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[Abstract] Periodontitis is an infectious disease with

plaque as the initiating factor. Hyperuricemia is a chronic low-
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grade inflammatory disease, mainly due to purine metabolic

disorders. Studies have shown a correlation between
periodontitis and hyperuricemia in clinical manifestations and
pathogenesis. Both of them could increase the expression of
inflammatory factors in peripheral blood and make the whole
body in micro-inflammation. At present, the clinical treatment
strategy for patients with hyperuricemia and periodontitis needs
to be improved. Based on the TLR4/NF-kB pathway, this article
explores the mechanism of the interaction between periodontitis
and hyperuricemia in order to provide new ideas for the
treatment of patients with periodontitis and hyperuricemia.

[Key words] Periodontitis; Hyperuricemia; Toll-like
receptor 4; Nuclear transcription factor-kappa B

Fund programs: Young Talents’ Science and

Technology Innovation Project of Hainan Association for
Science and Technology (QCXM201817) ;
Hainan Medical
[QRYZHZOISII (YB) | ; Scientific Research Fund of Hainan
Provincial Education Department (Hnky2020ZD-19) ; Health
Science Research Project of Hainan Province (19A200062)

DOI:10.3877/cma.j.issn.1674-1366.2021.01.010

Research Project of

Provincial Humanities Research Base

TR 9 J&—Rh R AT 27 R RRAE L 80 LB BE R iR 3 A
TN R PR | 2 BN R ZF B BB, I 1T X HoAt
RGP 1 R R JAT BTS2 R I SR R R RIS K
R R 3 2 R TAE S A1 T 0] BRTRE A8 B B 107 28 B, He b S 5 B
FE R PRI NRE A — P A , e DR 322 5 IR R HE Tt
BT R BR R A FRUHG 22 (0 L PRI v A G . F e
PRI iLRE 4 7T 48 3 v A6 2 A JRL L b 280 PR -1 3Rk, feli A
F B TR, Toll BESZ 1A 4 (Toll-like receptor 4,
TLR4) /% % 5% A T kB (nuclear transcription factor-kappa B,
NF-kB) 8 #% 2 5 HUAR MR R JEPE e 2 fE 8
FCR MU A T AR, 75 2F JA SRS R RR LAE 7T fiE
AT AR EAE

— Toll F52 1A 4/ 55 IR 1k B i

TLR & —F i T4 3R 1 (IL- 1) S ARG S5 B DA 114 5



rPAE T BE 2T 2 s (R T W) 2021 4F 2 A 45 1548565 1] Chin J Stomatol Res(Electronic Edition ), February 2021, Vol.15, No.1 59

B, AP E R B0 FORRIZE B TLR™ . TLR i K4t
J SRR 20, AR SODR AR | A R A, O T ke R P
(AR E AR NF-kB J&—Fhii 55 4 j e s i S I8 5, 5
W 240 A7 305 A2 S RIS E . E T, NF-kB ERCIER] AT LAY
B bk EL A0 AR R PR (0 0K, TEJRRIE 1 i AR 408 D WP R
G B v R4 G BT
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