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[Abstract] Periodontitis is a common infectious disease that is harmful to human oral health and is the main cause of
tooth loss. Periodontal inflammation can damage the integrity of the epithelium, causing periodontal pathogens to spread
to the systemic circulation, and the periodontal pocket contains a large number of inflammatory mediators, especially
those related to chronic inflammation, such as tumor necrosis factor-a, interleukins and prostaglandins, which will enter
the blood circulation system from periodontal pocket and cause systemic inflammatory response. Periodontitis is closely
related to the occurrence and development of systemic diseases, including cardiovascular, endocrine, respiratory,
immune, and nervous systems. Inflammatory responses and inflammatory factors may be the mechanism of the association
between periodontitis and multiple systemic diseases. This article reviews the current research on the relationship
between periodontitis and systemic disease.
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ZMMKFR . ERIE T 5 CVD KA B HAb T
R RE, KA JE R IE CVD L ElR N &R, 5
1 53— K 4 TR % G 1 5% s 165 o AH L, 2 R R
SEE R CVD 1 % AU A2 0 o AR Y 445
Meta 73 M7 & 30 28 Jil 5 9 2 i v o0 WL ASE 2§18 2
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I BN W R B, A JER YT X i SLE (197
SR TLRZ 5K eE It 51 % A
B s IV, B 5 SLE B 96 10 e e R R Ok
¥ SLE Fl A J& R g3 T, Toll £ 32 44 2 (toll-like re-
ceptor 2, TLR2) Fll TLR4 Y &R &R 3, 2 J&] 5 2 7+
B TLR, S 3URE 5 4 1 SLE 5 3% fo i I 245 110 3k Jig
WO L 5 R BB R RN & A, i SLE 95 1 iF
o SLE XH& M 7 J8 R WA 5, 7E— W T
AE SLE HE ST PEAl T SLE IR IT X8 M 2F
JE e BRI, 45 5 7R SLE YA TT HHofE Rz i 2% 0 7
& SBCF RO AE 2=

ORI AE 02 A R R 5 SLE 1197 2
PEEIAYY IC O, HAF T 45 5 & B SLE f8 2 Fxt i 4l
1) 28 JEL 1 DUAH OGS EOH R, (R 48 1 28 J8] 42 £ SLE
FR AR R A B, B ST AR AR A, AT Rk
it MEAREEE A . MR R X SLE
HL R 52 M Ko G B AL ) ) 7 — 20 R A
T .
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