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Relationship between platelet microparticles and risk degree of acute coronary syndrome patients, clinical prognosis
MA Mu-xin™ |, FU Guo-ping , ZHU Yong-de , WANG Zhen-kui' , ZHAO Ji-yi'. The Third Peoples Hospital of Hainan Province
Sanya 527000 , China

Abstract Objective: To evaluate the relationship between platelet microparticles (PMPs) and risk degree of acute cor-
onary syndrome ( ACS) patients, clinical prognosis. Methods: All of 53 patients with ACS served as ACS group, and 53 pa-
tients without coronary artery disease ( CAD) and stable angina (SA) served as control group. The levels of PMPs were de-
tected on admission and major adverse cardiovascular events (MACE) were observed during the follow-up period of 30 days
after discharge. Results: It was found that: (DLevels of PMPs were highest in AMI subgroup (12.78% +3.61% ), and
PMPs levels in UA subgroup (8.64% +5.29% ) were significantly higher than in SA subgroup (4.27% +2.45% ) and
non-CAD subgroup (3.55% +1.81% ) ; @The levels of PMPs were significantly higher in high risk subgroup than others;
(3The levels of PMPs were significantly higher in patients with MACE than in those without MACE (13.53% +3.54% uvs
7.57% +1.69% , P <0.05). Conclusions: PMPs served as a potential marker for assessing the risk degree of ACS and

clinical prognosis.
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