520 G55 18 1 O = % OE Kk ¥ ¥ i Vol. 29, No. 18
1812 2007 4F9 ACTA  ACADEMIAE  MEDICINAE  MILITARIS TERTIAE Sep. 2007

= m g ‘ LEEH £ 1000-5404 (2007 ) 18-1812-03

BN ARBER LR 5 MMP-9 148 X 17 35

A FL MK RYSU IS b AT (R 161 BB R PR}, TR 430000555 = B AR F I
fie 2t L, JEIE 400037 )

O HOY AR R] 2K 0 0 ok SR A T RS I o R 4 i 2 -9 ( matrix metalloproteinase-9
MMP-9 ) 7K - sfe L2 201 ah BkRES 5 5 PE S MMP-O (RAH el . ik % 64 fol 2l ke (R AT SR ML & Bl . TCD 3k fiig
CT MR DSA Hit K28 D REVE 43 ( NIHSS ) 6 3 8020 bk BE Bt 4743 589, 46 00 H: ifn 2 MMP-9 | C-52 1 45 11 ( CRP) K
o BERE A MMP-O Z)CF- 5 BEHL S 0L B TE A L(r_n 92,P <0.01), [ il 3 MMP-O K - bl 5, BE-He ) £ 2 v g
CRP PESCER W35 8 T X HELH , 02 b BLC 4 5 T A 4L(P <0.01) i B 4 C £ 4 RS it R L (P >0.05) ,
e CRP 76 30 2h ik BES i) 18 & 2T (0 e 'ﬁ*#u'rdﬂbkﬁl'l}&l‘ﬂ S A AR G A U MMP-9, 5538 S0 a0 Dk EEH B 101
fiL3% MMP-9 P S EAHE . FATT AT LAGH 1 519 27 Bl B 25 245 5 14 MMP-O S S3 41 iy 401 20 Jpk BE bR 5 6L . MMP-O
A o 5 A0 BREER (0 985 1 AL 8 o R A, 7 SR i B 0L 593 1) P 12 W R L A FEAR (A T L

SEGHR) A 0L LR LT A -9 5 C- B R

FEES S, R345;R446. 112;R543.5 HKARINAD: A

Relationship between MMP-9 and different types of carotid plaque
CHENG Yong',LI Chao-wu',TU Ming-yi', NIE Hai-ling', SHUAI Jie® (' Department of Neurology, No. 161 Hospital of PLA,
Wuhan 430000;° Department of Neurology , Xingiao Hospital, Third Military Medical University , Chongqing 400037, China)

Abstract; Objective To observe blood plasma matrix metalloproteinase-9 ( MMP-9) of the patients with
different types of carotid plaque and investigate the relationship between MMP-9 and carotid plaque vulnerabili-
ty. Methods Totally 64 patients were examined by CDI, TCD, cranium CT, MRI, DSA and nerves function
score (NIHSS) to judge their types of carotid plaque. Their plasma levels of MMP-9 and C-reactive protein
( CRP) were detected. Results Plasma MMP-9 had direct correlation with plaque vulnerability (r =0.92 P <
0.01), viz, the higher blood plasma MMP-9 level, the more vulnerable of the plaque was. Plasma CRP in ca-
rotid plaque group was significantly higher than those in health individuals, and those of patients with vulnerable
and to-be-vulnerable plaque were higher than those of patients with non-vulnerable plaque (£ <0.01), but
there was no statistically significant between the former 2 groups. Conclusion  There is a direct correlation of
plasma MMP-9 with carotid plaque vulnerability. Carotid plaque vulnerability can be decided by imageology,
clinical examination as well as plasma MMP-9 level. MMP-9 can be regarded as latent serum marker of vulnerable
plaque, and has clinical significance in synteresis, diagnosis, and therapy of ischemic cerebrovascular disease.
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