CN 43-1262/R " [H shfikffifb A5 2015 4F55

23 &5 8 855

[XEHS] 1007-3949(2015)23-08-0855-04

Toll #E32 1A 4 TEBAT TR EFT 14 & 5 Boal bk ok FERE AL i 1

FHP,
(1. REF P ERAMPZAH, T

[R$A] ShIRBARL,
[ E] SIRBAAR(As) 2 —FF
A #jlAxE, A4t As SE R0 BRI R T4

1L ATE

EDHBATRL W\ RBEIEDNFHD LB PHERMEA,
%Ak A Rk, TLR4 i@ 43K Hp 98RBT S 485 B o m i 12 5
F, A — AR e T AL S B T a9 B, 3G AR K e R B

FAAE—4238 A As R IR0 T L B AR B4
[FESES] R363

M, REEE

Toll # %4k 4
PP K R R R P R % e 1T R AT (Hp) B3 5 As Mok A48 £ AT A
M8, Toll #24K 4(TLRA) 2 X K %05 B & T 54K, Lk

Zw, g wR

T KRET 116033;2. 4t ;y‘)lI;(XE & FAv 2 WA, bR 101300)

%i)]ﬂ]‘c&ﬂcééiiﬁv?si% TLR4 72 As T .49
1R, 5 AL R T kB AR 6 4
AL #t Hp TLR4 15 5 @ % A L A& As F 491

[CEkARIRFE] A

The Role of Toll-like Receptor 4 in Atherosclerosis Induced by Helicobacter

Pylori Infection

WANG Su-Ping', CHU Ye-Meng®, WU Xiao-Jun', and ZHAO Hong'

(1. Department of Neurology, Dalian Municipal Central Hospital, Dalian, Liaoning 116033, China; 2. Department of Neu-
rology, Beijing Shunyi District Hospital, Beijing 101300, China)

[ KEY WORDS | Toll-like Receptor 4
[ABSTRACT ] Atherosclerosis (As) is a chronic inflammatory and immune disease.
bacter pylori (Hp) infection and atherosclerotic disease has received increasing attention.
Toll-like receptor 4 (TLR4) is an impor-

Atherosclerosis;  Helicobacter Pylori;
The correlation between Helico-

However, the clear mechanism
of Hp contributing to the development of As has not been completely elucidated.
tant pattern recognition receptor, which induces innate immunity and induction of acquired immunity by microorganism.
TLR4 plays a pivotal role in the initiation and progression of atherosclerosis. TLR4 is expressed on many cells involved in
the formation of As. By means of capturing lipopolysaccharide from Hp, TLR4 initiates intracellular signal pathway and
leads nuclear factor-kappa B transcription and many inflammatory factors release, and results in inflammatory injury.  This

article makes a summary on Hp, TLR4 signal pathway and its effects on the pathogenesis of atherosclerosis, and provides

an implication for prevention and treatment of atherosclerotic artery diseases.
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