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[Abstract] Heart failure (HF) is a serious manifestation or terminal stage of various heart diseases, seriously affecting
the physical and mental health of patients. Its etiology is explored through many aspects, among which the influence of in-
flammation on the HF process is a scholarly research hotspot. Periodontitis is a destructive disease of periodontal soft and
hard tissues caused by plaque biofilm and is one of the two major oral diseases. Periodontitis is reportedly associated sig-
nificantly with cardiovascular disease (CVD). The relationship between periodontitis and HF and its mechanism remain in
the initial stage of research. Periodontal pathogens and their toxic products can reportedly affect myocardial function di-
rectly and indirectly, thereby affecting HF progression. This work provides a review of the progress of research on perio-
dontitis and HF to provide some research ideas for the joint prevention and treatment of periodontitis and CVD.
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AT A AR AIE G S KO T A . 202148307,
CBRCHC 3 235 ) KA T 26 B0 ) i s
(Heart Failure Society of America, HFSA) #% 3k il
SE AR LA (O g 3 v e LR r28 ) dLiHHs
B, K HFE O A R IR 5 1S Y — 2l R 255
fiE, TS —FRRE B o 3K LI PR 255 NE 1
HARBIALRIAAEZE S, a3 DR 1) OIS
A (80 hEgmH; 2) HFRYAERA (80 1K
fiE; 3) FIBABACE IR A (50 Blial 4 S it i
AIEWESE . HETAIN, O 2 HF & R
BEHLE,  HH— RN 0 3 R BB O
JULEEAE . THRE AR AL 8L o O WLET GEAL 2 O L
HA R P RER B, F BT RO JLET sk AN 4
B o AR A2 0 = G i 4> % (left ventricular
ejection fraction, LVEF), #HFZ A5}l 80 &8
1Y) HF (heart failure with preserved ejection fraction,
HFpEF; LVEF=50%) . #¥ Il 7 50 F B 1K 1% HF
(heart failure with mildly reduced ejection fraction,
HFmrEF; 40%<LVEF<50%) K 5} Ifit 53 %5 % 5% (1
HF (heartfailurewithreducedejectionfraction, HFrEF;
LVEF<40%) .

2001 4 3 [ o JIE R 27 23/38 10 I Bl 2500
20184F Fh AL I A8 2 351 & AT T HF 297 48 F ¥ HF
R I 728 4% 1 R 23 O ABCD LA B B . By
B AL AT H TR Sl kB 5 R 4R T BE RS . =
MRS BrBeBALE O A #Y.O WU FE B AL O 28 W 4
RERENG; BrECCoHC A A BTk O ERG s FrBeDA
MERPEAAIHFRY B . HF 2O MEGR & R i 2K
Wric, HETA A& . OB Eig) (atrial fibrilla-
tion, AF). . JUREFESE.Co IS AT LLiE I W HE

F i A V020 UE i 22 B 28 J] 98 7T 8 5 HF A AE
KK HAEECT A MR SHFRBFE 2 N A 567
WHoE, HZ AW erse, A6 & ZE i plil
TRUT A o AT B TERUE AR R HF AL 2 Ja) 28 AH G 1Y
I R B BBl 9 e A 7 25, LU S HE 0 2F
RGBT . ZWANAST SRR B

1 FRAXSHFRHEXE

L1 7R X5 HF A /248 % P69 A5

HAp, W7 ar sy 2 LLHF B35 o 5 42 DA
VRAL I A4 As , a5 AW S AR, $2oR
HEF i85 e B T AR 0 02 3 28 ) 4% 1) XL
5o FrohlichZE0e 2 7714 18P0 J1 33 (chro-

nic heart failure, CHF) & 09 A fd Rk, 45
R CHFERH WEE S kA 28 Ji 98 Al 2 i 48
(P=0.03) . 4r#rCHF 85 5% AR %2 18
Wi, SRR . HEE O JE AR 0 BN S8 AE CHE
HEhim, AR EEREPETRR (P<
0.000 01) . Ziebolz5E“ 34 T 22644 6k Ml 1 (ische-
mic cardiomyopathy, ICM) FilJ & il #4475 0y
J1 3 ¥y (dilated cardiomyopathy, DCM) M & ¥
TGRS, Z5RAEB: ICMAMDCMEHEM |
I3 28 el 4% o AR 2 AR = (ICM4H W 83.6%,
DCMZH 784.6% ), 1B BEHF B4 1Y 4 J f etk
BLANZE R . Walther %748 22 T 10 000 A 147 F
9%, Hd6 2097 T AWM A kA, #hE
1674 [ BsF 78 £8 28 J5 R FIHF Y 2380 %, 204
PRI 15 5 2 R 0 Bl D T A 2 A T e
O E AR AL DL R N Rl B HF e B0 A 6, 45 R & 91
10 000 A, 3424 Z 5 F A HF ({45 HFmrEF
N HFrEF i %% 18744, HFpEFE E 15544 ) . 1E342
SHFEFE T, WIC/REEA 5%, 2 2]
KRR BB E BT, N 2.5%. 3.8%.
6.0% (P=0.001); HFmrEF X HFrEFH & 1 B R
SR 1.0%. 1.9%. 3.3% (P=0.006), HFpEF
FHHRI RN N1.4% . 1.8%. 2.6% (P=0.006),
IR BRADESRRNGRI, BT
A RIS B 0 Bl R AR R 1 v B R R O 4%
ToK o ST E N BLG 5 A2 0 &7 kR
A8 2 AR HE A BUIRZS 1 1 B sh A 6. 1 2021
AERRM O ERG P22 6 THF IS/, 78R 19 %2
W% 4 ) Ay My b, EE R F B % 5 HFmrEF J¢
HFrEF & 5 #4640 (OR: 3.16, 95% CI: 1.21~
8.22, P=0.019).

A /i B R R A 5 LA A ] i R R O 15
ARG HE R %, 45 REOR T JH 2 U H 2
o I SR R S HE R A R UG . Yan Sl ]
53Uk 3% [ fat B R SR R A BN 0 B F S R S HF
MK 5, ZFRILa A3 202 WA A& &, AR 3
SRR 3 R To /5% B 2 i 46 4R A v/ R 5 T 4%
H, ERER. J5HNHF R LSRR 557245
(95% CI: 3.76~8.72, P<0.001); 4% 8 24 A %
o, JE B HE R A ZANR I T 193.036%  (95%CI:
1.29~7.13, P=0.012).
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52, 20194 LeeZ5 90 A 2007—2008 4% 37 5 [ [
R it B I B2 1L 1 o R 2 R A 2 AR A i 1) 32
R4 440 970 N, BT Z0E O M F R AE
T 0L 201645, 4% B 1G IVR B0 AT vl (2K
FEAHI R0, 1~4, 5~14, 15~27. 28, L5
W), 2R, AR ECVDIAF AT
fal I ER (P<0.05) . X FhOCHEA 4% L0 ILEESE |
HEFFIH XAy 3 s ka3, 598 T30 Ok e
SR RAMERIS VU U, o0 LA BE B JRURS: 385 i 24
1%, HFEXUSIEAI251.5%, H XU A1 £1.5%,
FET I 2%, AH R 00 To Ik S 2 1 J5t 7% T
DR K 28 o] 4 7™ B A B PR DG A5 8. o 20234F H AR
AT T 2RBUAEZE", FEA AL 00045 55 PR 7 3h 1
MR (E S TR R PO . DR
FIHF) A B iy v S A R 2 BRI rh i si 4,647 B
D PO 1 2 O B R B R R R0 LA S
4 (major adverse cardiovascular events, MACE)
Z A FEAE B VI OCHK , (B IFARKG I3 5 2 Ji 48 4
B E R . 75278 f Cox FL Bl KU AL A | ok
B VU2 15 5 MACE (19 AR 34 11 3% (95% CI:
1%~6%, P=0.002) . 55K 0~4502F 4 i & A
Fo, SRR S~7H . 8~13 55 IR o 13550 5 ik B 1
MACE X & % (hazard rate, HR) 43 % F 1.26
(0.70~2.28) . 1.66 (0.92~3.00) #12.01 (1.14~
3.56). AFRMITIEIRSMACET K, %2
TREE . P31 PR B 2 28 ARz i 1 5 MACEAH
KHEM P 30095, 0.79, 027, ¥ LG+

AE BT CVDEE B R, 18
SERET AR R BE T HF R, XTI I R+
PR R Z B gt . hR"MAMR: 5
X REZL AR E, HF 8OE RO IR RS AR AR 5 B 19 1M
W MR VAR FEAS T, R IASE A oo (tu-
mor necrosis factor-o, TNF-a) FlE W UHREYIC-
RImMACEE R (P<0.05), HAHFZ L3 C-K i
WRACE-femy, Mi25-F24E A R DK fefik; HFERSS
MRIZTREE . Im KB 225 28 i T IE B M AR 5
HAXTHRZ (P<0.05), $2/~HFEE R H ™ &
RS, BAEA & R4 br 4 0 H 2 5 W bR
YR . A TS 34844 CVD AR 4 AR 41 vefe
WP A RNk B B (Porphyromonas gingivalis,
P. gingivalis) $UAKN-, LLrh A 5214 547 /mL K
B Ay EPURA (>21488 67 /mL) FURHIALE
(<21486/mL), 45 LI . ARPUIR L A bk

ZH B HF B0 800 5 6.9% F113.2%, 3% 6] k) 2%
FAEG R X (P<0.05) ., MolinskyZ5" %6 707
AR H e R AEHF R TN B ER , [FEF
fliC) M #E 1 (C-reactive protein, CRP) FIN i
i FEH K (N-terminal brain natriuretic peptide, NT-
proBNP) [ARfbAKF-, 25 LB . FEHP AL 134511
WLE AN, SEH T 1 178G HERS 6] (35015 HE-
pEF. 319%IHFrEF. 509K AZEAAGHF), Hrp
59% M HF (8 3 FELE i BB AT A R, 18% 1Y i 5 5
Ef LA, A 98 S5 HFpEF (HR: 1.35, 95%
CI: 0.98~1.86) #IHFrEF (HR: 1.69, 95% CI:
1.18~2.43) 19 JRUIR: 388 fin A7 76 W 0 AH DGk 5 TG 2 it
Y HFpEF (HR: 2.00, 95% CI. 1.37~2.93) .
HFrEF (HR: 2.19, 95% CI. 1.43~3.36) [ X%
EOmABAFAE B DI AH M s eAh, JEF a5 CRP
FINT-proBNP [ A R AR AL A5 A0 S, 1 2 J8] R A
5 CRPA AHKAE

AWFIE R . HF B R F R XU T B
By, AR, R AR AR R R R HF A XU
AR R B &

1.2 B X5 HF A £ A48 % M 64 18] 2:4E 7%

F L . AFAER AT LAYEJR A HE, 1A A R
5 R J S HF [0 I 58 08 A AE — o8 OCHK . — 0
A Q0TI IE I R MM T AR R 5 &
MR AR G, g B/ N R RA (P
MEEATAR) SAEF AR & R, 45
RER: 1) FEFER (OR: 1.22;5 95%CIL: 1.10~
1.35) FEEFJH K (OR=1.49; 95% CI: 1.09~
2.05) HE ML EAFATEACYE; 2) FFbE MO SR
S5, W A R S R R AR R IR ) AT RE R b
Jn (OR: 1.68; 95% CI: 0.85~3.35); 3) A&
B R B R AR . A3 22 8
0.598 8 kPa; 95% CI: 0.384 0~0.814 6 kPa) F1°F
YIEp sk e (A2 22 0.270 6 kPa; 95% Cl:
0.166 7~0.374 6 kPa) . 73 A W7 IR IR T 5 634
TG 58 e S B 32 AT TR RE T BA S AR
DLIPAL T AR S AF R RN X R, TEZ2TT
WA R R IR 2N R G, B T WBEE 5
AFEA W E M (P<0.001), 2 EA]LIE 1.
F 5 A ] A HA CVD R R 1 R AR R R, B
A M HF 45 R o
13 & & v = 24 7 F{K & 45 HF £ A 9 CVD

— TG P UL 55 M 692 44 A2 1 AR B
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Wil 2545 R 43 R AB A 5 R0 R i ] 4 (<29 /d
<2 min/iR ), ARAR B R Rk iy R 4 (<2ik/d
80 <2 min/IR) DA SCARRAIURN A G Bef R 2 (=20k/d
=2 min AR), VAPEAG I 178 5 MACE R K,
GO M R FE T . SO NUEISE . HF Al
Ko Hfi BT EE K285 H (15.4~35.110H),
A RFEA (10RO RFIET . TS
O WUEESE . 13ESHFFISHES HhRL) o 30 il 38 i B
N5, 5 AR A S st (el B 25 2H AR HE, (A3
SRR ] 0 R F 178 S MACE & R A %4 3%
) A &P (HR: 3.06;5 95% CI: 1.24~7.63; P=
0.02); fMATI Bk 0 45 2 Bf 0] ZH I MACE & A % 5
R8T 0 I i e (] 20 9 22 5 0 e Se 24 L (HR:
1.15; 95% CI: 0.47~2.77; P=0.75). ParkZ!"
i ] ] R At B R 61 22 495 — 1 52 fidt e A A BA A7) rh 4 B
T 247 69644404 J UL bz 374 11 e fg Fle e A H T
RO I A S S P fE R AT N B R T T 4y
Mr, 5 BN PABEYI9.54F G KA T 14 893ie
T M A R Z R TR AT REAK9% L
M S AE XS (HR: 0.91; 95% CI: 0.89~0.93;
P<0.001), T HA %Ml 2 JE 37 5 PT R APR 14 % R XURS:
(HR: 0.86; 95% CI: 0.82~0.90; P<0.001)., 7 —
THURAF ™ DA s 6] 1 52 £l R R 5 2R 95—t B 0 x A 47
HR % T 161 28644 T A5 AF . HF BLCr JIR 5 97 52
2 H, TE10.54 1 7 BE U7 A F) 4k & A= T
4 91141 (3.0%) AFHI7 97141 (4.9%) HF5#,
PR R R G R RIABIR (231/K) H5AF
(HR: 0.90, 95% CI: 0.83~0.98) HI1HF (HR:
0.88, 95% CI: 0.82~0.94) JXU[K; B AIG f 2 AH 3¢
HF XU 5 % lk 2 8 3 3 &2 i A ¢ (HR: 0.93,
95% CI: 0.88~0.99), Ifit5 & F M B =22 5 1F
X (HR: 1.32, 95%CI: 1.11~1.56),

BRI LA B, O AR A R 5
BLFEHFAE N B C VDR 1) & A A R, ek
5 I AR T DA A 3k S 19 RS

2 FRERNHF & &K R TTEENLE

FJE % 5 CVDMBF R A, BRI shhk
SRR 5 2 RAFAE B VIO (R R 5
O 1L 2 95 A HF 22 8] 9 V8 ZE AL R AE 5 v Ah 1k
W Bt . HFrEF £ 2008 F H 30 WUi45, HFpEF
([ W R IING Y /N G I oS i IV e S ES
HREIR T 0= - B kA BAE A o 1 2 R 9 A 5 i

AR AE FI IS 30 7 M, = 0N K D) B R AR
N B ) e R A5 A B -t w] S 250 Lt it A0 ELEZE O L
0 o A A 98 PR B0 LA AR %) 5 el A e AR
HF4 0 IS B A iE R R
2.1 B B A L AR 69 AR R
2.1.1 P. gingivalis § # % (lipopolysaccharides,
LPS) AbHJ5 (40 WLAR I 5 5E S . Bl 2. P gingi-
valis & iR B EEEEOR A, LPSEH F ¥
F . ChenZE™ W55 2 . P gingivalis-LPS %y 5] LA
0. 0.5, 1. 3 pg/mL A% & ik B 3 B H9c2 00 L AT
MijE, —SeEAbREY), W3 M TR E Y [trunc-
tated Bid (t-Bid) . Bt 2 MR K A& AR & A i 3
(cysteine aspartate protease3, Caspase 3) ]. HE K
Pr&Y S T-4 4% ]+ (nuclear factor activat-
ed T3, NFAT3). 0 EHREIRK (atrial natriuretic-
peptide, ANP) . JiiFl|JR&HK (brain natriureticpep-
tide, BNP) 1. ZF4ifbbn &[4 4 )8 & A i
(matrix metalloproteinase, MMP) -2F1MMP-9]#
12 53 2435 AL 1) 25 R (mitogen-activated pro-
tein kinase, MAPK) %5, 0] DLF| & 4R 19 77 =X
Fiko W5 PIERM P gingivalis-LPS VL5
AR A PEARHI 2. LA S J1, BV RAE
b & W [ W0 Toll # 32 {& 4 (Toll-like recepter 4,
TLR4) . ¥%[A T -«B (nuclear factor kB, NF-kB) .
758 — % b A AW (inducible nitric oxide syn-
thase, iNOS) . ¥ % & -2 (cyclooxygenase-2,
COX-2) 108 T b5 i W [ 40 Fas A & FE 1T 45 44 5%
(Fas-associated protein with death domain, FADD) .
A RCI R . AN, 548 P, gingiva-
lis-LPS 1] L & R miR-181b A & 15 , 1M ¥ Jil miR-
181b34 G W . & Wa I T P gingivalis-LPSAL B S 1)
HOC2.L WAL TG 10 A BT LB P, gingi-
valis-LPSZb ¥ Ji5 [ HOc2.0 JILAR g W] 41 #F MAPK 5%
TR L AR AL 5 I8 b B )4 1y XA A NF-
kB 2 ol A, (EXTNF-«BII Il & (1B A &
Wi 5 [R) I AT COX-2 A ik

FFAE T A W5 4 B R P gingivalis-LPS X .0 L
AN —E P~ A SAOREI . Fan 823 . 7£0.5 mg/kg
K= T, P gingivalis-LPSI& 7O IEL- 9745 H
AL DABH 1F Sk AR v s R G, T e 4 iE
BB EE b2k, DA AT DA LA I B DR
AEF N LPSTE T BCoJIE AP A -5 TollR: 25 1
Z Ak (Toll-like receptors, TLR) RJ#IEA K. P
gingivalis-LPS J& TLR2 fil TLR4 () it 14, TLR2 5%
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TLR4 ) R 0] B0 IR 1t JUL A% -3- A (p-Phos-
phatidylinositol-3-kinase, PI3K) /2K [1 ¥ B#B (p-
Pro-teinkinaseB, AKT) KHEiPE(S 5 ¥#0E, ALk
PR LA L s il P E B 5 D38k, TLR2
B R X8 38 A R B LR L ) 4R A I B EL A TR
YERT . WFE S5 18 1A 6] W] B 55 LPS L 45 114 511] 15 A1
W E AR X, 0.5 mg/kg LPSH] LU0 [ £
YERL, T4 LPSHE N F] 1~4 mg/kght, O LI
Jl, AEZETEHFRET WA A0, FE TS sE R H )
W EATIRAMTSE , JE— 20 Bk o i 0 1 0L
B AVE

2.1.2 P gingivalis-LPS 3148 P il 3175 S/ B0
Uit A3 2l I B 5 P, gingivalis-
LPSAb BN B, 458 HE /N RO LAY 52 0 B2 AT g
L, 25R A . P gingivalis-LPSAb PR /N FLAY
Y187 T 7 B i Ve W) NS BT AN e B D D= RN
SR ING 1 @ E R TR @ T2 o (AN i
LR T L 2T 2 A R AR R S B FE R
TLR4MIHIF G, FiRZSAL B R gl . ot oE it
— XS TLRA S H T iifead i 9V AT IR, KB
TLR4-NOX4if % vl Ger il LA 0. P gingivalis-
LPSZH/IN B8 B Tk Jie i I 0 — A% 1Y 1R W R S g4
FHEM (recombinant NADPH oxidase 4, NOX4)
FEIR W FERAN, TINOXA R 78O LA Ak 5 1
A A T H NOXARIE M4 AT DAE 2 B0 52 K
A H AE H 5 13 (receptor-interacting proteins 3,
RIP3) 5140 i I8 T AR FEME I T2, RIP3Z P &
MR P PEIRSE (RBEMET ) AR E &R
B5E 2 1% BE T (Ca’/calmodulin-dependent pro-
tein kinase Il , CaMK Il ) JZRIP3fJHEFRZ —, %M
FEHE— KB BEER L RIP3FICaMKIITEP gin-
givalis-LPSAEIRZ /N IE P FRIB BTSN, NOX4
PR 375 P 43 3 A28 Thr-17 b B 52 8 28 11 Rl Ser-28 14
R 2 RS2 A2 1 R AL K 5 T Ca® b B 1R
SELOIEE M GERERT, H P gingivalis-LPS
H/N B AR RN 22 JE sz AR 2 i g . DA
SRR R . /NREAP gingivalis-LPSHIF ) ,
A e 1 TLRAMS 538 B 5 SO DU RB R i (Hi bt
FEARAAAE—E [, e bR A 1A Y TR R K
VP, gingivalis-LPS 1 (5:K0.8 mg/kg) HI%
TS, 2RO BRI 5E, W 8 2k
P SCFRRZ B 2RI T S 8 SR A 1
2.1.3 &Y Pgingivalis "] e #E.0UARE 0 LR
JER O U 5 i — AR SR, fE—E R B

YA MEAS), O DL TEE s (R 2K
O VAR JE 25 35 a) i 2 4E AL ML LA MR T, B
LA RHFR, BT I SR R, i HAME O IUIE SR B
AR EHF A Ji 14 E1 2 b

AR R ] 5 4 B8 VRS SN, g PR AR
i AT HE A O B IR A S B o 2 J R 0 I A 2L 1Y
TR P 52 e SR IR R A TP E IR et ek . K
I (] 22 498 98 i I 85 S Iy P B 3G I 2 26 0 IUAE 4k
AR XS ASTR) BRI 5 35 0 L2 g S i 7
P. gingivalisifs 5 0.0 AILAN I AE R A T o 194 H
PEATAESY o TE50 A ET X P38 22 24 i i Ak 5 1 Pk g 2
BECS . MAPK/ZH A0 v 15 35 (13 (extracellular
signal-regulated kinase, ERK) i [P, 45 #f £
Tl i T O F R v, AR AT LLWER B P, gingiva-
lis 25 A B 3% 35 3 T HOC2.0 LA A Hh A 1 1l 1) 5
i, A3 T H9e2 0 JLAH L DNAWT 2485 i
LA RBad T & . A ZEC . Caspase-9[1)
TGRS o TE— TG T2 JH 5 % 2l bk 75 4 78 RiF5
F/ANELO NUIBJE VR a2 eh g i . PR R
AT RUIE AR S5 /N B O IE S Re 3 . O WUIE & AN
O WA 4ifl, JFAE— & 2 B b a0 I Y 4% A
W o

Zr BTk, R R 50 WUIEJE A 524
R HAE TR R G B BHMEW . 2F A B0W W
L7y AT B B B RO LA i 5 | S 0 D BB FREAS
B 38 AR O WU IR 5 R U 4, 38 2o 18
HAE 5 R O Ty B B A A AL T {5 538 B A A
Friff— R E
22 FRA KB RA AL CVD F okl o i E

#, % HF 342
2.2.1 O JUEESE 5 1Y% P, gingivalis W] 68 ]G UL
HH)  Srisuwantha®5" Mg P gingivalis{E 5T 2.0 HUEE
TN XL T A EZE, OIS YL P
gingivalis /N B JILE A% AL . Shiheido %51
ISR LB . JRYLP gingivalis)m , U L5 ik
Ty, AT LAGE SO IURE BB S5 O R 2 . WF 5T W
LR P. gingivalis W] {7 A B O fE A 9 0 AL 20 ff
b, TR . JERYLP gingivalis ] RERE YR T 41 it
TR Z P RLAR I T BE,  2E 02 2E AR B8O LI 4
AR o
222 FIHRMKEMAFIFERONEEE  AFHEHE
& FTHFSE 2 F K E . Goette™ AR FEIAN «
FIRIEAFH —TUER R E . YaZFESIAN . 184
RAEZAFRE I, JFHE5148 th CRP 5 TNF-aff E
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Mo —JriE, CRPYBERRIAHELS &, 52 54
L F) B85 i 0 R A b e s DA, BTG 28 e g b
WRiktt; H—m, CRPTIEN 4N —5 1k
A AW (nitric oxide synthase, NOS) #43%, Jffili
NEZNOS mRNAARE , 38— AR,
PEIEN B AR PR T, SET S I CVD A I XU
TNF-auid 2 k0] R 8 14 358 1140, HE R % &
St B RO s OIS B I R AR Rt m] T RS
EEEEN, AREOIEA AN % E R
AR AE 2 E T AR B I R . Zhang 555
P2 09 28 e 5 AFAH G /Y Rl e LI A dE TP
gingivalis IR AL HAE . i H NN
P. gingivalis ] I TLR-2FMI TLR-4f R IK, A&
WELF4ifl, fRiE0 P E A AR T mT 3 i
9 A M= 5 S D IR ER 9
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