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CIRCULATING PLATELET AGGREGATES AND INCREASED PLATELET TURNOVER IN HYPERTENSIVE PATIENTS.
R. Abbate, G.F. Gensini, M. Marinoni and A, Lagl. Univeraity of Florence Madieal School,

Florence, Italy.
Gerebrovascular disorders and particularly TIA, frequently due to circulating platelat aggre-
gates, represent a most frequent complication of high blood prassure. 28 patlents affected by

Published'6rline 20190446 of different actiology have been investigated for the presence of cir-

culating platelet aggregates according te Wu and Hoak (1974). 1In 23 patients we observed cir—
culating platelet aggregates unrelated to the aetiology of high blood pressure. Thase patients
showed also an increased number of megathrombocytes (Garg et al. 1971) zo indicating the
probable formation of irreversible aggregates. These patients usually did not show a plasma
ageregating activity investigated by Wu and Hoak method on cross-matches of patient's PPP with
control's PRP. The appearance of cireulating platelet aggregates ls ralated to hlood pressure
values, and decresses after the bload pressure has returned to normal values and after anti=
aggregating treacment.

ON THE ACTIVATION OF FACTOR X-ACTIVATOR OF THE RUSSELL'S VIPER-VENOM BY CALCIUM. B. B. Nath and
Swapan Chattopadhyay. Dupurtgent of Chemistry, Visva-Bharati, Santiniketan, India,

The relationship between Ca®t ion and factor X-activator of Russell's-viper=venom (RVV) seems
to point to some sort of stolchiometry as evidenced from the composition and stability atudies
using an approximate concept of the Job's methed of continuous varlation. The concept of the
mathod, used in co-ordination chemistry o ascertain the metal=ligand interacting ratic has
baen used, in order to interpret the reaults. The clotting time was measured by varying catt
ion and venom concentrations respectively and 'log of clotting rime' was plotted against con-
centration in each case, un% the minimum in the curve vas taken to represent the maximum [or—
mation of the complex of Ca?t {on gith factor X-activator of RVV. The plot of clotting time
against the ratios of venom and Ca®" ign concentrations also pointed to an interacring ratio.
At higher concentrations either of Ca®" fon or of venom, longer clotting time points respect-
ively to the salt-effect and §Ee denaturising effect of the venom on plasma-proteins. Accord-
Ingly it 18 concluded that Ca*" fon activates the factor X-activator in definite ratio before
the activated metal-enzyme complex (M-E), acts on its substrate to produce E-M-8 or Eig for the
formation of the products.

FACTOR VIII RELATED PROPERTIES IN PLATELETS OF PATTENTS WITH VON WILLEBRAND'S DISEASE (VWD)
%4 M, Ruggeri , R, Bader, T, Bar and P.M uool, Hemophilin & Thrembosin Ctr Univ.Milano, I'taly

n 10 normal subjects washed human platelets (P1)contained FVIII related antigen(VIIIR:AG)
a8 measurad by immunoradiometric assay (IRMA)and electroimmnodiffusion(EID)jand ristocetin eo-
facter (VIIIR:RCe)as amssyed by a washed platelet method,The obsarvad valuen ware:VITIIR:AG(IRMA)
0, 1m0, 24u/mg F1 prutain;VIIIR:AG(EID)O,11-0.30q/mg; VIIIRtRCo 0,06-0,21u/mg.In 10_pta with save
e homozygous VWD, VIIIRiAG was unmeasurable in 7 and extremely low (1x10 “=0,6x10" u/mg)in 3 ue
Bing the very sensitive IRMA;VIII RCo was nlways unmessurable.in 12 pts with "olusmical® domi-
nant VWD characterized by very low plasma levels of VIIIRIAG(O,03-0,09u/ml)and VIIIR: RCo (40, B/
ml),FVIII related proparties were normal in P1 and the mobility of Pl VITIIR:AG on bidimensional
immnolectrophoresis was not differsnt from that of normal eontrols,In 7 pte showing & Fanter mo
bility of plasma VIIIR:AG, the same abnormality was found in P1.P1 VITTRIAG level was within the
normal range when assayed by EID whereas IRMA gave lower values both in plasma and in Pl.P1 VIII
RiROo was lower than in normal subjects and pte with “olaseicalVWD without elactrophoretic va-
riant,These findings show that severs VWD im tha expression of a marked reduction of VIII syn—
thesis fully expressed both in Pl and in plasma,In"classical VWD the plasma defects are not re=
flected in Pl,which show normal levels of FVITI-related properties accempanied by normal electrg
phoretic mobility of VIITR:AGjthis muggests a defective transfeor from F1 to plasma, Patients with
abnormal mobility are the expreseion of o qualitative alteration of the FVIII melecols funetio=
nally defective both in Pl and in plasma,





