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Abstract

Coronary heart disease is mainly caused by coronary atherosclerotic plaques, which is one of the
leading causes of death and disability in the world. Millions of people die every year. Periodontal
disease is a progressive disease of tooth support tissue, characterized by alveolar bone resorption,
which can seriously cause tooth loosening and shedding. The global affected population is more
than 1 billion, which is the sixth common disease in the world. In the past decade, the potential as-
sociation between the two has become a research hotspot. On the one hand, Porphyromonas gingi-
valis will continue to stimulate the body to produce an immune response after evading hostimmune
clearance, promoting the production of systemic inflammatory mediators and autoantibodies,
thereby promoting atherosclerosis. On the other hand, Porphyromonas gingivalis evades the host’s
innate immunity and adaptive immunity, spreads and colonizes on the arterial wall, causing local
inflammation and injury of blood vessels. This review mainly reviews the specific mechanism of
atherosclerosis caused by Porphyromonas gingivalis and the reasons for the interaction of related
cells, so as to provide new ideas for the prevention of this disease in the future.
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1. 5|

OF F 95t A B v S AE A MR JORE R, R AR O VR I B AT 2 T #E(2015~2018 4E)HidE BoR: R E
35~44 5 NHEA ke th Z8ik 40.9%, 65~74 & A#EA At th# 52.2% [1]. #EiH# 2011~2020 4425k
RN JE 98 B R L) 62%. FEZ) 23.6%, WE =T 1990~2010 AR5 1 $H 8 75 (GBD) Rk % 1 H %
FRAR 10.8%KN, FeoniHAEA R R UAT B AR E[2] . 2015~2024 3R E i O Ji S 5 R T KSR
gt ETF, 45 % LUR R ER O S L 7.2%TFE 12.4%, FERAAEBSR, TJOR S ERE O ML S AET
42.1%, FCT-REEAL, @ T HARGIE[3]. EFRRE TR R, AR W s g, 5
g Lo RO B VDA O, P Re R H E E R AR EUR K R 2 —, £ [ 3 ik 28 B 1 2 koo R AL
(Atherosclerosis, AS)HF A ] il 21 K & 7 #R bk 5L 1 € A [4]. BL7E 2016 4 Chhibber-Goel 55 A [5]%
A7 —TUREE 63 T ST UESE, ek O S IR B K FE R AL B B R A7 AE 23 B I s SR AR A B o T g — TR
58 il v 55 Bl T S 96 A AS R 165 rRNA KM RIAT 78 A B, 7 i 1 Wbk 5P e 7 e IR B ik R A
M2y 39.3% [6]. 1M o5 — T % WAL R AH 223 R R e 48 e, 42 442 ST T2 B30 Kok REE A0 28 35 1R T AR 31
Jik 555 2 Jk H ks 00 380 28 R 1 b P e L, LR IR SR B o BT R R A R R R 80% [7], {H
AAEHEANE, KIS H5E T R Guo %[8] 2023 4K T (PLOSONE) [1HTHEMEBAFITE 5
Meta M #T2 7R, 7 R0 5 5 0o A AR A7 AE S 2 DR B, 465 SR 7R F 9 R8T o o R VI S A T PR
(RR=1.20;95% ClI: 1.12~1.29; P < 0.001), $&77 J& 95 n] {5 7ek o A KU Tt 51 20%, 5 AL, 2R
AT R BRI R XL R IR, 2 B 400 1T Re 52 2 BkoR BERE AL R O A 4R, i
S ke AR AL BT I T B o
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2. FARERLREHLE

FLZE 19 tHADR Miller 3 Hi H i By nT VR 42 B IR G RVR WL, J 9 5 4 B i IR DR Bk 46 52 RV E
[9]. 2004 4=, Lux 1 Lavigne [1017ENEE KT R DA 2 (CDHAYRS T — R4 AT IS0 S, &
Grls R T 5 VU IS A B PR T AR R —— B O LA B . R PR AR R E L. IR R SR
FHEPRIR - DUAUEAER I, 097 A AT SeE s 4 SR Fe bR, s R e AR I BT DA R
RAEAREN o XA —TUE LRI, A O L FR R 23 1 10 AR S O LB TR R0 IRV, (] R 2 2 ]
T3 -5 B0 K SR R A A 1 O I8P 00 22 TR R DR R AL T — PP REIIIE R [11], T2 A3 5 e 0o 1R 5 1) 5%
Ry RO NZ LT 2 B 5 O R, DU S A L FE I PR S B AN A 2 TLAE UK .

2.1. FARREmY

FE AR T 1 b 2 SR bk B R DA/D B AR AR, T R R AR IS I P R T B A IO, S R P ok R B
SIRRRRN R 2 FEL LA A5 405, (3] IS A 0 B8 %) 240 7 2 R R 2B R B PR AR A o 3 B80T 32 5 e SR I A M
Z M P AE G RPN, B 51 ST B, R 2 T A ZR R AR ) I SE[12] o A5 8 28 JE 9 A ML
BI5GB — o AR BORTE 20, 0L R A R B /D UK S PR B0 T A ST IR B,
PN (17 AR FE S EUR B AT H 28 E MR R IEAOG, BE R, FE R H SR PR
K& R, 2012 FVES Hajishengallis G 55 Lamont RJ &4t H 7 A £ 1 #r [7] 2% 18 (Polymicrobial Synergy and
Dysbiosis, PSD)IAY[13], TR 13 26 2 J 2 1 5 — B0w B BUR F Ut T Ao & R A AR 28 U5 J) B SO Hr 2L 2
CF ALY & 2RPR R, AR BEAEVIIRE R HRIR a3 R, T ZER Ay 5 22 B AR, LA Rk
REA B AR TR AN B . A G A R AR A R AL 5 A A s FLARER M, I R ek e i R A 14 I A R e
IRAEAE NG AR S 2 RO I RARAE R P R A, = EES 55 A Zm R 5k . Hrh
SFERNR IR R A A R ) AR ERE T, e R E B A AL E MRS S 4 A R R A A
[14]. ZFGRnbmbk 0 o B 2 A EE JJ R, 1 andm i S B AR 22 BB (LPS), 1240 5T v 0 o Ji A AH DA
AR BT TR, TR RAE SN IR SRR PR 1~ 73 WA[15] . A iR B R It 2 IR B B, A&
FRRR 7 1 (RgpAVRgpB) Al 2 B S M (Kop) =38, RIS 5. BIRTE A 2R DL R 5 G2 s I 14) K ik
VI, BN RE e AR N A5 dR S 40 R AR DR, 3 17075 R R 8 B 4 B M AR [ 16] 0 TR
SN NRWEEERR . Mgt . SMEER B DA A SR 518 40 M S A R E A A . R IR I 4 5
BEAT AR DL S A AR 28R SE TR [17], X 48 R 1 Bl ) 2 R A Wk S R R T AR NI AR 2,
7 o 5 By JEC 0 s s DR 2 S S S A A 3 B 180 R G T A K B S AE S I TR o 2 JE A R R R A 980 S
W REERFRE RA =4, R 4R B AE(MMP). 412 6 (IL-6). EIRFER T (TNF-a). B
e B it AP e N o A =P B EA S AN E 971787 S e 8 A i a1 7 o = €7 i 4 P e 1 NG S 2 =T

TS JE 995 0] 36 o0 VAR (R0 BBE 2%, M R AR B S LR AL . e, ROE OB AR, 2
il S ACIRES, DX T2 8 R AR R 2, 2 o o A G o AN 5 R« DN RO ML 5093 738 1) A ZE Al
16 FE 3R K IEAE S ISR, R BRI I B BN E AT o S S e AR S v, b
FRGER T FAMA R RAEIE N Z A1, S AEHUA R m RIE R R, BEIN# 2F F w A R AL 5K
() SR dB 047, A T LA P R T 8 S U ) UK P

2.2. BiLiwHY & L

B ORFEREAL R — PV JOREPESR , AZCo VS N AR . IR BRUUAR . SORESAR IR AR T AR
L Brgeit e SRR . EEE N WOE B R g T A EPER(ROS), SRR SOIRES, S BUIRE R &
FI(LDL)ITAR,  DASC AR 11 240 ) P9 RBEFRIRA 36 i P PR TR J) 38 0 2 DR 1 [ 18] AR FE i 2 1
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(LDL)IZ 3l ik P B -4 S8 A0 A ox-LDL, 55 4 S 4l MG 4k, 3@ ik 40 i A &5 Bt 43 1--1 (ICAM-1) Al ifi
SRS 7 7-1 (VCAM-1)FA S AL AN, (AR AR T AN R, /i v BRI AR[19]. EmE4H
2575 18 K 2 (CD36. SR-AL) K& ANE ox-LDL, FEANIEEANME, & 5 W85 2 8% 0 43 [20],
PORE R FFEROR, T Ik EL A AR P A R 55 28 1 200 V2 i, R T8 1 A - 18 (IL-18) MR SR FE R T o (TNF-
) JRER T, HE— B IR P BB 5 B R TR [24] o 3R JORE IR TR S0 P T I PN B, B Y R R
SEREVE, MR MUESEE Y S, (RS 2 MR AR BT A P R R TR, TR RRE B & AR SRR AR ELAR A A
PEIN, g s e AL R [22] .

2.3. FEAKET PAMPs #1 DAMPs {23 kB R L oL

PAMPs J2& U7 A D345 1 PR <7973 JR 43 T 4544, 177 DAMPs & 28 2 Bk 41 it 52 21 7 38505 R 73 380 200 it 1)
it B I A PR 40 i [2.3] 28 R s bl P i 1 S g m T ok B AR 0 S R B SOE N SR T, RS T AL
2% I BE L O RE T DAMPs. — 75 T8I, 2 R 1 b 5R. R 47 40 8 F 2F i 2E TR0 RgpA/RgpB. Kgp) 1] BL#%
KARTE EARSHED, FRAMRBRIAIE, Bt ATP. B EKEED BL (HMGBL). #ATEH
(HSPs)%5 DAMPs, “F {i Ik 5 H B8 1) SerB a1 £ 24 A 2 40 55 1 s e K 181 P #4V PR e 28 19 (HSP) #1 3-1
P T e i S (GAPDH) 4 5, DAMY 9 S0E [ Ri[241 3 b, HMGBL il J) S VR A ML o 75 R A
JiE DA A 2k e s 20 AP LA PR SR B, R IEAR SRR REREALAE Y, i A8 K RE[25]; i — T, il
bk 26 B et PAMIPS 800G 1) 9 RE SN AT 51 R 4B AL B, 5 B0E MEE(ROS) K& =4k, b T 5 54
WIS, BE %2 DAMPs, BiE| 4 DAMPs Al @it 5180505214 (PRRs) (41 TLR4. RAGE)4: 4, i
DG A, OR RREGIB R N [26]. DRIk, FRATTIA SRR A R R R TR 2 51 R P B 4 SR A R
T8 LR S BB RE R AL, R A R R I SR R 25 [27] . MHASE BN SE, PAMPs 5 DAMPs - 3Eh 7 R 1%
YER, 38 75 2 R n b bk o i B A 5 1R Bl K SR AR R AL 93 A8 TR AEZE D[R R008E . ZF BRIk 5 B T 1) PAMPs MY
A BB S ) AT S N, 3 A i 5 4 5 45 TR B2 2 2 DAMPS BE 7S 1 DAMPs B, Rl iE—25 80K
PAMPs 5| RIRIEE S, B “BEGs - 10 - RO FEGMEIEIR, Wi FBULE N R DhRe L. AR
JRUTAR S AR A RBE AT e b, B2 HEBN 2 Bk FERE (b 5 IG5 BUR SN B AT 4 e, L
ZH|RPEPAEZL . AR T AR -

3. ZFERAIN S R R 2tz Bk 6 A R 1L R B0 SR AR L5

FEF 7 R w5 B T AF S5 () (PAMPS) 55 (DAMPS) 78 12 1E 5 ik s 5 A Ak i3k J2 v ml g & 4% 1) o< d 1
[28], PARH: o0 M G e ki LY R bk ECLORG BAAX 1 J7 TH ,  )3 27 Waf P b o A 41 3 50 ik o6 AR i e i
ML

3.1 SeEiki®

S G AD IR B BR  —M EE E EQRA I T IR AR, R A R B RN AR e W TR 2, itk
AEIRZEBAHFUE2hE. HE. FBLHE(CPS). JMETE ., MR A EIRE A/, X 5F
JE SRR LA SC[29], o, R C R R N 2 A L ) B ) R T[30] . ISR I, T ER bk
R I X AR5 RS (TISS) 7 b A & I R 3 1 Bl 7E N I 8 /T R [31] . SRARHELL TOSS AH G KL A (T
porU, porZ, porT, porW %§), ZiE40H| STATL FIRE /13 /8o 4z 2k . F il 88 A 3 A7 Kgp. RgpA
S RgpB =L AY[32], R [ i B =P 7 R a1 g e DA 1) = R AR B, A Ik 2 R i STATL
FOLMER, B — BODUE R Rl B B AR AT (R B 3 2 e e T TR DA B g RFRH, 7 dRn bk o g B s —
TR AR AR LA, R G X B4 RGN SRR G ) 2R RS, i BN - TR (B 5 E
P (1) B % S (Rl F- STATL BI3RaL, M SEIL e ik itk .
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3.2. MEIEH B HEEF

TR R EFEAA T LS F B BRI AR, 2 O s A0 o A4S B BEREN
MG, Hean B s B s 2 R 178 S8 il 0 o R R T SE I R AR AR R, X A5 iR 40 1 R A E N
MRAEER, 5K BE MIE[33]. HREIESIEH KRG T ARG A B, 5 T3 MU P9 R 40 R~ L
SHPRLAE A IR &P L A [34] o R TR HfAE 1 20 1 A% 326 28 B IR R AL B e b 26 S8 AR FH[35]. F
IR MR AR P B L 5 AL /DA D SR S RN 4 R TRD RS B 43 1 (Intercellular Adhesion Molecule-1, ICAM-1). E
I6 210 At #% 40 1 Xl -7 (Macrophage Migration Inhibitory Factor, MIF)ZE X5 4> 7 itatk 7 17-%ik, WK, H
FEI ) RgpA/RgpB 1 8 5 I 2K 1 C kI A 1 XRH Bk ML 6 IR 5| % Sk s R A AL [36] . 4 M TS B 201~ 1
(ICAM-1). ERgE4H A% Zh 4 -1~ (MIF) 5588 B 37 S 43 39 0 T 458 BRis 240 i S HL e 1 RS B -
PR, N RIS B AL i B B A [37]. F SRR S S A AU A R E M EE N, TR
RIG LR R A A AR B bR S, SF R R A R R LA I LPS, TR Al AMIRFRIE SR S
P RNLAZRIAI R, G B0 DX Atk R S5V Nk EE OB PR o BRI 27 b ok Pt e o b 22 [38 142 22 fik
ERG, W5, FHERI R s CATE” HUEI A R R R A DL R A Y R AR KB 4 i
F, AU 2 1E A AR AR 2R AL R AR PR E AT S, FE LR S % 2B AL [39], 5 VAR FRAH L,
MERR RIEERAETEAL, M SRS NI . E RSB s, TR It B i e
DR 7E A I A SR AR SR R o Ik S P R SR B P A R b bR R R R A R S PRI R0 e RRE
W AE R R GE TE R E AW A 4 SR T, KR H T hnidk s ik ok A A0 IR 5T SR 80K e
R G B o

4. HERKERSEAER

T A 5 ek U P 3 R SR A 3R 20 AN T B T R PR, AT R R B R I PR T I A s
AR AEE L v R AR B A s S AN AR AR [40] . MR 2 B 5 A ILE S L PN R
I P AP 2 s 8 R A AN BRAE RO A0 22 RO 1 28 ) 98 BB 2 0 730 25.6% - 29.3% 411
45.1%, WRJHE ZF FE 9 5 ek o R SR B BE v [41] s BRI S A XIS, e OB IN B OF R R,
JA JERE ST PSR A, RS ) A o A 2 B R S vy IS o e e 45 0 0L P9 R
HARAE, [F T Ao KU, AR, HEERIER . mRIAE | LR RORE PR A R R S FESR R
T 60 % AN A, FE R A R B S M N TR Lo (R R A R [42] 5 AS RAR B 5 B I 7 A A 5
BE— ORI . AR, FRE KR R IR —Fr, BEEREK, FRANBARN S E
N B DhREYTEIR, AR 528 — o DUAN T I PR A A5 DO R AR RO AN I 5, 2 28 A0 L PR T ¢ 2 i )
THAKET, IS EBEENET P RAEFH LRI, 2R 2 PREIAEAR . JRr AR TR 5 R )
AEAE s 11 2 2 5 PR 3K [43] o

AR % MR AR 1 A =28, FRGRA AR E R SRRR R EYE, HAENEEAR T
PRI, A2 A 54k 2 A2l i B e B AR B 1 Dl M 7 AL (A E A, JF AR B B0
PIE BN SRR KRB IR, W R Tfe. TR RIS, MRFEEN
WIRKR, &b, WHERBKUIARGKRHEZANES, RRRFE N T TSR E R ke el XK, 7]
eSBR PRI 3R e s AT A, = RS 42 % 55 T e W DA [) I Bae (U A g XU - 2025 4 & 3 T ( Circulation)
MIRtE A R, RS e s A S ORI, 2 5 ) RAEAT B O I R BRI 0 fk R
A MUEIIR RO TIUG o 1 TR AEG ¥ 2 R B AT AU LB ) A DU o

FEIF a8 160 e o YR AR PR BB 2 oy, i R R R R Y, B R YR 1) B L P
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FELHT o WAL T SRE NSO 2 B, MORIRSER 7. A R RS R 2 S, SN2 B
I AEN BRI, BN A R AL G R R A, AR T LA A R SR R K R

I, 78 3 ORES KA O A IRILE], 28 8 R sl AR R T 5 A e e S e 1L, e KB AR R A
TR, TH 4 B B Aeds, FrEfinig W, S RRRUTR . I3 Bk ok FEAE AL BEBRTE i 5 AN
FasEtt .
5 GRS RE

L= RS ORI RERAT R A A, L 1.

Table 1. Epidemiological questionnaire on the correlation between periodontal disease and coronary heart disease in the past

3 years
% 1 F=EFERSEOHELE R TR
AT WIRARES WD FR RAEEE BT 5%
B BARE MK DORSERE B (ARBIE. 5% Cl) Xk
‘ ‘ R T AR DS
Pt 4 B FRR FHETR £ Cox il DI, LA
WAL, BLRGFET 1, Kby, | WACE XETHE 47% (OR =

0, N ~ A‘\
Hansen-Poulsen it 103,949 f5i;  "ifi  da%; 0. MER. WO, bR 147, 95% CI: 142~1.52), il

faran > 1\ =n _
Q023 FI A B AR BV 1CD-10 M CLKE JRfs. Bk, o oC L AR 71% (OR =

; i - oy 1.71,95% Cl: 1.64~1.78); %
ESES ST , . , A& LG N ; SN
[ LB SR AL ST 21,072 451, 6 3.0 4 JE, MACE &% mlfLfi ﬂﬁi;%%ﬁﬁﬁmﬁﬁﬁzﬁ%,

[44]

oF JA 0 HOLHE D U M, fhas ST IR,
e 82,877 i i gEAET) . mza SO A RBRIGE S0 I

JEAAR

TR ARIT RIEFE M L
W5k 018 B W, 2 7 IR LR AR

O FHALER R, &

WK 76 L0975 e
ANBE, Hit 1587

PAROKRANK """ = P EBRF R BERRE. s NSRS
igeo2aym PIERE . AR s e R M, O A AREIEIERRTT R )

973 BH M5 51 602 N v s 26% (HR = 1.26, 95% CI:
M’?%ﬁﬁﬁ99&%K§$#H@Um)@ﬁﬁﬁ$&%]ﬁklwﬁzomw’%Eﬁ

- B A, LR B, BRATHE o s 2
¥4 985 e ALY st VRO U A R

Z s ABIHE 7T

i LRI FEIR, AR, AR BRI K 5 R A SUBT FU 2 — BOIESE, AR 5 e O
T TSN RO S AR AR T YR G, 2 O R A R PR A L s R R, B
JOAE™ ERE LM, e R RO Sk B B, T8 B O R R B AR A T O R A
A7 ZE I AR ANE -

MIFAT I3 220 8 — BOE S ] R 5 KR AR A8 A O U O AFAE IEAH R R R, (HIX IR A — 2 ik
B OHAERIRRR, WA, S ERBENHT T ARUE S A 28 5 Sl K B RE AR AL 1 0 0L A8 05 2 1B A7 AE
BAERIRK R RRIIFTTUAT LR T IR R — 2D I ATIE PR RAT R A 7T, DL W28 J 28 50 U890
28 IR PR Z 1A A ORIk . H T BITUACER (9 K 22 Ot S SR A B0 AR AR 58— I [ sl i2 R O J VP Al 4R b, B —
BROAIN 8] A 5 ] R0 ST R ORI L+ B = o IR WRE H AT RA I EANE AEAR T IR FT e, F RS
NS I SR AEAE A o ML TR 00 XU PR 3R 75 A A A Al DRI 7R B B0 22 50 T B TR 3R 5 2 JAl 78 B i
BPIRGE R L I R R M E E, IRRE S MBI R, 2 MBERCR, RRIET
SR L

MAIEDAEABEERE, O DARSAER, SO 0T 8 i a5 5 0l AT 0 280 i
EDIR I RS o A PR A AT DL ) 8 R R SR A A O ORI, I HHERICE L O TRE E A
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P DAt (RIS 81 5 A 0k (O TT AR T S, B 0 BT A 0 A0 3 B S A S P I 657 5 £
BIRRRARE R/, AR ARG Hms, @ar “ D - OfE” B M PE R R, S
BRI By BT

E&UWH
B IR, AR R K I G TDZKYXYB202508.
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