CN 43-1262/R " HEBhkififb A 2012 455 20 556

5 477

[XEHS] 1007-3949(2012)20-05-0477-04

Toll 3524 55 Zh ok s FERE AL B e 1) 56 £

WE &, HETT

R, ER FR

(BERFSRERBFTH, HRBAEHEEEELEE, Hd 44T 421001)

[ X52iA]
[ =]

Toll %4k, HFisask,; FHIRBARA

Toll # % ARAF A e K F It & 4 b — R I8 RARAR X 2 T BEX AR A AR, RAUAE 3h Bk 345 4 AR AL &L K R it

RV RIBEERA T LR, ESH B G BB TR T A REAER , KGR KA G @RI RLFA X

Toll # K5 ShRIRHARREAL B Rk X AT LR
[hESHES] R363

[ XEEFRIREE] A

The Relationship Between Toll-like Receptors and Atherosclerotic Vulnerable Plaque

HU Guo-Jing,LU Jiao-Yang, and WANG Shuang

(Institute of Cardiovascular Desease & Key Laboratory for Atherosclerology of Hunan Province, University of South China,

Hengyang, Hunan 421001, China)
[ KEY WORDS]]
[ ABSTRACT ]

Toll Like Receptor;  Vulnerable Plaque;

Atherosclerosis

Toll like receptors ( TLR) , one of pathogen-associated molecular pattern recognition receptors in innate

immune system, play an important role not only in the development of atherosclerosis,but also in the formation of vulnerable

plaque.

plaque from four aspects.

SIKHFFERE AL (As) S B0R 0o R I A8 905 2%
NG H NFARFERY F PR Z — , T HEH i 29E 1%
AR5 1S B0 Tk P 28 02 5 B2 Pk I R =58 1) 3 220
PRILAHFN A& S AL . 1994 4F Muller 55 1 K51 &
ZRCANE O A F 1 B B ] Y BEERFR S 5
FABEH (vulnerable plaque) ™, Bl TR EA]
XF B Bk ok R R AL BESR Y 3 — 2P BIF 5T, 2003 4F Nagha-
vi SRS R T Sy B AR A K e SOk
LA IR T 80 M0 ) AT DA PR T R Ay < B
(culprit plaque) ” Y2 Ik ki FERE AL BT . B 451 BE B
FELE LA BRAE AR AR - AR B 6 B A 3 9 g o
FZATK £ 2 R Al | 3R e Jmg 3 A7 8 K o 48 1Pk 4
2, LT AENE rh 1 T8 U200 S e St i b e
FECT AR 7E K 287 2R UM 4 55 . Toll #3214 (Toll
like receptors, TLR) J&—2& | BUES IR H |, fE /b IX &%
A 20 ~27 A& E S AR W H K ¥ 51 (leucine-rich
repeats, LRR) , I 18 51955 JFL {4 A 2C 43 F- 85 =X ( patho-

[WFmHEA]
[1EE®IT]
A wangyal105@ hotmail. com,

2012-02-20
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