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[ ABSTRACT ] Aim To investigate the expression of extracellular matrix metalloproteinase inducer (EMMPRIN) and
urokinase-type plasminogen activator( uPA) in aortic atherosclerotic plaques of apolipoprotein E knockout ( ApoE ™~ ) mice
and to explore the relationship between the two. Methods ApoE ™'~ mice were randomized into ordinary diet fed group
and high-fat diet fed group,raising for 18 weeks. At 6 weeks, 10 weeks, 14 weeks, 18 weeks mice were sacrificed and ob-
served by HE staining of atherosclerotic plaque morphology. = EMMPRIN and uPA expression in aortic atherosclerotic plaques
were detected by semi-quantity RT-PCR and Western blot. Rusults  Atherosclerosis model was successfully established ;
EMMPRIN and uPA in aorta atherosclerotic plaques were highly expressed, with statistically significant difference from normal
diet group (P <0.05). Expression of EMMPRIN and uPA increased with feeding time extended. Conclusion Expres-
sion of EMMPRIN and uPA in ApoE ™"~ mice aortic atherosclerosis increased with plaque lesions degree of severity, both of

EMMPRIN and uPA may play a role in the atherosclerotic plaques development.
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Figure 1. Aortic pathology change of normal diet and high-fat diet group fed to 6th, 10th and 18th weeks ( x400)
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Figure 2. mRNA expression of EMMPRIN and uPA in the aorta by RT-PCR
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F1. REARMEFRMAEZKA EMMPRIN F1 uPA B
mRNA FRix
Table 1. mRNA expression of EMMPRIN and uPA in the

aorta of two groups mice fed for different time

®2. REAREMBEFAAENKA EMMPRIN 71 uPA B &
BRE
Table 2. Protein expression of EMMPRIN and uPA in the

aorta of two groups mice fed for different time

EI 7 MR kR AR

£z I 7 LB 11 L Bk ¢ = o = ee:!

EMMPRIN mRNA 6 J& 0. 1087 £0. 0028 0. 3384 +0. 0540°
10 & 0.1725 £0.0036 0.4596 £0.0651*
14 0.2095 +£0.0041 0.5127 +0. 0873*
18 & 0.2506 +0.0047" 0.9262 +0. 1095
uPA mRNA 6 J& 0.0203 £0. 0034 0. 4227 +0.0991°
10 Bl 0.1563 £0.0223 0.5751 +0. 1003°
14 &8 0.2795 £0.0778 0. 8654 +0. 1347*
18 J&  0.3633 +0.1110" 1. 1372 £0. 1548

EMMPRIN &1 6 Jd 0.0664 £0.0033 0. 4446 +0. 0376"
10 J4 0.2394 £0.0105 0. 4979 +0. 0604*
14 J& 0.2808 £0.0147  0.7482 +0. 0825°
18 &  0.2813 £0.0161" 0.9777 0. 1158*
6 JA 0.4095 £0.0165  0.7087 +0.0214*
10 J4 0.6102 £0.0187  0.7617 +0. 0270"
14 4 0.6988 +0.0219  0.8137 0. 0281*
18 J&  0.7000 £0.2535" 1.0785 +0.0314*

uPA EH

a i P<0.05, 5 EREHLE ;b N P<0.05, 5@ 5% 6 JH I,

25
2.0
1.5 ——uPA

1.0 7

. e EMMRPIN
05 7_4

0.0 -

6/ 103 143 183

3. EMMPRIN #1 uPA mRNA 3% RERR 7= B E M 2 4L
Figure 3. EMMPRIN and uPA mRNA expression with the

feeding time
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Figure 4. Protein expression of EMMPRIN and uPA in the
aorta by Western blot

3 4t i

SEE U9 11 56 itk o 3 A 2 SR B0 ik PN o A i
FEBEHEIE B, ACS 1) & A= 5 s #F B A0 BE B 19 AN
FRE HEAR DG, BIVEE 15 M o A2 01 T 2T 24 i 114 7 5 B e

T 23T I A 2 I R S50y I o etk 3l ik N
MR 1 ok R A A B B S 350eE IR B0 KA s 1)
WAFEE L HIE X R, EMMPRIN J&—Fh = B b
SALI S RNE B 1, )2 Kb T AR 45 Fh 4 21 40

ah P<0.05, 55 @R EL B ;b N P<0.05, 5085% 6 JiLLE:,

12—
1.0 1
0.8 1 —uPA
04 +—m
02— =——EMMPRIN
0.0+
62101481873

5. EMMPRIN 1 uPA & B RiAMERFRR EMEKL
Figure 5. EMMPRIN and uPA protein expression with the

feeding time
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