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[ ABSTRACT]
cell adhesion molecule-1 (VCAM-1) and tumor necrosis factor- alpha (TNF-a) in human normal coronary artery and coronary ath-
Methods

TNF-a in nomal caromrlyartery and caronary atherosclerosis respectively.

Atherosclerosis;  Intercellular Adhesion Molecule-1;  Vascular Cell Adhesion Molecule-1;  Tumor Ne-

Aim To estimate the expression and significance of intercellular adhesion molecule-1 (ICAM-1), vascular
erosclerosis. SP immunohistochemical technique was utilized to measure the expression of ICAM-1, VCAM-1,
Analyses were performed on SPSS 10. 0. Results

The expressions of ICAM-1, VCAM- 1and TNF-a were on endothelial cell, smooth muscle cell and macrophage of atherosclero-
sis. They were expressed individually as 50. 0 £10.9, 51.8 6.0, 13.9 £2. 8 in faity streak period, 23.1%7.3, 37.2%
9.7, 23.0%6. 0 in fibrous plaque period, 17.5%4.9, 18.6£5.5, 38.0£10. 0 in atheromatous plaque period. ~ They were all
significantly higher than those in healthy controls (all P< 0.01). There was positive correlation in ICAM-1, VCAM-1 and TNF-
a(rl=0.344, P1< 0.01; r2=0.52, P2< 0.01). The expression of ICAM-1, VCAM- 1and TNF-ain endo-
thelial cell, smooth muscle cell and macrophage of experimental group implied they partaked the certain link of progression in ather-
Expression of TNF-awas related to ICAM-1, VCAM-1 and degree of atherosclerosis.

Conclusion

osclerosis.

WA, B B AT IR, — L4l 2 R 1A
2B R 7~ A BT et WA D 3 K 3K A 5B 4L ( athero-
sclerosis, As) A& 2 0E FIW S 4% T HE HE, As R BLAT
A JEE ARG 3 MR B AT D0 4 4 A ) A 4 N R
St E AR RGP 72 B RF T LZE i (smooth muscle

[WisHEA]  2003-11-21 [f&EIHEA] 20040614
[TEE®EN] B, M A, mgdtii. 0, I, Blee. &

B, HIR, PR A S

cell, SMC) 458 . 401 ARG B 73+ 1 (intercellular
adhesion molecule- 1, ICAM-1) 1 IfIL & 41 J K6 B 43 1 1
(vascular cell adhesion molecule-1, VCAM-1) 7£ [ 41 iy
ARG B I Y RZ 40 M9 ( cendothelial cell, EC) 3 [ 3
BENP BT K SMC 58 P e B E EAE A . Sok
[ 3, 4] i3, — L& 40 B (K ¥ 40 R3S BE R 7 a( tumor
necrosis factor-alpha, TNF-a) 5 A& 4 ffd kY Fff 7> 7R 18
PISRRLTE F 70, NI T As RAMR IR, TA1M
MG 4L 5 SP Ik, 73 70 A Il TCAM- 1, VCAM- 1



428

ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 4

A TNF-a FENGEIR As PRIRBTE I, L HreEqlfE
As R AIAE AN S

1 MR57EE

.1 M8

W & 57 ] 2000~ 2002 45 |5 P A TR Bh fk b 3k
A, F4 21~ 76 &, F3 48.6 £17.2 %,
1.2 ENREBEERLERNH

B¥HEFETHFERHETAE, RE\ELEXR
EERMWT R RO SR 48 NG NERERE. R
EITEHEEECHR, PEEZEE G ME SMC
AR WATEHEE, A 116l RFAs mH, Bt
ECTHAEBEHMAMEEERRSET; WA BEL
H,A8Pl. ERMEKEHAERREL 4. mE SMC
ST EE REAETH, FEEBT A E L% &
FA YL VR 48 B\ SMIC., 48 iR A 2 R RCKIE 48 B A BT
WRE Rt R W ZFL 4, oy SF a3k A, & 15 .
BB, R EET WA EER
W, HERERL BT ERY I, £+ 5 A E a4
SR A WA PR SMC R E T
K, PR, LY WA B SR A, A 23 .
1.3 A7

RATA ICAM-1 2w B H kg B AL L &4
BAERAF, RFA VCAM-1 £ TR H AR RH
ATNF-a 2 TR AEEERXBELEEY T RAR
8], SP A BUR A & W B A8 N T H A AT KA
8. ZFREHARER, L TERE N 11000
1.4 SBALLZRN

1.4.1 Wk B ESYT A, A& 5 Pm.
1.4.2 #e& XA SP &, A 87 ARG f kA

J& , 3% H,0,- ¥ BV A IR M 3T Ak i Bl By v 6
EFR(H+ VCAM-1 X A & ## & &, ICAM-1 %
FliREs % &, INFFa A F B H), #in 0. 5% /NF &
BEAHAEFFERE BAFEEN—, B A
MEAK G, EEEERANEERS —H &
WH,DAB B 6. AAZREEE, A ZH, F
MWHRE . DMETNES
1.4.3 HMA F* ERESRRXATHEE
BEREEFT R R, ENBREIFRITTEH A
FEME4A M. 28 & B34 T (10 x 40) /£33 10 ML
2, 4 1T % ICAM-1.VCAM- 1 #1 TNF-a By [ 14 48 B
¥, EFHE.
1.5 SitERE

Rl SPSS10. 0 4t i+ 3K & By #k Ao A I BOAH X

2 #H R

2.1 FhBfS FARIME IR B FE R K Bk 89 55
kS

K & B, ICAM-1 1€ EC.SMC F1 I 4H Jfd 1) 48
JL S Ko 3 43 B e Rk, AE IR SO R IA &
VCAM- 1 7E 88U BC Ak e M 27 4k BE He SMC )
i N 2RIA A B . TNF-a 76 B4 i EC AT SMC 1)
3% HR Rk, 75 B AR A R IA BB R A
2.2 EIRENEK S FRIEFEH 5 F AR E TR
[EReai)iak

TETEIR As A8 5 7, ICAM-1 F1 VCAM-1 &i&
I REPEZH MR B fE N SO B 2, 5 I8 e R 3 ik L
BERFEHEEFH(P<0.001). EL4EPFHI5 W
FEBEHUIRA B8 ek D 1 %, 5 0E 5 IR 3 ik B 82
E BEWEER(P< 0.01) . PIFREHE > 778 IR
As RSN RIA N E B EMEZEF(F 1, Table 1) .
MNIEH AR BIK B As 95 22 1) R SO | £F 4 B e A
PRAEBEHL, TNF-a R IE 24, WAL S IE
WML E B EMEER(P<0.01), HEXZ
[E) 9 A LL s, TNF-a [ 3R 1A A % 55 (38 1, Table 1, P
< 0.05) .

F 1. BRENPKFRIZMREREMT 5 F 1. ME 4R AL B 4> F 1
FAMEIRFEE T o A9PRIE AR A BILEF, » To)

Table 1. The numbers of cells of ICAMF 1, VCAM 1, and TNF
a per sight expressed in coronary artery and every period of

atherosclerosis

SEGH) Bl ICAM- 1 VCAM- 1 TNF-a
EHEA 11 2.2%1.4 2.2%1.2 7.8%2.2
e 8% 8  50.0%10.9° 51.8%6.0° 13.9%2. 8
Ageprse 15 23.1%7.3" 37,2397 23.0%6.0
WEEBTER 23 17.5%4.9"  18.6%5.5"™  38.0%10.0°"

a: P< 0.05, b: P< 0.01, c¢: P< 0.001, 51E % 41EL%:; e P< 0.03,
f: P< 0.01, SHESUALLES h: P< 0.05, SEF4ERTHLILLE .
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0.01; J5%# r= 0.52, P< 0.01) .

3 i



CN 43-1262/ R HEFFkhEL 44 & 2004 26 12 E5 4 429

Bk A Rz 35455 51 S EC 2R TH RS B 2R, R IA
RGP 53, (kR 40 BRG B, 2 As TR LI 4R B3R
T, BRI AN TR, BN B
Hia, SRR R Ak R v R B, S v vk B4 e 4
JiR, i S G S o [ BN R A 22 o A i TR, A2
HE SMC R AUEALRIRIGE, TR AT 4EBT L

Fibt 4> 1 AR A —2 4 % R #EAE L, 5 804
Jit 1) 5 40 -5 5 Jo 1] )R Bt JHG o ICAM- 1 11 VCAM- 1
BN ERE B KR R, ICAM-1 £ ERE T H
P40 EC I SMC 540 g 22 i, L A 4 A vk EL 400 i
IhEEMFHTE 1( lymphocyte function-related antigen-1,
LFA-1) A1 BB 40 ffd 43 AL 5T 1( macrophage differentia-
tion antigerr 1, MAC-1) ; T VCAM-1 R 7£ & 14 1) 1f 5
EC 3RiX, FCAR AP 4( very late antigen4, VLA-
4, EFRET, BEMREMRBEBEAERIE HHE
JR B 4 M B A TNF-a AR 1 A0y TR
RTINS, ML EC BE 0, Rk ICAM-1 A1 VCAM-
17 (R B AN S EC KB AE A, 3 1T T 1
Aso ARSZIG R FH 9% 40 234K 2% SPyEAG I IE 5 et
KRBV AR As 221 ICAM-1 & VCAM-1 f A
RIL, As HZF ICAM-1 K VCAM-1 FRIX I IEH 4
BEWES, BASGUER(P< 0.01), #t—iEH
Kbt 715 As MR R R E EEIER, 53Tk
[911]RIE—5. ICAM-1 fEfRGURIEER K, &
BRIET EC, W] e iz 40 M ml P B2 BRG B R AT
A T SMC 1Bk 41 ff 3 38 ICAM-1 o] Be - B T
MR AR R L. VCAM-1 FZERIET As
TE BRI EC, 15 ICAM-1 ML, ATRESE#E—25
R B A% 20 M 1) P9 R ARG B R B . 7R 3 R A AR
Bk T Y R 2R 1K VCAM- 1 323 PR, 78 RE BT
B 2R AP B . EELL SMC RiEANE, X
Iy FLAE FH A (I a3k 3 N9 b 1 BRAZ A 38 04
e 2 Mo, 33 T 5 4R B 5 1T A% AR A v R 4N B T B
As; FEAZHE T Ik EL 40 A s, 385 n-5 40 18] 4 AH E A
o TERCTE 2 (1) ELWRAH M, 12478 SMC M L& 2
) AT RS AT FISE B, R it — Pk JE .

R R B8 7 a( TNF-a) 2 —Ffh X EH A E
15 41 8 TSC P 4 L IR 1, S 22 R 4 B A A A A AT
Thie BA H ) S ) 2 108, B RE B E 7 I 1)
BLHID = A2 40 PR EAT A A S, LR E A&
TN B M R N AL OR Y . R I EC,
1% SMC 7R a] 233 TNF-a, 7] R85 As IITE S K J&
BEYIRRY . PRI, INF-a £ As BB 5
AT IEW s ke, B A% E X (P< 0.01), fF

As B AR AL F TNF-a [ 3R18 2881 38 = a3, IF
HXg g g BRA g5 E X (P< 0.05), BP 338
RS As M EBEE —, K TNF-a 35 As
FIRAEH MR ERE. 2K /R INFa 5
ICAM-1 F1 VCAM-1 7E As H [FJRE ) B IEM 2K, KT
PR TNF-a () %75 5 ICAM-1 F1 VCAM-1 f) % ik LA
o As AR FR BB A

M2, As FIRAEKBER DB, Xt
KB T M A R 7 7E As R 9% B B MR OGRS
AbTHIGEBY B, VF 2 WL A B, A it — P 5
FERYT o B A5 5 A Bt 23 7 S FCAH DG 40 M Rl ¥ 7E As
RN R AN W RN, I 5 R TR T B i) 2%
Tl ICAM-1.VCAM- 1 B 50 A4 1)K B 23 7 3R 38 & B
B2, UA R RS I 20 8 R BC AR B N LA %
VI v REN IR IR BTG As $RALHT 10 1E .

[ &% 3]
[1] Ross R.  Atherosclerosis —an inflammatory disease. N Engl J Med, 1999,
340: 115126

[2] Ridker PM, Hennekens CH, Stampfer MJ.  Plasma concentration of soluble i
tercellular adhesion molecule-1 and risks of future myocardial infarction in appar-
ently healthy men.  Lancer, 1998, 351: 8892

[3]  Hamilos DL, Leuny DY, Wood R.
chronic hyperplastil sinusitis with nasal polyposis( CHYMP) is associated with

Fosinophil inflitration in nonallergenic

endothelial VCAM- lupregulation and expression of TNF-a.  Am J Regpir Cell
Mol Biol, 1996, 15: 443450

[4] Mullol J, Xaubet A, Loper E.
respiratory mucosa, comparative study of nomalmucosa and inflammatory mucosa.

Med Clin Barc, 1997, 31 (1): 611

[5] Ross R. The pathogenesis of atherosclerosis: a perspective for the 1990s.  Na-
ture, 1993, 362 (6423): 801

[6] O Brien KD, Allen MD, Mcdonald TO.  Vascular cell adhesion molecule1 is

expressed in human coronary atherosclerotic plagues: mplications for. The mode of

Fosinophil activation by epithelial cells of the

progression of advanced coronary atherosclerosis. J Clin Irwest, 1993, 92 (2):
945951
[7]  Cybusky MI, Fries JN, Williams AJ.  Endothelial expression of a mononuclear
leukocyte adhesion molecule during atherosclerosis.  Science, 1991, 251: 788
795
[8] Tingsgaard PK, Larsen PL, Bock T. Expression of intercellular adhesion mole-
cule-1 on the vascular endothelium in nasal polyps before, during and afer topical
glucocorticoid treatment.  Acta Orolaryngol, 1998, 118 (3): 404-408
[9] 4RI, XM, EER, 8. PRSI S RN
ik P9 R B4 T A FR TR R B 23 7+ 1 R Bl sh kAR AL 4 &, 2002, 10
(2): 109111
[10] skEty, x| 5, #Efer, 6%, oK. RS R R S g
SR RERE AL 20 RKEE PG 40 TR R IA IR . F B AL A &,
2003, 11 (1): 1316
(1] ks, B, Bk, FEmW, 250, HgEl, % AMRRESRR
BGEA E A REER R RBI R P AL, F Bk &,
2003, 11 (5): 415418
[12]  Costa JJ, Matossian K, Resnick MB.  Human eosinophils can express the cy-
tokinase tumor necrosis factor alpha and macrophage inflammatory protein alpha.
J Clin Inwest, 1993, 91: 2 673684
[13] #h 7, BR/bgk, R OB RGN TPA B[ E AR SRR E 26 EB
BRI RAE AR, PRMBRE, 1995, 17 (1): 15
(MChs LA





