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0608 IMMUNE INJURY TO HUMAN PLATELETS ME DI ATE D BY IgG Fc RECEPTOR IS PREVENTED 
BY PROSTACYCL I N 

J . Ha wiger* , S.K .Parkinson, S .Timmons , and A. D. GI ick , Vanderb i lt University School of 
Medicine , Nashvi lie , Tennessee , and Boston VA Medical Center, Boston , Massachusett~ US 

Immune injury t o human platelets by drugs, bacteria , and v iruses which form ant igen­
antibody complexes is mediated by the IgG Fc receptor on human platelets and results in 
thrombocytopenia. We studied whether immune injury t o human platelets mediated by the 
I gG Fc receptor can be prevented by prostacyc I in (Prostag I and i n 12 , PG 12), a nove I prost 
glandin generated by the blood vessel wa l I . Immune injury to human platelets in wh o le 
plasma wa s el icited by Protein A- bearing staphylococci . Protein A induces binding of I· 
t o the human platelet Fc receptor, whi ch results in platelet aggregation and 3H- seroton 
release in whole plasma . Excess of isolated Fc fragment inhibits aggregation and sero­
tonin release in this model of immune inju ry. Syntheti c PGI2 protected human pl a telets 
from this IgG Fc fragment - mediated immune injury i n whol~ plasma. Inhib ition was promp· 
(I to 5 minI and dose dependent , reachi ng maximum at 10- M o f PGI2 . Remova l of plasma 
proteins and use of IgG- coa ted cel Is did not change the inhibitory potency of PGI2 , wh ic 
was at least 1000- fold more active than 6- keto PGF I . Elect r on mi c roscopy revealed tha· 
PGI 2 prevented bind ing of IgG- coated cel Is to humana platelet membrane. From comparison 
with anti - inflammatory steroids (methy lp rednisolone ) and nonsteroidal prostaglandin syn· 
thetase inh ibitors (ASA) , it appears that prostacycl in is the most active agent known t( 
date to protect human platelets from IgG F~ receptor- mediated immun e i ~ i ~ ry in vitro, 

0609 POST- TRANSFUSION PURPURA (PTP) - A MULTIFACETED ENIGMA 

J.C . Hoak~ R.H. Aster, G. L. Fry , J . W. Blaschke , J.S. Thompson , and T . ] . Pa r sons, Depar t ­
men t of Medic i ne, University of Iowa , Iowa City, Iowa, and the Milwaukee Blood Center , 
Milwaukee , Wis c onsin, U. S . A. 

A 61 yr . old woman presented wi t h thrombocytopenia and diffuse bl eeding whic h deve l oped 
days after ,a c olon resec t i on and transfusion of 6 units of blood. He r serum contained < 

IgG antibody (AB) whi ch aggregated pla t ele t s f r om 60% of no r ma l donor s. Using the 5l Cr­
release technique and indirec t immunofluor escence , strongly posit i ve reac t i ons were seer 
at a serum dilution of 1 : 100 wi t h 50% of plate l ets from a panel and with 90% at a 1:25 , 
luti on . St rongly positive reactions were seen with 96 % of cel ls from a lymphocyte pane ] 
Unlike c lassic al PTP , her ser um reac ted strongly with platelets from 3 of 5 PIAl negati\ 
don ors. In 3 donors, plate let s, which failed to aggregate with pt. serum, aggregated 
with se r um known to contain AB to PIAl platelets. Inhibition of platelet aggregation 
(PA) resulted when anti - IgG was incuba t ed with pt. serum . Prostacyclin. (PGI2)' 0.025 t 
1 ~M , also inhibited PA by pt. serum . A cy totoxic AB , requir ing complement, was de~ , ­
st ra t ed against c ul tured human endothe l ial ce l l s using fluo rescence mic roscopy with Lhe 
vi t a l dye diac etyl f luoresce in and e thidium bromide . Thus , PTP may invo lve platelet an­
tigens o ther than PIAl , and multiple antibodies may operate i n its pathogenesis. Of par 
ticular imp o rtance was the demonstration of an AB against endothelium whi ch ma y have bee 
invo lved in the prod uc tion of early, lethal hemor r,hage. 

0610 

P. Han*, A.G.G. Turpie and E. Genton, Denartrrent of ~cine, M:::Master thiversity, 
I1anu.lton, Ontario, eana&i. 

It is inPortant to differentiate betl-teen e>ct:rlll/aScu1ar (autoimnune thra":txx:vtopea, 
AlP) and intravascular (thrarbotic t:hrcrrbocIrt:oa, TI'P) platelet destruction in 
t:hrcITtxx:ytq>enia. Betathronboglcbulin (J31r,), a nlatelet-snecific nrotein wi th a plasma 
half life of 20 minutes is released in-vivo frcrn platelets l:7{ various stimuli and may 
reflect platelet activation or destruction. ~ ronoentration can he I"easured in 
plasma usin:J a radioimnuroassay to a sensitivitv of 1 n:J/ml. , (nomal 2B. 0 ± B. O ng/ml., 
n = 70). Plasma HT(; was I"eaeured in 3 patients with JITP (nlatelet rounts: 17, 20 , 
16 x 109/L) and 2 natients with TI'P (nlatelet rotmts: 20, 40 x 109/L). In ATf', R'ffi was 
rorrnal (22, 11, 17 ncr/ml.) and in TI'P, BTG was elevated (BD, 72 nq/ml.). Plasma BTG 
rerained rorrnal in ATP after treattent. J3'!r. rerained elevated in TI'P (120 m/ml.) e,(--n 
when the platelet rotmt hecarre rorrnal (220 x 109/L) but ,.mile fra~nted RAC "ere stiLl 
present and hecarre rorrnal (21 m / ml. ~ on CXI'Tllete re<XNerv. These data sugqcst that 
plaSlT'a mr; may be use ful in diff erenfiatim extravaQcu1ar frcrl i ntravascular nlatelet 
destruction l:7{ detecting increased ronoentrations of Il~ in nlasma. 
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