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ABSTRACT Objective: To explore the relationship of Visfatin and MMP-9 with the vulnerability of carotid atherosclerotic plaque
and the correlation of serum Visfatin and MMP-9. Methods: According to the carotid atherosclerosis plaque vulnerability, 70 patients
with cerebral infarction were divided into vulnerable plaque group (n=43) and unvulnerable plaque group (n=27). Thirty healthy subjects
were selected as controls (control group). The levels of serum Visfatin and MMP-9 were examined, and analyse the correlation between
them. Results: The level of Visfatin and MMP-9 in the Cerebral infarction associated with carotid atherosclerosis group was significantly
higher than that in control group (P<<0.01). The level of Visfatin and MMP-9 in the vulnerable plaque group was higher than that in the
unvulnerable plaque group and control group (P<<0.017). A positive correlation was observed between the expression of Visfatin and
MMP-9 in vitro (r=0.643, P=0.000). Conclusion: The serum Visfatin and MMP-9 participated in the pathophysiological process of carotid
atherosclerosis in cerebral infarction patients, it may be correlation high levels of Visfatin and MMP-9 with the formation of caotid
atheroscleotic plaque instability, Visfatin may be regulate MMP-9 secretion and activity, which changes plaques vulnerability.
Key word: Visfatin; Matrix metalloproteinase-9; Brain infarction; Atherosclerosis; Vulnerability
Chinese Library Classification(CLC): R743.3 Document code: A
Article ID: 1673-6273(2014)03-500-03

Visfatin AT fEJERANATE 0, 1125 6 FEBER AT I, 78
AT E S KA AR B K G Ao A3 R TR ke g 0 B A 35 14

RIS

B Ik ks LA 1k, (atherosclerosis , AS)2 JikiFF A Fit) B S5 5 FH AL
filt, BNk AS e 2 SAYERAL , 2180 Dkok Bl AL sk E W]
BRI FE A 6 PR 22, iR A B H A AR M R e i
PERGAS B O HEER T, AN FRE PEBEIR A 5 %, 35 1Bl ik - 2
Jo i - R ZE, AR R SR TS T L A T A ZE 2 A 1A
IR . S SRR AR AL 78 MMP-9 55355 ik
SRR BEH AN FRE PR B EAR DGR, Visfatin 2557 & BLIY i 1y
PR 1, S SRR REAL O R H AR 2 B H AL A RTSER

YEFZ A BOFvE (1980-), 5, -0 58 A, A Be BRI, 52 5 1l -

PIZE B BEP , HL I : 15886933228 , E-mail:duanxinhui@163.com

ASEIVEE : B2, 95, FARBEIN, 2%, 322 Tl 10550 728 ) o

7% , E-mail ; wang832000@sina.com

(Weks H#9:2013-04-15 257 H #H:2013-05-10)

Visfatin Gy Je o, Ul IR SEBEUM & 451 %5 1 Vistatin (3
IRRAEANGY ) . Visfatin XF AR - BB HESM% MMP-9 (1)
T HAG B BRI, SR, LT Vistatin /K5 ik
FEBEY B & LTI KRR RE A A G T, AHFST
Job WA 2 2 i A AT R 2 AN R I T Visfatin il MMP-9 3k K
BRSNS 5 3 S5 S0 IO R R R T BT B K B i 2 T
KF&, M Visfatin 5 MMP-9 [ AH5CHE: H I B 8t s g
WP IRt — LG RS2 R R

R

1.1 R &ER
(1)3E$E 2011 4F 12 A -2012 4F 8 A fE R Bt 2 N RHERE
) 70 I FE-A 51 3 kR AR BB B 3, B3 M 46 i, Lotk 24



REYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.3 JAN.2014 + 501 -

B, A 43-81 %, F1(59.58+ 10.00)% , FFA FEHLALE AT
B E 12 WA A 4 R A D S M 1L 9 2 1A S A B i A A
FFISWHRHE, 372 CT MI(Z)MRIEAIFSZ. (24 % CTA(E
MRA ) | FUSl iR €8 75 4 2 235 SR , 3B 430 20 000 1l A8 8 79 A A
WESEAFE SIS REBER o (3)HERRAR v  HEBRIN a8 2 ™
TR BEIRIG CEERE s S R A B s
PGS, ZEHT 6 AN H PR A S AMY R R R, S
T 6 H PR MRS S F B 259 ape iz TR .
1.2 44

TEBE L TR BE AR .0 358 JioHE 7 S A BN TC 3 Bl Ik A
BB {5 AR I A 30 BRI F R IR (A ) 5 B AR A
90 B0 I 75 A A JUT I 7 350 B DK AR BE B 5 30 5 A A S A
(ARSI PEBE AL (B 20)27 il 35 5 (2) Syt R BEER 40 (C 4H)
43 il
1.3 $5FRMET

FA s E R (WC) . & i R AR E TR AL
(BMI) i 1 (SBP) &78K 1 (DBP)E . 35 Jre Al B 2s g i ik
M. 5 mL, W52 MG maE (FPG), BAHEEE (TC). Hil =M
(TG) K% £ N5 & A I [ i (LDL-C) | & % B Ig 2 (1 (HDL) ,
AT E 1.50 mL EP &N -80C{IRIRARAE . SRHDBIIARIEL
TR G 2 W B 36 ( ELISAD R Visfatin A1 MMP-9 7KF-, 1205

S VAR BRA ) BRAE TR e R &
ULAA AT
1.4 MENBKBERNE S A
ST BRSNS IOKE 1R 5 1-1.50 om i &

EF IR A AT Sk B BRI KERFS (4 SLEB ) 30N Bl ki
i (4 X 07 ) HARFNEIIK A - R (IMT ), IS8 2 15 77
TESI KR FERE AL BES ; LURBRIEPY - FP R RE2 1.20 mm, 5350
B, [ N, E SCRIRREBE 2 ] Mathiesen 25:09B KU
FERTAT 45 SR PR SN Dk AR B AR A8 B e (B 7
FUCK BRI COREBE, B BES Py 8 [ 7 5 48 B [m] 75 30T
TRTERE IR IS 0P LR 5 ()RR, BVBRERR Ay [T 75 41 T4
Il (3)IRAEE, BNBEE N FE MR 55 Ay, Ho s 2 ik ml
7 TR RIS Y B HRR A BEER E SO 2y 3 B v 5 [
7N R Y R BEHA AR 2 B B
L5 gitathAaiE

KA SPSS17.0 BAFHEATAL L, T POk DA S bR
(xt s)Fm, ZHMBIEN L ECR R HE E 7 2000, TEAR
FHEATRRANGLS 3 SR P R B 0T, THEOR AR
(%)FR,AT% H K5

2 R

*® 1 SHFHE—RERNRETUELIEROLR(xE s %)

Tablel comparison of Baseline data and biochemical index of three groups(x+ s 5% )

. XHERZA(A ) S RBER(B 4H) SIRBEERA(C 4) S P
(n=30) (n=27) (n=43)
FEH#(Age) 54.93+ 9.39 59.59+ 9.57 62.81% 9.59 6.042 <0.01
HEBI(E / %) 18/12 17/10 29/14 0.199 >0.05
BMI 21.85+ 2.73 23.34+ 2.51 23.82+ 1.78 4312 <0.05
W C(cm) 83.71 8.77 87.33+ 8.41 89.08+ 9.19 3.280 <0.05
SBP(mmHg) 125.51£ 12.88 134.67+ 21.23 139.53+ 15.21 11.646 <0.01
DBP(mmHg) 80.97+ 6.94 85.00+ 10.10 82.91+ 11.18 2.526 >0.05
FBS (mmol/L) 5.45% 0.61 5.69% 1.05 5.37% 1.69 0.545 >0.05
TG(mmol/L) 1.68+ 0.67 2.05+ 0.99 1.91+ 0.90 1.347 >0.05
TC(mmol/L) 4.51+ 0.79 5.32+ 0.87 5.16% 0.92 7.350 <0.01
LDL(mmol/L) 2.93+ 0.59 2.64+ 0.85 2.76% 0.85 2.244 >0.05
HDL(mmol/L) 1.25+ 0.32 1.15+ 0.25 1.18+ 0.29 0.964 >0.05
Visfatin( pg/L) 14.17 4.74 24.34% 6.32 32.05+ 11.40 48.810 <0.01
MMP-9(g/L) 131.95+ 37.86 206.59+ 56.79 311.92+ 82.40 64.876 <0.01

i*:5% 1 f SBP,DBP,LDL,Visfatin, MMP-9 & #155% AL, FEFIEE R AT EN,
Note: tablelthe data of SBP, DBP, LDL Visfatin, MMP-9 adopts Kruskal-Wallis Test, variance homogeneity were drawn by analysis of variance.
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