
AHETAREH TR RERENE LT X,
— T3 T 16stRNA Ml 7 & 9 1) * B8 #F % L3k 7 B
JRIE B E H IR G AT B IR R A
HH b RS RR AR R A B, R IR
B v P T R b ok SR B LB R B L A
B E kR EF T (P<0.001), X FAF 7 IE £ T
— A&k, BT R P R B F E R AR R R R
AW ARE '™ Gnanasekaran 28 & 3, B L F R
Ph ok BB B9 A PDAC 48 il 2 PANC1 MIA PaCa-2
KN PancO2 20 Ji 2 , B AERE S A T & , H v g 3
FEEB AR o T JE R R T R v ok R
FoRk BTN E B PANCl A EAR
F5E R TG BN RR A, R IR AR B D
BTG A oy S Fh A AR 8 B oK Tt B AL 4 Y R Y
b o X R R AR R, T R e ok B M T 7 R R E
WA RIREEEEM,

Z TR kR

WA R RAN, TR K G H N R R R K
ZBY, B A A SR E A A A () [ #or R
EHEPREZXEFENER. BHF RN £
EEHTHLE BHEFRHZL 25 REME S
F R NS B ALE T FE AR R

1. F B 0% W o A E 1k A  Komiya &V 338,
CRC B # 3 fn 0 5 v 7% P P Al tH 0y ELAZ AT T o
,75% 0 Bl — ko M ERFREL TR AL
T By /N B, B8 A B R0 7 H kupffer 28 30 70 AT 20 1 &
AR LN FEAS, XEFRAEA, 0
BEREMREZ B T FEEMENNKR, B
KEWMTRABRFEND EEBE BN R RN R
MR E R EHE B HLRERE T ZAT,

(DMATHRAZ . FABRE T UNE#EZ mMAT#H
BEKHENRAR., TARAFEH#THENT A
PRMKBEWRT FRAXMETETARBE

EEHE, FRAKANAEAEN D, A ® E, &
BB BN E N N e

)T FF R A E A e W X
ITEMERE NI RAREFNEANEESF
B, TRABRWEEW AT, F e ba
TR AR KEOREFELSHEEZHR, B%
RAFEWFEM EHMREE IR THAEEA
FadA .RadD .Fap2 % % f# 25 it & 09 - . M8 WK
45 %5 % B [ (VE)-cadherin, CDH5 | & ) & 40 1 b 1
#H T, FadA @t 5 CDH5 45 4, 3¢ 19 B 40 f AT
M AE£Y, RadD TH S ARRATH 5 @FH K
WENWEZHEMEER, VR EWE, K
B 10 A A R A T P E K, TR
W K 4 RLEY B e A Rz 2 6k Y. Gal-GalNAc
LR ENEE BE .4 WEMmiEER
R R TR EAT KL, Abed ¥ K I, Fap2 # 1t
5 Gal-GalNAcHE A NTIEL A EFYE £, 87
Gal-GalNAc ¥ & 7 LU 9 R 3¢ B AZ AR AT T 09 48 %
B E BB ¥ A . MhAh, Inaba £ BE R A6 W, T
R AD ok B T AR Y — AP A AR R A, B R R E
(gingipains) , X # P~ 4 ik 4 5 PAR % &, WOE £ 4
J& & & B 9 (matrixmetalloprotein-9, MMP-9) , MMP-9
B 5 AR R AL R, SR B N E B A AR .

2. 7% B B W R R A Y TR 1R A

(DFEBRE EE AN THh: F AR
WEBEHERAEMT WE, 5@ AR A 4R
iy & B . Lourenso 25 4V ak OF B 4 BE A BE T
WRURTEARNABY HEEBHIEATT 2T, K
ATRAREHZHEFHEN SRR, LT EX
BEpEE AT EEET ERBEIT EME A
" EE T B e, AT T T, 2h 4l 52
B 5 U, VEE 4R AF R P o R ML T T S BN R W AR
KRR WAT T T8 Ho 5] 38 o BB 1T E 1) 98
IR R WA KA, R AR B R, X
BAVERE o = m , RFFERRRRK
Ao R ZF AR b S BT AT OB N RN Tip-1
1 Ocln Wy R 3k, FH 8 LR 8 W3 R KT I LR
Ji 3 R R R BRSO R &
W o wALKAESE BN RAKRE T REAE
Fo —ARZFOHRIRET 4007 CD JLE A
HWEE(WEE E R EAERETH
M E R EN S ED T ERFERESZE AL
FWAXES, GXXBAMLL, T 5 %EAEN G
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AT E R SR A, AT A AL B AT A
W, AR Z TR B D

(2) 7 JBl B T8 X 3 R BE B R 45 « T3 3 U AL
ARRFA R IN TR RN, R S iEHE &
WA & A 3R A ML REE N RS 5 AL R R
REKELRS, TRARELESTHABHRE R
AR AR R 4 M R A RRE T RR
IE 20, A B R R R E . /N B e R
R AR o B AR TR B R e e 4 2 A i £
M OFE R FEEREN R E T AN, R
TR R BRI, (R HE b 5 o R A R Toll B %
1K 4(Toll like receptor 4, TLR4) 7 & % 4 19 & F 1 5
ZA. Yang %R I, BAZAAT B R Yo ik 4% W E R
A A Rz & FE A 88 (myeloid differentiation factor
88, MyD88)/TLR4 , ]\ T # & #% %% 5 B F kB (nuclear
transcription factor-kappa B, NF-«B) , 2 & miR21 ¢
&Ik R A HA & (IL)-17F IL-21 A1 IL-22 % 3%
HF W B, Ding % R I T A%k %A E g %
R S A 3 PR AT &, F BRI 4 A e R
WE 1R HepG2 40 i N 2R E % th fls L, EL MyD8S8 #y
kit B F LR, p65F c-Jun B K35 & B W (c-Jun
NH2-terminalprotein kinase , JNK) # 8 ft. &K F 7+ & ,
IL-1IL-8 TNF-o % {f 3% 48 L B F iy B & , @t
JL A0 ) DA R HAT RNA 48, p65 A1 INK #9588 AL %
2|, 2 b ok R0 T 4 fig % 4 (lipopolysaccharide,
LPS) 40 2 J& 20 0 flg R B D o VLA, 2 R e ok
JLE LPS 3 31 3% 75 NF-kB #12 JNK % #t HepG2 48 1 A
Jig Bty B AR VLR R E B F 0 B

(3) 7 A B v xd % B RE B9 10 4 - 2 B B
HRCEAR A Al R R SR R G e B
RERG, R RL, R R R KR M AR
E KB THE B ERE AMITIMEHMEE A [T
cell immunoglobulin and the immunodominant tyrosine-
based inhibitory motifs (ITIM) domain, TIGIT) ]5& — ##
e A 2k NK 40 f ook B 0% 3 4 B b iy 40 4] R 1K
Gur "5 W T — b 20 T O M B A R 2k A AL
i, B EAZ AT B L H R Fap2 & & 5§ TIGIT %
4, 30 %) NK 40 B Fn ik 2 40 69 5% 08 M 2 T AR
PrEwEK, FETRIRERESFTABRHE
ENVSCONGR - ol O S
Kitamoto %7 & 3, 7 A BUR # (R # 1 18 o BUR R KL
V£ Th17 28 o 19 2 %, 3 FF Th17 40 e B A f 38 # 1A
M g ERE RN, R FETHENT

JE B0 B OE B — P A E e 3 RORL,

= REHEE

LR TRARSHMRGN S MERRFAF
EEMRRR, XA ZF RKRNFE T 0 RIE R
LB RTRT

LAAXT =% x R oy DU b7 | o1 % 5
S ARMRERAREEET RS B0 (KM
RERFN B R E T A — 0 B Rk R AT T,
o, BT AT B R AR R S AR R X —
BWERXZRH#ATRIE, FAXNTERLE SMHX
HUERFARN B TR FAR XK, E2dT
WEFR AT ARAFEE R, wR A2 EL
3094 i % CAL>3 mm & X E & J& 3k, 48 K %
o F BTG T A8 W s R AR AR AT A R oy
FRofE, X Sb 22 3 9T fiE 3k Al ok B R R B R
b sk — A s ELBE T 9z B R B9 O B SR E IR
AR AT R N E B, T ] K E & @ R (periodontal
inflamed surface area, PISA)™!, &2 —Ff ¥ D EE .
BB 45 KR AR 2 e T B AR 0T A R
WA, A FARER A G REATRLE T &
fergtE R, M THREF AR ERE 54X KE A
o R 7T feth T B AT H A 42K

2. F B BUR B R P 4 B 5l A 0 3R E AR LR
% RO FT A R R AT IF B SR AV AL R SRR B %
A —ANINE, EERATEZ M2 A RE
WL, HEE TR E Y R BBt YR
o R EAREEI RN AR, LS
CRC.RRENSMREMMAERB AR, 4B
DA & & 16rsRNA 24 & 3 B 410 7 % 07 Kzt
X % RO T B TR A RO AR TR R A e AR
ATAR I, 1E y 32X KK 2 BUR B S B F B

3. F AR AL R R Z T8 f e
RAXZARTHERELAELTETARAHEHMLR
GEFEENLFHNEE, X THARAH, T4
EEWAHNRRRM N R &, In 5B AH XK 0 7
B RN R RE AT UEATH
MHEMRARRRO T ERE B2, TRBT T#
A AT ERH R Gk R R A, 3 8 F B g
FEHCRCZ I EZBEEE, EHFH#— SR,
HURARAEHANEREEAN S OEE L AR
R A R, R H A B 2T R IR AT A 5 EL 3
TR ORI AT, B9 68 K A 09 F B oF
KIE o
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