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Early growth response 1 (Egr-1) is involved in a variety of pathophysiological changes, including cell

proliferation differentiation and apoptosis, inflammation, synthesis and degradation of extracellular matrix, and DNA re-

pair, and so on.

atherosclerosis.
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In recent years, accumulating evidences show that Egr-1 is over-expressed during the development of

This article will review some literatures on the mechanisms of atherosclerosis involved with Egr-1.

T Egr-1 9 £k, Harja A g% 3] 5 B 4l
apoE B /N AR L , apoE K Egr-1 RUEE H F R/ B
F= B KR FR B A A B e R Sk a2 3] 24 &
X R 17, BA R R M F R IA W i 2
W, AN Albrecht 5 2 () S B Egr-17"~
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FGF) , 4l FGF-1 FGF-2 bFGF 4 K A 7 (trans-
forming growth factor@, TGF-B) 3 Bz A K K+ (epi-
dermal growth factor, EGF)  Ji & AL A K K F 4%,
(2)WFEEIEFE, MERE | FRIR R W T
WEME NEE MEZRRED EPE LRE
S5 (3) MLTH AN N BE RS (4) I oh, HoAl 4 iz
PHALTE FUAO I S I P R4 A PN S T
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PEP (R 0 3 TR BRI AR T, Fu 5707 22 3 01 26 X
TRl ) B ARG I I P B2 AT -1 AR P 1 356 [
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300 ZFh L R ek kA 3 A% DL AR (229 F 1
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(R ARAE S o A A 6 PR 3R S 0PN IS4 1 | P4 Bz 4
LT REZE L B R AE R 7 BRI As ik 28 B 1 ¢
PR AE FER T R iR LT R R T B AR
5 & H (oxidized low density lipoprotein, ox-LDL) AJ
U5 N AR DO RE A 473 01/ 5 200 RGBS 231 L R AE
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3T RS 20 M IR I BE R B, o As KR HY
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McCaffrey 2" il ¢DNA 5 A &% RT-PCR % A
oA N 2T 53 Jok 585 9 B A S0E B 21 48 Wi 011 30 3R B )
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A A% A0 M L 25 1 (monocyte chemoattractant
protein-1,MCP-1) | F1Ziiffi /2 1B (Interleukinl B, 1L-

18) . 4H M [EDAG Bff KT+ 1 (intercellular adhesion mole-
cule 1, ICAM-1) IML45 [A] K5 R F- 1 (vascular cell ad-
hesion molecule 1,VCAM-1) f L[R2 FH, 1L
A1, 5 apoE " /N HLEL , apoE | Egr-1 XU B 71N B
B MCP-1 IL-1B . ICAM-1 \VCAM-1 %5481 [K 7
WD 278 Egr-1 A BEIE ik i 428 L Ui A i Sk
DR R T RE A As B R A g J )
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rived growth factorf, PDGF-B) . %% b 4 K H F-a
(TGF-a) LA S HE 57 4 J@ & FI il ( matrix metalloprotei-
nases , MMP) J& JLFF 3= 2 (4 412 2 1451 1 AL 200t 5%
RUEEAG SABFE PR Tk 2 R 1) IR 32 Egr-1
ERR/HE
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S M I SEAZ B L siRNA | Egr-1 45 53 M 75 15 S 4% 1Y
I ( oligonucleotides , ODNs ) MAS [ H] Egr-1 [
RIB  FRREAE Egr-1 78 L% - 15 LAY 35 5 v i)
TUHSRIAE S S8k Egr-l 25 Z R E
WA | i K5k E 11 (angiotensin 1T, Ang- 1T ) 393
B 5 R AR PR il A I AR R PR S T i
JULKE B, T — 1 AR AT DL 22 B 3R mli e s L i
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SN ED5 S A SR SR A LA i b, &
BLEDS nJ Lk 1 10 1 40 i 5 91 1 D1 M TGE-
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2 1M1 9% H 5 5 4 B AZ BT R ( proliferating cell nuclear
antigen, PCNA ) [ Egr-1 7K - ,48005 B8 2H B I 1 /&7
$2/R Egr-1 Al fgid if 875 PCNA 7K-F-02 1 il A48 F-
JULAR FfL S5 T A S LA B H] EDS AN AT 4l
i) A BT 1 LA L 35 3k 0 mT | PCNA B 235, iF



CN 43-1262/R " [HEahikaiifb A ids 2014 455 22 555 11 1 1181

— W Egr-1 W RBP4 PCNA 35 i fie iF
SR LA R A
2.3 Egr-1 5ZRGRIFBEREI K

I Y F B A% 240 B[] A e T 3R A TR I R A
ST K ok A B Ak 7% i R T BEBRIE BR Y EE LAY,
HETA W UE B it #2 5 Egr-1 FiEHI K, Pagel
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ridel , LPS-1 ) Hill 3 (8 N 5% 3 ik M) Bz 40 e 2L 005 6
RINETC LPS FFEALAH LU, BRAZ 20 M55 PN B2 4 1)
R R 2 MR 5 ERK/EGR-1 09 #0&
HIZE . Kim S 7R S 40 i B ox-LDL 44k
TR 20 M 1 i B 5 TLR9-MyD88-ERK1/2-EGR-1
AIE A G
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(extracellular cell matrix, ECM) , Q0 fid 26 1 5 2
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I8 BH 7E IR 983 R FE R F o (tumor necrosis factor,
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F ( connective tissue growth factor, CTGF) , Ifij iX ££ [H]
T LA Egr-1 872 %2 MMP 5 4 )& 8 11 i 4121
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HeR
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AASAR 543 R 8 4 45 B AEL 40 1) 55 4 LA B I B
RN P LR B A A SIS 3 n] AR 4% i A
AU R B PR T (R S E A MMP X 41
AL A BB IR A FE LG O o 0V B R X 2
BT E B MMP 1 50 WAETE
TS 22 TR A, 3 6 20 i 2 ) AR A [ 03T i
B PKCB—MAPK—Egr-1 & 12 L& MMP ) 3% ik
BG4 A 2 AR TR 4T e
KREGIRFE Ot 2 B R i R — A L T
NI [ A IS A= A ) A8 BE AN S8 B 19 1% 7% I /5 3L
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P AR D B 4 Ja A VS A A G, BE L g
JEB TS Wy A 5 1 ( plasminogen activator inhibitor,
PAI-1) Rl HE WL E R G W H T, EHEL
T, PAI-1 55 1l B )5 38005 % ( prothrombin activator,
PA) Z [ PR A5 s AP, P HILAAR IE 5 B B Il 273
HRE. (HYH N A RE 2401, K PAL-1 $¢ 73l
B IR AEER LT R GE R T, BHLAS BIR T RERY &
5, T PAT-1 1Y 3R 3Kk 7K 1 S g 0% 4 R 52 2] Egr-1
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BRI 37 0 O SR 7 K B AR B4
W ] Egre-1 4% 510 URCHS EDS LG AC B Egr-1
Seik | WAL P PAL-1 KT S R AR | 47
Fer-1 AL PAL-L 2235 T 25 1R B A

3 Rk OE

Egr-1 & — " Z KB RN T 18 As KA
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KBS B As BAEREASDITRMHEC &
it Egr-1 milbrry 0 Rl i HAMNE M Egr-1 R 7%
JBAE A siRNA B2 Egr-1 55 5 P 175 1 55 4% H R
(ODNs) SF T FBeAF #IUESE, SR, H AT Egr-1 1
PE Y R AE S AL M A B, BN K RE L
AR M RN R EA il Rl B AR SR As fE
W PR, e 3 g T AR A2 IR N A T i A T
Egr-1 MILHUIER 15K E 2 MU RD As AL 1Y
MEZ— TE As W HIAE HAR L b 2 53005 Egr-1
) EWEE S A RO As TIRAVHTE A,
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