+ 972 - DREYESHE  www.shengwuyixue.com Progressin Modern Biomedicine Voll5 NO.5 FEB.2015

doi: 10.13241/j.cnki.pmb.2015.05.045

B T~ -«B TEghPkskHEREAEr PR 52k e *

kOB MEEZ BEK? MM AREX
(1 IR ERZRE BT b R 15004052 SR TT P ERZ KA MHESE — BBt B Az »5 AR i 150040)

& . 3 ik #3448 4K (atherosclerosis, AS ) 5 w5 ifi f2. % 2 % BB B fn /% R g5 25 S AR 69 K % % 2 547, 7o AS #9180k % g P 4F 4
EAT LN AT A 2 A ALE sk o S B, SRR PRI T AS 60 &AL A T -« BONF-kB) 1 4 742 S0
BEHEHEEFTRT B AT mBEF ALETF BRYTF 2R AR AR — 24 ARG A RAL AS
W IR, S f g A = Fo m IO AF r B A AR A E RN R AS TR AR R AT P e ERYe B AU ik I8 4
kX F NF-«kB @83 0945 5 4 5/ AS Wk ¥ 094 R , @ iR @ 3540 % 25 4 09 AT L e, 6 23R 3T NF-kB £ 3 bk 8 A AR AL ST 5
B e 64 15) 20, 4 VA NF-kB A 32,5 6930 AS 354 SR IR AR5 b A |

KT : SR AR AL ; K JE ;NF-«B i@ %

HESES R543.5 XEERIREE:A XEHS:1673-6273(2015)05-972-04

NF-kB and Atherosclerosis*
ZHANG Xin', XING Lu-ming', YANG Jian-fef, CHEN Song-bai', ZHOU Ya-bir**
(! Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang, 150040, China;
2 First Aftiliated Hospital of Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang, 150040, China)

ABSTRACT: Atherosclerosis (AS) is closely related to cardiovascular and cerebrovascular diseases. It is accepted that chronic in-
flammatory reaction exists in each process which includes the early phase of endothelial dysfunction and the late phase of plaque rupture.
NF-kB, as an important transcription factor in Inflammatory signals regulation, participates in the pathological process of AS by influ-
encing cytokines, chemokines, adherence factors, immune receptors and Oxidative stress related enzymes expression. It also plays impor-
tant roles in cell apoptosis and proliferation. Therefore, NF-«kB is a significant target for prevention and treatment of AS. In this study, we
give an overview of the mechanism of NF-kB signaling pathway in AS formation and the research progress of this pathway in order to
explore difficulties faced in AS reasearch about NF-kB signaling pathway, and then to provide theoretical basis for development of new
antiatherosclerotic drugs.
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Table 1

FAR ARKT Ko7 HoAt 2 A IR 7 e T Hopl

Interleukin Growth factor Adhesion molecule Other cytokines Apoptosis Other

IL-1B G-CSF ICAM-1 MCP-1 A20 iNOS
1L-2 M-CSF VCAM-1 TNF-«a XIAP COX-2
IL-6 GM-CSF E-selectin RANTES c-IAP-1 MMP-2
IL-8 IFN-B c-1AP-2 MMP-9

1IL-12 PAI-1

E: AN E (interleukin,IL), #7408 Bf1 4 % %3 B F (granulocyte colony-stimulating factor,G-CSF), E W 48 ifl & 3% %) i Bl F ( macrophage
colony-stimulating factor,M-CSF ), i £0 A E 1% 8 Bkl % F F ( granulocyte-macrophage colony-stimulating factor, GM-CSF ), 4 i j&] & Bif 4 F -1
(intercellular adhesion molecule-1,JICAM-1 ), Ifn & 28 BFE Bl 4> F -1( vascular cell adhesion molecule-1,VCAM-1), E- 3% 322 ( E-selectin ), BA 4% 40 B4
1£ & A (monocyte chemoattractant protein, MCP ), 488 #F 3€ & F ( Tumor Necrosis Factor, TNF ), T 2H 1 3% i& #0 43 b [ F ( regulated on activation
normal T cellexpressed and secreted, RANTES ), F#f 2 ( interferon,INF ), J& =30 %l Z A ( inhibitor of apoptosis protein,IAP ), SR — S R & KB
(Inducible nitric oxide synthase,iNOS ), R &8 & E5( cyclooxygenase,COX ), E i & B & H E( matrix metalloproteinase ,MMP ), [l 3% B J& ;4 7E B0 )

“F( Plasma enzyme activation of enzyme inhibiting factor,PAI ),
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PR A= A A R TR B R, —Jr T FR ox-LDL 2%
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