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[ ABSTRACT]

ship with serum matrix metalloproteinase-9 (MMP-9) .

were divided into soft plaque group, hard plaque group and nonplaque group.
linked immunosorbent assay in blood samples obtained 3 weeks later after hospitalization.

found in 87 (72.5%) patients, the prevalence of severe lumen stenosis was 4. 17% .

cerebral infarction were higher than that of norr infarction.

than those in the hard plaque and norr plaque group (P< 0.05) .

other than severe stenosis, which may be the character of carotid atherosclerosis of Chinese stroke patients.

portant risk factor of stroke in our study.
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Cerebral Infarction;

Matrix Metalloproteinases9; ~ Ultrasonography;

Aim To assess the character of carotid atherosclerosis in patients with cerebral infarction and the relation-
Methods

arteries of all the 120 patients with cerebral infarction located in arteriae carotis interna system.

The duplex ultrasonography was performed in the carotid
84 patients were included and
Serum MMP-9 levels were determined by enzyme
Results  Carotid plaques were

The incidence of soft plaque in the side of

Serum MMP-9 levels were significantly higher in soft plaque group

Conclusions Most of the carotid artery lesion are plaques
Soft plaque is an im-

MMP-9 may be a potential clinical marker of unstable plaque.
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2.1 FahfkEBERELSER

87 B FEF (72. 5% ) Ak HA 30 B0 Jok s A B A0 B e,
Horb 52 41(59. 78% ) % KYEBEER, 49 51 ( 56. 32% )
R, PR CLEEBE 2 WL, D9 79 f4i(90. 8% ),
BT 31 51(35. 6%) , 1R A BT 27 B1(31%) , i 5T 8
$(9.2%) . CASHBN K> X2 W, H kB3
K AIER R Bk (2% 1, Table 1) « 4k, K IS5 bk &
FERRAE B S BI(4.17%) -
2.2 18N SIEAETE M oh kB A R IR e ZE

i A58 B 0] 6% B ) A 28 B S v T I A B
(P< 0.05; 3 2, Table 2) .
2.3 MEEREEEREIKE

BRPE L AN B BT 4 1M 7 MMP-9 A1 fE [ B K P
I B E T ARBEE AL P< 0.05), Horb 5B 41 MMP-
9 7K B B TREBELL( P< 0. 05; & 3, Table 3)

R 1. DERIBKEHEBEURRA T ARTE ()
Table 1. Distribution and typing of carotid atherosis plaques

A mEHE BEBE BB RAEB &
R B 2 2 18 5 27
A BE k> XAk 1 9 14 9 33
B Bl GRS 46 Ak 0 4 7 2 13
7 3 B ik 1 2 18 4 25
LB K5y XAk 3 12 15 4 34
75 30 A Bl fikGE 46 Ak 0 2 7 3 12
&it 8 31 79 27

2. FOAETE M 5 3E R AE TE M 0 5 Bk A R B B 2R
Table 2. Carotid ultrosonographic findings between cerebral i

farction side and nomr cerebral infarction side

gy 4l no R YR BEER L8
fRAiZEMAl 129 10 (7.75%) 70 (54.26%) 23 (32.86%)
EMEAEMA 111 5(4.50%) 59 (53.15%) 10 (16.95%)*

a: P< 0.05, SRimEFEMIZH LA .

3. OHBHE AR IFRASE TR ESRILER
Table 3. The comparison of laboratory test among nomr plaque

group, soft plaque group and hard plaque group

~ E[37(3341)| WBEAL i BiE 4L
EiZI 7
(n=21) (n=18) (n= 45)
S BE I (mmol/ L) 4.5%0.7  5.8%*1.4* 52%1.1°
H i =B (mmol/L) 1.9%0.8 1.9f1.3  1.9%0.9
2R IMHE (mmol/L) 6.311.8 6.2%+1.2 6.0%2.1
T4 BEAN9 (ML) 238 65 482 F162% 319 £97°

a: P< 0.05, SAEBEHLA LI b: P< 0.05, SHEBEA L.
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