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Abstract Objective To analyze the correlation between the level of endothelial microparticles ( EMPs) and the degree of coronary
artery stenosis in patients with acute coronary syndrome (ACS). Methods Totally 120 patients who underwent concurrent coronary angi-
ography in our department of cardiology were enrolled. A total of 120 patients undergoing coronary angiography in our hospital were divided
into ACS group (n=90) and noncoronary heart disease group (n =30). According to the results of coronary angiography, ACS group
consisted of 13 patients with single vessel disease, 14 patients with double vessel disease, 30 patients with three vessel disease and 33 pa-
tients with multi — vessel disease. The parapheral blood was drawed from each subject in the morning before coronary angiography to ana-
lyze blood lipids, blood glucose and biochemical indicators. Etc, and the level of plasma EMPs was detected by flow cytometry. The
Gensini score was calculated according to the results of coronary angiography. The EMPs level and Gensini score were compared between
single — vessel disease group, double — vessel disease group, three — vessel disease group and multi — vessel disease group. Results
Compared with the ACS group, the levels of EMPs, age, gender, diabetes, smoking, hypersensitive C — reactive protein, and LVEF in
the ACS group were significantly higher than those in the control group (P <0.05). The level of EMPs was positively correlated with
Gensini score. The single — vessel disease group, double — vessel disease group, three — vessel disease group and multi — vessel disease
group were analyzed by variance analysis and compared between each groups. The results showed that the level of EMPs in multi — vessel
lesion group was significantly higher than that in single — vessel group and double — vessel group,among which the single — vessel group
had the lowest level of endothelial particles. Conclusion The plasma EMPs level in patients with ACS is significantly higher than that in
non — coronary heart disease. The level of EMPs is closely related to the severity of coronary artery disease. The level of EMPs has a relia-
ble predictive value for the severity of coronary lesions.
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