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Association Study between Onset of Acute Coronary Syndrome and Thrombogenic Activity Induced by Peripherial Red Blood Cell - derived
Microparticles. Yuan Ywuan ,Nyiati Muyesai. Xinjiang Medical University , Xinjiang 830000 , China

Abstract Objective By evaluating the association between red blood cell — derived microparticles( RMPs) and the onset of ACS,
this study ultimately aimed to reveal the pathological mechanism of ACS, understand the progress of the disease, and characterize the role
of RMPs in acute thrombosis in the coronary artery of ACS patients. Methods Inclusion criteria: enrolled participants were ACS patients
and non — coronary artery disease (non — CAD) subjects who were diagnosed at the outpatient department of cardiology in the People’s
Hospital of Xinjiang Uygur Autonomous Region. After informed consent was obtained from subjects, peripheral blood was collected from
ACS patients and non — CAD subjects. The RMPs were then separated by Ca’" vector A23187 after precipitating the RBCs by centrifuga-
tion. The RMPs from ACS patients and non — CAD subjects were labeled with a RBC specific antibody, glycophorine A, and subjected to
flow cytometry for quantification. In vitro, RMPs from the ACS patients were added into the plasma from non — CAD subjects to induce
thrombosis with the fluorescent thgrombin substrates, and the thrombogenic activity of RMPs was examined by fluorescence spectrometer.
Results The level of RMPs in the AMI subgroup (163 x 10%) and the UAP subgroup (96 x 10*) of ACS group were both significantly
higher than the level of RMPs in non — CAD group(12 x 10> ,P <0.05). The relative fluorescence unit of ACS patients was significantly
greater than that of non — CAD subject at every time point( P <0.05). The results indicated that a higher concentration of MPs resulted in
a stronger thrombogenic activity and shorter thrombosis time. Conclusion The level of RMPs in the peripheral blood of ACS patients was
significantly higher, indicated the active RBC — derived MPs( RMPs) are increase in patients with acute coronary syndrome( ACS) , and
these RMPs may play an important role during the development of ACS. The peak of the RMPs — induced thrombosis was shifted forward,
which may induce the formation of thrombin.
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