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—Abstact—

Platelets aggregation on a fissured atherosclerotic plaque in the coronary artery can reduce
coronary blood flow and lead to the acute coronary syndromes of unstable angina, acute
myocardial infarction and ischemic sudden death. To evaluate the platelet activation in patients
with unstable angina or acute myocardial infarction, we measured the resting platelet cy-
toplasmic Ca** concentration in 11 patients with the acute coronary syndromes (6 patients
with unstable angina, 5 patients with acute myocardial infarction) 7 to 10 days after admissions
and in 10 normal controls. After loading of a fluorescent probe, quin2, we measured platelet
cytoplasmic Ca®* concentration with a spectrofluorometer. Platelet cytoplasmic Ca®* conce-
ntration of patients with the acute coronary syndromes (213+ 41nM) was not different from
that of normal controls (205+ 38nM). These results suggested that circulating platelets from
patients with the acute coronary syndromes during recovery periods were not in a activated
state.
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Table 1. Demographic Findings of Patients and

Normal Controls

ACS Group Control Groupp Value

(=10 (=10
Age 62+ 84 58+ 10 NS
Male(%) 5(45) 6(60) NS
Body mass index(kg/m) 22+38 213+36 NS
Systolic BP(mmHg) 135+ 14 126+ 14 NS
Diastolic BP(mHg) 87190 8+ 11 NS
Smoker(%) 5(45) 4(40) NS

ACS=Acute coronary syndromes 5 NS=Not significant



Table 2. Comparison of Platelet Cytoplasmic Ca2
Concentrations between ACS and Control
Groups
ACS Group Controt Group
Totaln=11) UA@=6) AMI(x=5 (n=10)

213:+41nM 208+ 31nM 219+ 54nM 205+ 38nM

ACS=Acute coronary syndromes ; AMI=Acute myoca-
rdial infarction ; UA=Unstable angina
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Figure 1. Representative trace recording from measure-
ment of platelet cytoplasmic Ca?™. First, the
fluorescence(F) signal from a quin2-loaded cell
suspensio was recorded. Then maximum fluo-
rescence(Fmax) and minimum fluorescence
{(Fmin) were recorded after addition of digi-
tonin{final concentration 50#M) and EGTA(f-
nal concentration 5mM, pH>8.3) respectively.
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