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Abstract  Objective: To assess the changes of mean platelet volume (MPV), leukocyte count (LC) and neu-
trophil count (NC) in ST-segment elevation myocardial infarction (STEMI) patients treated with primary percuta-
neous coronary intervention (PPCI) and their relationship with coronary flow. Method: A total of 179 STEMI
patients undergoing PPCI were enrclled. MPV, LC. NC and biochemical parameters were measured on admission.
The TIMI flow of the infarct-related artery was evaluated before and after PPCI, and the infarct-related artery’s
corrected thrombolysis in myocardial infarction frame count (CTFC) was also calculated. One hundred and seven
in-hospital patients with stable angina pectoris were taken as control. Result; Compared with patients with stable
angina pectoris, MPV, LC and NC in STEMI patients were increased significantly (all P<Z0. 01) and plateleterit
was decreased markedly (P<Z0, 05). If the infarct-related artery’s coronary flow was TIMI grade 1 to 3 before
PPCI, it was defined as spontaneous reperfusion., STEMI patients without spontaneous reperfusion had markedly
increased MPV, LC and NC and dominantly decreased platelet counts than those with spontaneous reperfusion (all
P<20. 05). After PPCI, STEMI patients whose infarct-related artery’s TIMI flow was less than grade 3 had signif-
icantly elevated LC., NC and platelet distribution width (all P<Z0, 05) and MPV (P<Z0, 01) than those with TIMI
flow grade 3. Multiple regression analysis showed that MPV or NC was the independent predictor for the infarct-
related arrt‘r)":i CTFC. Conclusion: MPV., L.C and NC on admission are increased in patients with STEMI, and they
are independently associated with coronary flow.
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Abstract  Objective: To explore the prognostic value of HDL-C in patients with ST-elevation myocardial
infarction (STEMI) treated with primary percutaneous coronary intervention ( PCI). Method: A total of 352
patients with STEMI treated with primary PCI were enrolled and divided into low HDL-C group (HDL-C<Z1. 04 mmol/
L) and normal HDL-C group (HDL-CZ=1. 04 mmol/L). End points were death and composite of cardiac events
during in-hospital. The relationship between HDL-C and the above end points was testified. Result:Compared with

patients in normal HDL-C group, patients in low HDL-C group had higher incidence of diabetes and Killip class=
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