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[ ABSTRACT)] Aim To determine if treatment with hydroxymethylglutaryt coenzyme A reductase inhibitors ( statins) can in-

fluence the development of experimental abdominal aortic aneurysms (AAAs) .

Atorvastatin; Matrix Metalloproteinase-9;  Nuclear Factor- KB

Methods Twenty four Wistar Rats were ran-
domly divided into 2 equal groups (n= 12). An animal model of AAAs was established by perfusion of the aorta with elastase,
treated for 14 days with Atorvastatin 4 mg/( kg*d) or with NS alone.  The expression of MMP-9 and NF-KB were observed in aori-
ic tissue by immunohistochemistry staining or by RT-PCR. Result The incidence of AAAs was reduced by 70% (2 of 10
9 of 10 rats treated with vehicle [90% |; P< 0.05). The development of AAAs in

vehicle-treated rats were accompanied by a dense transmural inflammatory response, and complete destruction of the elastic media.

rats treated with atrovastatin [ 20% | vs.

MMP-9 and NF-KB expression increase significantly in vehicle-treated rats.  Inflammatory infiltration was less found in Atorvas-
tatiir treated rat, and little MMP-9 and NF-KB expression in atrovastatirrtreated rats. Conclusion Treatment with Atorvasta-
tin reduced the development of elastase- induced experimental AAAs.  The underlying mechanism was associated with structural
preservation of aortic wall elastin and the presence of a chronic inflammatory response, there was a relative reduction in aortic wall

expression of MMP-9and NF-KB, the effect is independent on serum cholesterol levels.
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WA EFER EPEARE RN E A K. PCR R AL
f: 94 CH M Smin 94 CHE K 30s 72CEM 1
min, 30 M {E 3R, 72 CZE # 10 min. PCR =# T 1. 5%
bR Rk, TERREGR LT R A FTHE L
MR E A, FitE MMP-9 R EE F KB 5 K
%t B8 B-actin B9 OD H 18, ¥ &k &1,
1.4 ZiitFaeig

Jl SPSS 10. 0 3 fF & % # 48 # AT o it 24, &
HBAEM R R M TR E, AR EH
BRFAMIEAR o, AR I RELREN
WBRAHFHVIMER HATERAELNEZA
pearson 18 X 2T

2 &R

2.1 EF2ARKRBEEHMIESERFETUR
BE E SN BKIE I R R

SR RS ARBAR P ARG ST 2 H, 7
W10 Ko RETHARREENKERER LR EH
PE(P> 0.05) . XTHEAH K RAAEEREE 2 B, €330
JK AT WL AR R AL, 5RO A 4E AN IS, B E
JIET S R 2 2R, B kR 3K & 1) 8 M 4 il
Rid. SEIR S Bk EVE 2 & J5 W38 4 BE £ sh bk
gk, AT T BT B P AN R PR R SR A T
PN R 20 A P LA B HE B B 55, Bl kRE Y TG B B %
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