* 500 - i T P BE S £ ARk 2024 4F 8 145 31 4545 4 ] Chin ] TCM WM Crit Care, August 2024, Vol.31, No.4

. g/%ﬁ .
Toll EZES LMERFERXEZNARERE

AN

AR K2R 5 B2 e BHIE PV S B B2 B 2R, A6 430022
WIEVEE « PMIE, Email : sp_1111@126.com

[FZE]  Toll FE3Z {4 (TLR) j2—FP IR A2 4, SRR P A e 007 (PAMP) IR 48 SE 40
JRLFETE /3 FHALE & BTG AN I T, 5 T 2R 55 0, e Sk i Sy E B I AR 4. LAk,
53 RO K IR TR DG O WA 07 1) A R S RIBE N, R AE 5500 IEARIF A (145G R C UM IS
Pt TCTEPENS P JORE R AR B A BN o TLR 7808 M I e A O A S 25 L rh ke B
PP TLR kA5 SO B ENG Pl s . AR SGlad 45 TLR 73028 RAE 53&42 . TLR 531k EEREfL . TLR 5.0
F1%EE | TLR ST kR, B3O i P M R AE A 1 5 IR, LA 0 B i K A R e

[kgEiR] ShfkoErEaEfL ; O Toll HE3zik; [H5lk; JAY7

ELWA : HEARR:ILS (82002025, 82072137)

DOI : 10.3969/j.issn.1008-9691.2024.04.025

Research progress on the relationship between Toll-like receptor and cardiovascular disease
Xu Li, Sun Peng
Department of Emergency, Union Hospital, Tongji Medical College, Huazhong University of Science and Technology,
Wuhan 430022, Hubei, China
Corresponding author: Sun Peng, Email: sp_1111@]26.com

[Abstract] Toll-like receptor (TLR) is a pattern recognition receptor that binds to microbial pathogens-
associated molecular pattern and endogenous inflammatory cell surface molecules to activate inflammatory cytokines
and induce a variety of signaling pathways. TLR is also an important part of non-specific immune response. Recently,
the incidence of cardiac metabolic diseases related to aging, obesity and overnutrition has increased significantly, and
the relationship between inflammation and cardiac metabolic diseases has become a novel research focus. Aseptic
chronic inflammation is an important cause of cardiac metabolic diseases. TLR plays an important role in the activation
of chronic inflammation and cardiometabolic disorders, and the regulation of TLR expression is expected to be a new
therapeutic target. This paper summarizes the research progress of TLR classification and signaling pathway, TLR
and atherosclerosis, TLR and heart failure, and TLR intervention, and expounds the control and regulation of chronic
cardiovascular inflammation, aiming to reduce the occurrence and development of cardiovascular diseases.
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2011 4E 3 DUR A BB 231 TLR SR AR 4 574k 488 1
R B 22— G 2 DR e S A AR 56 AR
(pathogens-associated molecular pattern, PAMP ) £544 , #4351
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T & , 2 S-SR KRR AL (E 45 i f 6 TR R
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TLR J&—FzCIR] 32 K (pattern recognition receptor,
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AR A 2 B P AR M B A 225 D AR R

If] TLR, £ $ TLR1. TLR2., TLR4., TLR5. TLR6 1 TLRI11,
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@ 2 IR B A2 R A% AR 19 TLR, £0.45 TLR3 ., TLR7
TLR8 Fll TLRO. J& & fEANA N BE P 0k i ik | v i
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TLR Jy 1 BUES MR AR 11, th A0S | s R AR P 5
SRR, 76 5 R SR N VA B A P SR8, TLR 5 H 48
# -1 (interleukin-1, TL-1) Z & A [A] B, 5 Toll/IL-1 52 fA
(Toll/IL-1 receptor, TIR ) ZE A4 a4 HAL =5 - © L Eliks
5, TLR A5 540K th TIR 45835805 shi% 40+, LG e
ALK T 88 (myeloid differentiation factor 88, MyD88), 5
B T4k Z (interferon- B , IFN-B ) B4 TIR 45 ¥4 4 3% 4% 43 1
(TIR-domain-containing adapter-inducing interferon- 3, TRIF)
2l 71 MyD88 AT i i 1L-1 32 K FH ¢ B4 (IL-1 receptor
associated kinases , IRAK . IRAK-1 Fll IRAK-4 ). IREIRSEH 752
RAH N F 6 (tumor necrosis factor receptor-associated factor 6,
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TRAF6) ™' Al A= K ] T - B 341 ¥4 1 (transforming
growth factor- B activated kinase 1, TAK1), TAK1 ZEAEE -1
(TAK1-binding proteins, TAB1, TAB2 1 TAB3) ) & & ¥
TAKI/TAB 52 & ) Al 30 22 24 330 A6 28 FUBUEE (mitogen-
activated protein kinase, MAPK) F1 4 #% 5 A -F kB (nuclear
factor-xB, NF-xB) g%ﬁ%[ ]0], SRIGIE— 25 4 4 A
TR T,

TLR3 Fl TLR4 & T & 5 MyD88 il i % F 4, if =
15 MyD88 JE S i i 5 5 e 5, £ TRIF A1 TFN 75 [A
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TLR2 kM R SRR A AR R

TEAAL TR FE N 85 11 (oxidized-low density lipoprotein,
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Wt #2511 5% (41 WntSa) 55 TLR2 H1 TLR4 7E 1 1)
S UK B A B ) W 20 i 2 T S B ox-LDL 7] 7%
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e
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IR, T ELAEC 1308 1 2 S vh R AR AR T Rg
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FUF NF-«B #5007 2 40 #0175 2 HA L P ik . TRIF i
i TLR3 Fll TLR4 7% MyD88 AR ik ag 44 v & 44 F ZE 1R o
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(TANK-binding kinase 1, TBK1) Fl IKK- & WERALIE 5K T
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