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[ ABSTRACT ]

Now that the initial event of the atherosclerosis is endothelial damage, while lipid metabolism is a major risk factor for vascu-
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With the accelerated aging of society, the incidence of atherosclerosis( As) is increasing year by year.

lar injury. But now research shows that some non-lipid material also play an important role in the development of As, such
as high homocysteine (HHCy) , high blood sugar and high uric acid. These non-lipid factors play a major role in vascular
endothelial cells, interference by expression of sticky molecule, changing the state of the pathophysiology of endothelial cells,
leading to endothelial damage, contributing to the formation of As lesions. This paper describes some of the mechanisms that
the changes of adhesion molecules in non-lipid factors induced atherosclerotic vascular endothelial injury, and describes some
of the therapeutic intervention targets expression of adhesion molecules, which has important clinical significance for the treat-

ment of atherosclerosis leading to coronary heart disease, myocardial infarction and other cardiovascular diseases.

kLR AL (atherosclerosis, As) & LAl ik BE
RS A RE AN SR DR D R Y I RS . B
TR ML N B 20 B 401 0 )RRl b R AR — &R
GRS AE RN AL AT PN RS 40 SR A ST
JULEH 3 7% G B LA B 200 it 471 5 Jo E RR A5 5 % 1Y
RHLERR S MR AR e As Kk KRR E
TR, AR ARRR T R S 200 AT g 5]
EAATHYE AL B9 A 1R 3l 20 BRIE L4 PN K i
O At B b RN > TR IR ELF S5 T

[WfmBHEI] 2016-05-30 [f&E B
[(E£WBH] IWARAE A E00H KRR 1L 51 (201402103)
[1EERENT]

As KRBV RE AR SO I BEHR ] v [) B 2 e 4
FiR (high homocysteine, HHCy) (= LA | =5 JRIR 3 F
AR M HE R R B As AR AR N B S 5 B R 23
AR BRI R R

1 FMSFE As ERFHER

L1 FMoFRFHEER
RS0 3 — 289 S 40 M 1] 8 40 5 4 e A

2016-09-22

Bt A -LAFSE A BFSE07 ) O A 25382 | E-mail 25 1010927603@ qq. com, JHIR/EFHZE4% ) -1, Bh

e 5L, AR AR S0, W5 7 [ A0 L 25 32, E-mail & ykylijun@ 126. com,



CN 43-1262/R " Eah kb4 2017 4F56 25 555 3 1Y) 315

FEI AIAH B AR f 25 6 1) — 28001, R0 4
AT R ), 2 S A G BREE
B (CD4 .CD8 ICAM-1 VCAM-1 48) ; B E XK
(LGB R Pk B EM BB RS BEEK
5 (B, IF, B, IF 45) 5 26 8 FURE 45 M bk 28 DA 85 %86
BHRWE, 510058 W R0 A R+ £ %
AR G REERE A KK ICAM-1 VCAM-1, J& ¥ £
ERGH L-sel , P-sel LA & A REXGE B,IF
(CD29) B,IF (CDI18) %, X LLRGME Iy T FE L
FEPI B AN | A0 | i /N DL R I S5 2T 4 B B i)
-1 WL4H MY ( vascular smooth muscle cell, VSMC )
BT AR S A0 i TR | 40 R R ] | B 4 i 3
J S A ) & AR R 2= 5 A0 U | 40 e T A
FUESH S A0 5 M or 4k A0 i R fss g, 78
GRENIE SN KR R 55 B A — R 5 A BERUR
MR A EEEM, FEITE As BAEK R
A BT A A EEAEA .

1.2 As ERE PR S FRTH

1.2.1  As FH(BgL) M58 N B2 A AE
TGRS R R AE T 2 BBt 0L P9 B 240 B 30 114 26
B 5 IR ST 220 2 ik, 8 45 4 L 2 T ) G R O
(ICAM-1,VCAM-1 P-sel 55 ) ik [, i £ |
55 G2 240 Jf 3% 11 A2 (AR 245 G (1 R o e g Al B A
RAEIT R AE P Bz 40 2% 1, B R KRB o+
(P-sel \E-sel %5 ) fiff il % i 2N 98 15 , I (1 G 92 B A% 4
JHLRT T bk 2 200 B 0 2 T VR B, Rl 2 L-sel W HL
AT A VR 3h, 22 TR B AN T 2,
I 5 7k SF k22 1) A 200 R I i B LGS P B R 2 R
2% 40 A A B P o PR 4 B0 A i I W A i,
YA W B I A AL R ML TR A B A0, B R A
(ICAM-1) 38 ] 3 52 5 27 4 235 (4 )5 FN 5 B R R 25
W3S 5 VSMC 345 515 %, VSMC 78 Al 72 W IR
JEE AR AT TR TR A, 33 2 960 VA 200 R RN RS A B S5
B s k2 2L & TR B g ot 4k SUHE — 2D AR 1 As 1Y
KA Rt I e 4 ARG I & B B A0 i
FETh ICAM-1 VCAM-1 Fil P-sel \E-sel 252ty 135
IAFEE 55 PR B - I 20 RN T 9 £ 40 i %
UMK,

1.2.2 As PH(RELEL) 3 240 b fig 4 Ak
{PR%% 3 g 2 R [& % (low density lipoprotein-choles-
terol, LDLC ) B4 4 A7 FMIE 4 PR, Tk 2 44 ]
HIPL E-sel ICAM-1 S Zh [Tk | X SLZh T
A3F-HE 0T 405200 e [ A9 AR AR T S Uk L 4
f AR HE B AT B2 A kR ) AR 40 IR VR B, I T
VSMC YkSE 18 5 ] P IS S | ol PN B3 JRE 2 i

BEH ) A= A RIS AE S R 33E — 20 A A B Y
BRI K

1.23 AsEH(ALmEH) FENS P AAE 1Y
PUCT  BESOAN BTG K, B - W 40 A | P e 4 i JIE
A - T LA 6 55 e 0 ) 5 I 4 i A 1
AV R BELR SN2 27 2 1 20 i IR 7 1T 3 VCAM-1
SEFER o7 IR, (T 11 200 16 285 R 34 o ke 412 2 Bk e
HANERE M I hin 8 B M e 24 DA S il A I i, Y
T RAFEE BT S 1] P-sel B, B, B O RER M
FREIE Ak I /N AR R 240 B 285 B O A S5 )N Al R0 A
WA B i J5 268 B RS B a0 R T i, [ B 32 45 ) PN L
Yf A= NO B RE T T AN R A RUHT I /M B8 5
M BE I D) RE SR T4 1 D) Re B AT T LML | DT 3
NS S E FB A Bl ol BEAE, B As A, L
K1,

G AMSR A
B AL T

BT PP
RIS, JHiz
LA BN B A T

BT RIRRIA
il
%

PV L p—

%
it

s [fRAs ) bt |

S ELEAN

P
JE

gt | AT | whs T (PR PR
R iR MATER

-]

— Jl550Y
—— AN
B 1. F S FIREE As WREHE

Figure 1. Adhesion molecules promote the development

process of As
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