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Experiments on albino rats showed that during depression of the function of the anticlotting
system produced by intravenous injection of antiplasmin (60 units per animal) or chlorprom-
azine (0,07 ml of a 2.5% solution), the depression of fibrinolysis, lowering of the heparin level,
and features of hypercoagulation are accompanied by a marked increase in platelet aggrega-
tion. Elevation of the endogenous thrombin level evidently is a contributory factor. In
experiments in vitro antiplasmin had no effect on platelet aggregation but chlorpromazine
reduced it.

A previous investigation [6] showed that intravenous injection of the platelet-aggregating agent ADP
into healthy rats does not cause death of the animals whereas more than half of the animals receiving a
preliminary intravenous injection of antiplasmin or chlorpromazine died from thrombosis under these
circumstances. Intravenous injections of antiplasmin and chlorpromazine are known to depress the func-
tion of the anticlotting system temporarily (2, 5], and this may modify the level of platelet function and
contribute to the formation of thrombi after injection of the platelet-aggregating agent.

In the investigation described below on animals with the function of their anticlotting system depressed
by antiplasmin or chlorpromazine, platelet aggregation and the components of the clotting and anticlotting
systems of the blood were studied.

EXPERIMENTAL METHOD

Experiments were carried out on male albino rats weighing 170-180 g, Antiplasmin, obtained from
bovine blood [11], was injected intravenously in a dose of 60 units per animal; a blood sample was taken
after 5 min., Another blood sample was taken 40 min after intravenous injection of chlorpromazine (0.07
ml of a 2.5% solution). Antiplasmin (12 units/ml) and chlorpromazine {0.015 m! of a 2.5%solution) were
added to plasma in vitro also. Aggregation of the platelets in plasma with added platelets on the addition
of thrombin solution (0.4 unit/ml) was determined by a turbidimetric method [8] 1, 3, 5, 8, and 10 min
after addition of the platelet-aggregating agent. Clotting of the plasma was monitored by means of a
thromboelastograph. Free thrombin activity [9], the heparin level [7], the fibrinolytic activity [1], the total
lytic activity of the plasma, and nonenzymic fibrinolysis [3] alsc were determined.

EXPERIMENTAL RESULTS

The addition of antiplasmin to plasma with added platelets did not disturb platelet aggregation in
response to the addition of the platelet-aggregating agent (index of aggregation 1.19 in the control, 2,14
in the experimental series, P > 0.5; number of aggregated platelets 27% in the control, 36%in the experiment;
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P> 0.5). Under similar conditions chlorpromazine consider-
ably reduced both the aggregation index and the number of
aggregated platelets (P<0,01), in agreement with results
obtained by other workers [4].
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