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Expression of extracellular matrix metalloproteinase inducer in peripheral blood
mononuclear cells of patients with coronary heart diseases and its clinical significance

YANG Li-Xia", TIAN Xiang-Quan, GUO Rui-Wei, YE Jin-Shan, QI Feng
(Department of Cardiology, Kunming General Hospital, Chengdu Military Command, Kunming 650032, China)

[ Abstract] Obijective To investigate the relationship of clinical classification of coronary heart diseases (CHD) with the expression of
extracellular matrix metalloproteinase inducer (EMMPRIN) in peripheral blood mononuclear cells of CHD patients. Methods A total of
179 CHD cases diagnosed by coronary angiography in our department from September 2012 to May 2013 were recruited in this study. They
were divided into 3 groups according to the clinical types: stable angina pectoris group (SAP, n = 35), unstable angina pectoris group
(UAP, n=76), and acute myocardial infarction group (AMI, n =68). Another 30 healthy individuals at the same period served as normal
controls. Mean fluorescence intensity (MFI) of EMMPRIN in peripheral blood mononuclear cells (PBMCs) were examined by flow
cytometry. Serum level of high-sensitivity C-reactive protein (hs-CRP) was measured with immune velocity assay. The correlation of the
expression of EMMPRIN was analyzed with the Gensini scores by coronary angiography. Results The expression of EMMPRIN in
PBMCs was significantly higher in AMI, UAP and SAP groups than in the controls (P < 0.05). The expression was also positively correlated
with the number of involved vessels, which was increased gradually in normal controls, single-vessel, double-vessel, and triple-vessel
disease groups sequentially (P < 0.05). The EMMPRIN MFI of the PBMCs had positive correlation with the serum level of hs-CRP and
Gensini scores in coronary arterial lesion. Conclusion  The expression of EMMPRIN is correlated with the clinical classification of CHD.
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#1 ZHEMMPRINFhs-CRP7KF LbiE
Table1 Comparison of EMMPRIN and hs-CRP levels between

different groups (xxs)
Group n EMMPRIN(MFI) hs-CRP(ug/L)
Control 30 5.36 +1.17 55.48 + 27.54
SAP 35 9.47 +1.217 105.63 + 79.47"
UAP 76 11.32 +1.45™ 184.78 + 82.32™
AMI 68 11.89 +0.68™ 227.84 + 83.68™"

EMMPRIN: extracellular matrix metalloproteinase inducer;
hs-CRP: high sensitivity C-reactive protein; MFI: mean
fluorescence intensity; SAP: stable angina pectoris; UAP: unstable
angina pectoris; AMI: acute myocardial infarction. Compared with
control group, ‘P < 0.05; compared with SAP group, *P < 0.05;

compared with UAP group, “P <0.05
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Table2 Comparison of EMMPRIN and hs-CRP levels between patients

with different types of coronary lesion  (x+s)
Group n EMMPRIN(MFI) hs-CRP(ug/L)
Control 30 5.36 £ 1.17 55.48 + 27.54
Single-vessel lesion 58 8.62+0.81" 89.62 + 46.69"
Double-vessel lesion 75 9.45 +1.24™ 115.49 + 67.48"
Triple-vessel lesion 46  10.59 +0.93"" 124.54 + 71.36™*

EMMPRIN: extracellular matrix metalloproteinase inducer;
hs-CRP: high sensitivity C-reactive protein; MFIl: mean
fluorescence intensity; Compared with control group, “P < 0.05;
compared with single-vessel lesion group, *P < 0.05; compared

with double-vessel lesion group, “P < 0.05
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