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Relationship between urokinase plasminogen activator receptor expression

level in monocytes and stability of coronary atherosclerotic plaque
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[Abstract] Objective To investigate the expression level of urokinase plasminogen activator receptor (uPAR)
in monocytes in coronary heart disease (CHD) patients before and after percutaneous coronary intervention (PCI) and
to determine the relationship between uPAR and major adverse cardiac events (MACE), Methods A consecutive
cohort of 136 CHD patients were enrolled, including 85 acute coronary syndrome (ACS) patients and 51 stable angina
pectoris (SAP) patients, Twenty healthy volunteers were taken as control group. Peripheral blood samples were collected,
and uPAR expression in monocytes was measured by flow cytometry at 24 h, 48 h, and 3 months after PCI treat-
ment. MACE were recorded during 2-year followe-up. Results Expression level of uPAR was significantly higher in
ACS patients than in SAP patients and healthy controls(P<0.01), In ACS group, the expression level of uPAR de-
creased significantly at 3 months after PCI(P<C0.01)., Among 85 ACS patients who were followed up for an average
of (20.46=+2. 45) months, 24 MACE were reported. The expression level of uPAR in MACE group was significantly
higher than that in non-MACE group(P<C0. 01). Ordinal logistic regression analysis revealed that the level of uPAR
expression in monocytes was significantly correlated to MACE. Conclusion The level of uPAR expression in mono-~
cytes in ACS group is significantly higher than that in SAP group. Expression level of uPAR in ACS patients is signif-
icantly correlated to MACE. uPAR is a sensitive predictor for the severity of CHD, and is of great significance in

evaluating the stability of atheromatous plaque and the outcome of CHD.
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45 Bl % ERHF)  [AMCX10°/L)  fisF (mmol/L) TC(mmol/L) TG(mmol/L)
XEHA 61 65111 6.9+1.8 6.5+2.0 4.1+0.8 1.7£1.0
. 2L 24 68%7 8.1£2.0 7.042.1 4.5+1.3 1.6+0.6
P& 0. 006 0. 008 0. 230 0.146 0. 260

B uPAR B4 uPAR B

a7 HDL-C(mmol/L) LDL-C(mmol/L)  Hs-CRP(mg/L) B %) M
EEMA 1.08+0.17 2.540.6 514 37424 2.84+2.2
FHA 1.0140.17 3.0£1.0 8+3 76417 6.743.5
P 0.677 0. 094 0.020 0.022 0. 000




e 126 - hHEELBERMRE 200054 H28H $9% $ 2% Chin ] Mult Organ Dis Elderly, Vol. 9, No.2, April 28, 2010

EE SRR E L. ELHE, SR
BHRUABENS ACSEHYALR., AEF LM
REBFRERT SHERRRBERWELER, I
Hs-CRP. A B H K (AL-2) IR ER F (TNF-)
& BE AR (MMP-1, MMP-2) %, ¥ 5] & Hs-
CRPEZHEAUNELMERRHERERZ—.
B wPAR R EERERN IR REF
BEEMAEEEINE, OPARN ST AEAR B,
T8 FHEE, h THREM AR E uPAR KR
EREREBRBEEENLRUR S KO MEFH
XM, AREERGSFITHHT AR
B0 REE B E uPAR S FREKER
(R FELBEMITE 2 £ . WK FREKF
5REKYPHENXER. EEEMAIBRPEA,
ACSH M BB vPAR A FE A BRBEHT
DRAEBEANB.E2ENMEIPEREE LD
HFEMAEAN PAR P FEREEBEFT FXELOM
EHAE, MAMHEXSTER PARFTFERERS
Hs-CRP KEHERBEMMELE., AL RESA,
uPAR 4+ F%ik/K ¥ 5 Hs-CRP R# EA HKE L
e PR B AR B DA R T R0k O il B B 8
18, 3% SR BT I BR B9 5 A 7K T2 AR 7T B8 & e O TR BE R
BEHNERHEZRZ—, L, uPAR S FEiAKF
BHENEKEELRRERRHETE HMNE.
May %1 8 #t 5§ STEMI £ 3 9 % 8 40 i -
uPAR K XL SAP B EA T . XMEMRTLE R~
. ffiTE KB STEMI &35 4 & i b 2 B8 i) 44
40 M PN B AR M S B ) BOE R B I B A #
F uPAR 5% &4 E KK A CD11a,CD11b,CDI18
UEMENERMSF-10%EE, XTHRENEST
FEYHERR, PAR A TEXTEETERR
JA e S e e S B T 0, LA b R 07 B I e A A
BULG M F#HE KRE uPAR & F &, i E ¥ 6
SHBKA B uPAR S FRIZXBBOE, DLEHR
#U ., WPAR A FIRATEES 5 T A1 € RR KB R
MERK SR, £ &ERTFEHTLU LA oPAR
#1323k, IL, TNF, # & C5a. TGF-8.IGF-1 i LI &
HEESBEE L HAERA AL U7 i uPAR
S F ik, W LA TNF-o f1 TNF-8 %f B Wt 40 fa 7> 4
uPAR MR BRIE™ . PR B A&, MCP-1 MCP-2
I MCP-3 %80 LARI¥ U937 4if4 A uPARmRNA, [
MCP-3 B8, EFBK B R, Assmann %4
RBWEE IR R W] f ¥ uPAR S F R, MHE

K%t p38 MAP-kinase BB HE. RELES, £
ERZERFORIMT , LB E WA M RE uPAR
BAFEAE EER wPAR A A RE W .8,
Mo 4h R AR B4 FE RIS 3R, 2k T BB KB HE LR I R
Be B X nBRER. £XH uPAR ¥ &
S5 kEHEEARRNEEHREAEENER
XE, PARBFNAEABRERRERINER LB
FREARNHRERMA A EREKFEEREE
H—AIFRERRITHRNERES  HFRE—F
g

[$%3xR]

(1] Steins MB, Padrd T, Schwaenen C, et al. Overex-
pression of urokinase receptor and cell surface uroki-
nase-type plasminogen activator in the human vessel
wall with different types of atherosclerotic lesions[]J].
Blood Coagul Fibrinolysis, 2004,15(5) ;:383-391.

[2] May AE, Schmidt R, Kanse SM,et al. Urokinase re-
ceptor surface expression regulates monocyte adhesion
in acute myocardial infarction[J]. Blood, 2002, 100
(10) :3611-3617.

[3] Pawlak K, Pawlak D, My'sliwiec M. Urokinase-type
plasminogen activator and metalloproteinase-2 are
independently related to the carotid atherosclerosis in
haemodialysis patients[J]. Thromb Res, 2008, 121
(4):543-548.

(4] Svensson PA, Olson FJ, Higg DA, etal. Urokinase
.type plasminogen activator receptor is associated with
macrophages and plaque rupture in symptomatic ca-
rotid atherosclerosis[J]. Int J Mol Med, 2008, 22
(2):459-464.

[5] Chen W, Chen LF, Yin HC, et al. Urokinase recep-
tor expression in atherosclerotic plaques of human
femoral arteries [ J]. Zhonghua Xinxueguanbing Za
Zhi, 2007, 35(10); 897-901.

[6] Kojima S. Regulation of cellular uPA activity and its
implication in pathogenesis of diseases. Tanaka K,
Davie EW, Ikeda Y, et al,eds. Recent Advances in
Thrombosis and Hemostasis [M]. New York: Springer,
2008. 301-313.

[7] Assmann A, Méhlig M, Osterhoff M, et al. Fatty
acids differentially modify the expression of urokinase type
plasminogen activator receptor in monocytes(J]. Biochem
Biophys Res Commun,2008, 376(1):196-199,

(Ol #s | 38 :2009-03-13; 4 [B] H #5 : 2009-06-23)



