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08q2. PIATElE!' REIEASE REA.CITOO - A PREDICIDR OF DEATH F'OLI.CMING MYOCARDIAL INFARcrICN? 

s. Heptinstall*, G. P. Mulley, Patricia M. Taylor and J. R. A. Mitchell, Departrrent of 
~icine , University of Nottingham, England. 

A conparison has been rrade of the extent to which ADP can induoe the release reaction 
in platelets from 26 patients who, within 5 days, had sustained a myocardial infarction 
and fran 54 age-rratched arrbulant control subjects. Platelet rich plasma '<{as prepared 
from b l ocd collected into heparin (10 u/ml), sanples were incubated with 1f-serotonin., 
aggr egat ion was then indu::ed by adding ADP (10 pM, final concentration) and the extent 
to which ADP irrluced the release reaction was detennined by rreasuring the arrount of the 
acclnnUlat:ed 3H-serotonin that was released. 

The results ootained for the group of patients who had experienced a myocardial in­
farction were rot significantly different from those obtained for the ccntrols. Hcw­
ever , a significant difference (P = 0.02) was observed between the results ootained 
for those patients who died within 12 rronths of the infarction (rrean 29.4%± ~.6 of 
accumulated 3H-serotonin released by ADP) and those who survived (rrean 12.0%-3.3) . 
Of the 8 patients who died, 7 had platelets that released ~ 20% of the 3H-serotonin that 
had b~ acr'1T1Ulated; of the 18 patients who survived only 4 had platelels that released 

:>- 20% H 1otonin. 
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Platelet Fibrinogen 

Purcell Room 

RELATIONSH IP BETWEEN AGGREGATION AND BINDING OF IZ51-FIBRINOGEN AND 45CALCIUM TO 
HUMAN PLATELETS 

E. I . Peerschke, R.A. Grant al1d M.B. Zucker"', Department of Pathology, New York 
University Medical Center, New York, New York, U.S.A. 

Since calcium and fibrinogen are essential cofactors for ADP-induced aggregation, their 
mechanisms of action were investigated. Aspirin-treated platelets were filtered through 
Sepharose ZB equilibrated with cation-poor Tyrode's solution. After adding the radio­
active compounds at ZZo, plate~ets ~ere ce~trifuged t?roug? s~licone oil: Trapping was 
assessed in separate samples With 14C- sor bltol. CalCium binding was maXimal at I hr ~nd 
with ZOO uM CaClz. Two binding sites could be demonstrated on normal and thrombasthenic 
pl atelets and on platelets which had lost their ability to aggregate (but not to change 
shape or promote clot retraction) after treatment with EDTA (8 min, 370 , pH 7.8). ADP 
did not alter calcium binding in the presence or absence of fibrinogen. Fibrinogen, how­
ever, bound to normal gel filtered platelets in the presence of ADP and ionized calcium-­
but not to thrombasthenic or EDTA-treated platelets or to normal platelets in the 
presence of EDTA or at pH 6.5. Binding of fibrinogen increased with concentration but 
sat uration was not observed even at physiologic levels. Fibrinogen binding was similar 
in gel filtered platelets and citrated platelet-rich plasma. These studies indicate 
that stimu l ation of platelets with ADP under conditions favorable to aggregation is 
associated with binding of fibrinQgen but not of additional calcium. 
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