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[ Abstract |

the patients with acute myocardial infarction(AMI) receiving reperfusion therapy. Methods

Objective To investigate the effect of remote ischemic postconditioning (RIPostC) on the platelet reactivity in
Seventy-one cases of AMI entering the
group received the reperfusion therapy. The patients were divided into the two groups. The treatment group received RIPostC, while
the control group received sham RIPostC. The venous blood samples were collected before transcutaneous coronary intervention
(PCD ,instantly after RIPostC and at 24 h,48 h after PCI. The platelet activation indicators CD62P and PAC-1,and platelet apopto-
sis indicator mitochondrial transmembrane potential (A¥'m) were measured by flow cytometry. Results CD62P expression on plate-
let surface at 24 h after PCI in the treatment group was significantly lower than that in the control group(P<C0. 05), but which at
other time points had no statistical difference between the two groups(P>>0. 05) ; there was no statistical difference in platelet PAC-
1 expression at each time point between the two groups(P>>0. 05) ; the platelet A¥m at each time point had no statistical difference

between the two groups(P>>0. 05). Conclusion RIPostC can somewhat reduce platelet activation in AMI patients without causing

platelet early apoptosis.
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