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[ ABSTRACT)]

hesion molecule-1 (ICAM-1) are markers of endothelial dysfunction and the degree of coronary collateral circulation in subjects
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Aim There is a growing evidence showing that asymmetric dimethylarginine (ADMA) and intercellular ad-
with severe coronary artery stenosis is attributed to endothelial injury.  In the present study, we examined the serum levels of AD-
MA and ICAM-1 in patients with severe coronary artery stenosis and furthermore to investigate the correlation between the serum
Methods

sis of one vessel > 95% among three main vessels of coronary artery were consecutively enrolled in the study according to angio-

levels of ADMA and ICAM-1 with the degree of coronary collateral circulation. 85 patients at least with the steno-

graphic estimation in our hospital from June to November in 2005.  Development of collaterals was classified by Rentrop’ s meth-

od.
grade 0 and 1; welldeveloped collateral group: 35 patients with grade 2 and 3) .

According to the collateral degree, patients were divided into two groups ( poorly developed collateral group: 50 patients with
The levels of ADMA and ICAM-1 were also de-
termined. Results Compared with patients with poorly developed collateral group, the levels of ADMA of patients with well
developed collateral group were significantly decreased (2. 23 £0. 59 Umol/L vs 1. 79 0. 57 Bmol/L, P= 0.001).
the levels of ICAM-1 were also markedly reduced ( 272. 4 £68. 3 Hg/L vs 225.0%61.9 Hg/L, P= 0. 002).

the present data suggest that poor collateral circulation is related to elevated levels of ADMA and ICAM-1 in patients with severe

Similarly,

Conclusions

coronary artery stenosis.
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% 1. BREI X AR IE R S FRE B 2 SR R A
B REMI S F 1 3RE (v L)

ADMA R ¥

ICAM-1 V&
03 15 5 45 2% . :

(Pmol/L) (Hg/L)
0% 24 2.30 0. 56 277.7£60. 0
1 2040 26 2.17£0. 62 267.4%76.0
2 A 23 1. 83 £0. 59 228. 1 £56. 7%
3HA 12 1.71 0. 54* 219. 1 £73. 2%

a N P<0.05, bAP<0.0l, 50FHALE:; ¢c HP<0.05, dAP
<0.01, 514K,

3 g

I3 AR 5 B Bk A BRI SO A 1 = B i 7
o M ARRIFEATTFE A (1) M8 P 7 20 Pl 2 R
FELRE A, 4 B 408 5 VA AL TR 0L (2) PN R 4t o A% A
B (3) PN B 40 A R 0 B i b A B I, P
T HVE A EETY B (4) & MR IR sh, H
JE TP LA P9 R A B 4k 5 DLUR 2R 1) 7 20T GHT 1) I
Ul I, 7R SRR h Bk O S it e R R RE R, P R
YR D REIRASEE A EEAE L, A 5% 40 i Th e 2k TRHs
SR 32 I (I TE A

EXRTFR M — H RS 2 BE (ADMA ) A& — Fl P U 14
NOS #1171, Mf13% h ADMA 7K (1) T & T 5 30
IR DRGNS B, P B2 4 RGP 138 0, ()B4 i
Bl R EEh ik R B . IR E 3 AD-
MA K K214 1Pmol/L, 7 B AR FITE AR EE H, AR
P ADMA 29 FEAR RS 1 982 Y 52 2 B 1) NO A A
0] 2 B RER S 5 1) 0L 47 ok I B, B4 S5 5
PRAFEFEAEBH, 2 Ffuls I 87 2055 1K ADMA 7K -F B 2
Frm, AR H 5 ME N B IR 2% V)M %, #
ADMA #IA A2 — AN #T B9 A B2 T B AN 4 1 T (A
T BT, A SISEIAE, T Bk % & 1
B B S 2R R 2K ADMA 3K FE 1 T v
A BRI K 4041 ADMA 7KF RE 88 58 1f 5 A=
Bk R

YR IAPRE B 4> 7 1( ICAM-1) SCFR CD54, &k B
YRR T BE A S BT IR 1(LFA-1) « W 48 i 23 1k 31 R
(MAC-1) fBC A . ICAM-1 =5 BEAE N Jiz 40 L ~F ¥ L
S Ff R 2 2 BRI AR 55 A i SRk, AR EAE F 2
B 5HMEALE SN T A5 M N 40 RS
By, Rt RAERIRAE S KR, sICAM-1 & i & B
SR AL 20 R A R a3 IO T S, L R R B T 4
i b TCAM-1 1 R 4R B, BT AR 2 98 0 I BE 1) A

AP R P R A KT B AR 2 —
VETE B Thee i &, T DL TR o 0fiL 8 5 0 1) R
JE' o s % B ICAM 35 DR Bk B Ak B ) 114 2
T B S =2 B o R I AR S 6 A BN S
TEAA K5 E ik B B ICAM- 1 #1155, {E 1R AL 14
R . B 4 B EoR, ADMA 7] LUE i
B P R 4 i A SICAM-1 S 30N B B RE 2SI, b
78 1-Arg AT 2 3% (1 ADMA FH & 51 &2 1 2 2 Zh Ag
W,

ARSI TR BN, 7 e R B Bk opk 8 B CCC
FERRA R 5 ik ADMA A1 ICAM- 1 AH 2%, #2451
A M SCIEA 5 4 &, KIEAF 0 HM &
f B 1L ADMA A1 ICAM-1 IR EE¥HE R T EE
3 ST M . XA R The A4 2 4
MISCAEIAAE B B 2R &R, IF H 9 (2300 SC9E 30 4=
ARG T — & HMIRIT 8%, BB, MHEEES
(B4 B e R S B gk — 2 A 9T

[ &3]
[1] Fukai M, Ti M, Nakakoji T, Kawakatsu M, Nariyama J, Yokota N, et al. An-
giographically demonstrated coronary collateral predict residual viable myocardium
in patients with chronic myocardial infarction: a regional metabolic study [ J].
Cardio1, 2000, 35 (2): 103111
[2] ZUk3R, #HITFM, 24, DA, ORI MmEREEKET SRR
RIEHEAEAL REAE AR R AT, P Bshmkmisd &, 2003, 11
(1): 4749
[3] Cooke JP. Does ADMA cause endothelialdysfunction? [ J]  Arterioscler Thromb
Vasc Biol, 2000, 20 (9): 2 032037
[4 f&#e ZooeE WIEME SR SERIRY: — MR N IR 4
BMEFII]. FTEGEELE255%E, 2000, 14 (3): 161-166
[5] Gearing AJ, Newman W.  Circulating adhesion molecules in disease [ J].  [Im-
munol Today, 1993, 14 (10): 506512
[6] Rentrop KP, Cohen M, Blanke H, Phillips RA.  Changes in collateral channel
filling imm ediately after controlled coronary artery occlusion by angioplasty balloon
in human subjects [J].  Am Coll Cardiol, 1985, 5 (3): 587-595
[7] Risou W. Mechanism of angiogenesis [ J]. Nature, 1997, 386: 671-674
Duan J, Murohara T, Tkeda H, Katoh A, Shintani S, Sasaki K, et al. Hyper
cholesterolemia inhibits angiogenesis in response to hindlimb ischemia: nitric ox-
ide-dependent mechanism [J].  Circulation, 2000, 102 (3): @70-376
[9] Jacobi J, Sydow K, von Degenfeld G, Zhang Y, Dayoub H, Wang B, et al.
Overexpression of dimethylarginine dimethylaminohydrolase reduces tissue asym-
metric dimethylarginine levels and enhances angiogenesis [J].  Am Heart Ass,
2005, 111 (11): 1 431-438
[10] Suboda V, Todd JA. Fundamental of endothelial function for the clinical cardi-
ologist [ J].  Circulation, 2002, 105 (5): 546-549
[11] Hoefer IE, Van Royen, Niels .  Arteriogenesis Proceeds via [CAM-1/ Mac-1 -
Mediated Mechanisms [J]. Am Heart Ass, 2004, 94 (9): 1 179-185
[12] Guray U, Erbay AR, Guray Y, Yilmaz, MB, Boyaci AA, Sasmaz H, et al.
Poor coronary collateral circulation is associated with higher concentrations of sol-
uble adhesion molecules in patients with single-vessel disease [ J].  Coron Art
Dis, 2004, 15 (7): 413417
[13]  Blankenberg S, Rupprecht HJ, Bickel C, Peetz D, Hafner G, Tiret L, et al.
Circulating cell adhesion molecules and death in patients with coronary artery dis-
ease | J].  Circulation, 2001, 104 (12): 1 336342
(e LR





