568 ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 5
* LRGSR [XEHES]  1007-3949( 2004) 12-05-0568-03
For 21 i, — Pk 2 e 5 s s R o N P B 4 i
o < i £ B 0 S 1 R
T = HmELL
(TEHERXFERREFHME, LT 40LMFT 110001)
[K#BiE] HEF;, XERFTHAX@REAREER NI h, Radi RIF2E&Ra8H, HAAm

Ao, Bmio —EEmInE X AEE T, FARHERL
AFEFEmME —EEXMBRERR SR TFHAANLBELERELEE QBN LB FERN S, KI XA

[ =]

B P R, 2 AL A& QT AfB RN AREEEOB 2N EEREN.

HRRIA, Hrraint,

TRK (5. 25H2 50 Mg/ L) kitmfie —E-R e E A A H B T TREANKMBREARELEZ OB 2HE AR ERENR
Wik, ARk mis —ESmBRERANAR TR S RER, RTbmiE —ESmiaf %A% E T T8 3 %A
MR AR A AT Q2 B AMERE, AL ERE (LA X mibsT b st 2R T8 MR, A& B T 3 bk 5 4 42
A BE S 1 5 M 2m LAY BN, 9K 2a B 0 ST AR AT A RO Bk, AR TR ST BE SR Y AL T M E A R,

[FE5THES] R363 [ XEkFRIZES] A

Effect of Granular Macrophage Colony Stimulating Factor on the Expression and Activity

of Matrix Metalloproteinases in Human Endothelial Cells

YU Ying, and YANG Xiang-Hong

( Department ¢ Pathology, College o Basic Medicine, China Medical University, Shenyang 110001, China)

[KEY WORDS] Matrix Metalloproteinase;
Atherosclerosis;  Vulnerable Plaque;  Western Blot;
[ ABSTRACT]

and activity of matrix metalloprotemases (MMP) .

expressions of MMP-2 were detected by Western blot.

Endothelial Cell;

Zymography
Aim To observe the effect of granular-macrophage colony stimulating factor ( GM-CSF) on the expression

MMP-2 activity was detected by Zymography.

Granular Macrophage Colony Stimulating Factor;

Methods Human endothelial cells were cultured in vitro and the protein

Results The results

revealed that the protein expression and activity of MMP-2 were significantly increased after endothelial cells were stimulated by

GM-CSF.

And the protein expression and activity of MMP-2 were in a dose dependent and time-dependent manner. Comr

clusions The results indicate that GM-CSF can obviously increase the protein expression and activity of MMP-2 in human en-

dothelial cells.
nerable plaque.
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Figure 1. Effect of GMF CSF on the activity of matrix metallo-

proteinase-2 in human umbilical vein endothelial cells
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Figure 2. Effect of GM CSF on the expression of matrix metal-

loproteinase-2 in human umbilical vein endothelial cells
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