b

AREERmpE 20239628 $31% £28
Journal of Prevention and Treatment for Stomatological Diseases, Feb. 2023, Vol.31 No.2 http://www.kqjbfz.com - 147 -

[ DOI ]10.12016/j.issn.2096-1456.2023.02.011 ° 25_;3‘25 °

FEEREE R E O MERR X EXRERR S FHLE
W5t R

B, FHR?, FgkiE!
L OERBRFAABRELLELT BROEEREREFHL TS wl KFEH I ERTRT B, @)
RAR(610041); 2. OERBAXBRELERET BROEAEBIGEEZHL P, @I KA (610041)

(BE] FRRRKETH R AL —Fh 2 B R B EER o FFJ8 5 L0 L8 B 2 18] 6 R &), 2F i
FORE R R T ARG O MBS EIE R T AL T S i Im R AT R 737 AL A 5T 9 )
0 2 JR 98 e 28 JRI B0 -5 0 MU B B A SCHERIE S S (AR o F JR B0 1152 Wi O LS50 1Y RT REAIL A, 60
375 28 S50 T 3 4 ) 1 5 AL VA R | B IALAE , F R B0 B O 1A AR G B 2R A
O B A SCRE 1 N 1S B N B AR MUAE , 481 5 1 R 4 B RATIRES IR ACHE 5 W SRR B ECIRAS , #E— 2 i
O ML R S8 JR TR A PR 5E 5 T 20 P25 2 Ul LA B 3k IR B 3 E A 2 J 48 500 I A8 0 8 P P AH O AP o i 22 3
—WFR BB, S5 BUA IBFST & B I BRAR A 2 JRIIG YT AN E I T A 55 R A8 R AR 2F Jo) 8 SR 3 e AR
O LB Y XU o A SR B 22 T 9 R 6 3 24 T B0 T R I i 1Bk 2R ) 20 T ALk, I HLR o e B
9o T B AR O I A 2R 8 ) 4 AR i SR A, DO 2 DXl 2 2 v 3 5 3 2 TR 1 L BIE R 5 DA KR PR A
ARSI TR B T S %8 o 104808 AR DG AE W0 bs 354 (C B 2R I N B AR K R BRR Se 8E 145°)
IS BILT , 24 e %o 2 ) 8 L0 1M A0 A AR B iR R ik =%
(X88iR] AR OMELE: SIOBFEREL: FMRINHRERIETE LA
LHRIPRE;  REEGL: TS BIREE

[(FESES] R78 [XHEEEB] A [XEHS] 2096-1456(2023)02-0147-06
(SIAZFRERX] WYL, ZR, 408 . 7 8 80w & 0225 O MU B & A & S8 1 43 F LI B 5T 2E 0] 11
WP B ¥R, 2023, 31(2): 147-152. doi:10.12016/j.issn.2096-1456.2023.02.011.

Research progress on the molecular mechanism of periodontal pathogens promoting the development of cardio-
vascular diseases LUO Kaihua', PENG Xian®, LI Jiyao'. 1. State Key Laboratory of Oral Diseases & National

B A

Clinical Research Center for Oral Diseases, Department of Conservative Dentistry and Endodontics, West China Hospi-
tal of Stomatology, Sichuan University, Chengdu 610041, China; 2. State Key Laboratory of Oral Diseases & National
Clinical Research Center for Oral Diseases, West China Hospital of Stomatology, Sichuan University, Chengdu 610041,
China

Corresponding author: LI Jiyao, Email: jiyaoliscu@163.com, Tel: 86-28-85501439

[Abstract] Periodontitis is a multifactorial infectious and inflammatory disease occurring in tooth-supporting tissues.
In recent decades, many studies have reported a potential relationship between periodontitis and cardiovascular disease,
and periodontal pathogens are an important factor linking periodontitis and cardiovascular disease. In this review, we
summarize updated preclinical studies and epidemiological evidence on the association of these two diseases. Moreover,
possible mechanisms accounting for such links are introduced, including bacteremia and direct invasion of pathogens,
endotoxemia caused by virulence factors of periodontal pathogens leading to systemic inflammation, abnormal lipid me-

tabolism and oxidative stress, which further affect the inflammatory states of the cardiovascular system. The molecular
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mimicry theory and the intrinsic correlation of apolipoprotein E between periodontitis and cardiovascular disease require

further study. Combined with existing studies, it is reasonable to assume that periodontal treatment and oral hygiene can

reduce the risk of cardiovascular disease in patients with periodontitis. More studies are needed to focus on the molecu-

lar mechanism linking periodontal pathogens and cardiovascular diseases. These studies will provide evidence that peri-

odontal pathogens directly invade the cardiovascular system or indirectly invade host cells as well as isolate and culture
bacteria from the tissues of lesions. Studies should also explore how the local inflammatory state, periodontal pathogens
and their products directly influence cardiovascular disease-related biomarkers (C-reactive protein, vascular endothelial

growth factor, heat shock protein, etc.) and the mechanism. This information may provide a reference for the effective

prevention and treatment of periodontitis and cardiovascular disease in the future.
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