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Exper imen t s  on albino ra ts  showed that during depress ion  of the function of the ant[clotting 
s y s t e m  produced by intravenous injection of ant ip lasmin (60 units pe r  animal) o r  c h l o r p r o m -  
azine (0.07 ml  of a 2.5%solution), the depress ion  of f ibr inolys is ,  lowering of the hepar in  level ,  
and fea tu res  of hypercoagulat ion are  accompanied  by a marked  increase  in platelet  agg rega -  
tion. Elevat ion of the endogenous th rombin  level  evidently is a cont r ibutory  factor .  In 
expe r imen t s  in v i t ro  ant ip lasmin had no effect  on pIatelet  aggregat ion but eh lo rp romaz ine  
reduced it. 

A previous  investigation [6] showed that intravenous injection of the p la te le t -aggrega t ing  agent ADP 
into healthy ra t s  does not cause death of the animals  whereas  more  than half of the animals  receiving a 
p r e l i m i n a r y  intravenous injection of ant ip lasmin or  ch lorpromazine  died f rom th rombos i s  under  these  
c i r c u m s t a n c e s .  Intravenous injections of ant ip lasmin and ch lorpromazine  are  known to depress  the func- 
tion of the anticlott ing s y s t em  t e m p o r a r i l y  [2, 5], and this may modify the level of platelet  function and 
contribute to the format ion  of th rombi  a f t e r  injection of the p la te le t -aggrega t ing  agent.  

In the invest igat ion descr ibed  below on animals  with the function of the i r  antielott ing sy s t em depres sed  
by ant ip lasmin or  ch lo rp romaz ine ,  platelet  aggregat ion and the components  of the clotting and ant[clotting 
sy s t ems  of the blood were  studied. 

EXPERIMENTAL METHOD 

Exper imen t s  were  c a r r i e d  out on male  albino ra t s  weighing 170-180 g. Ant iplasmin,  obtained f rom 
bovine blood [11], was injected in t ravenously  in a dose of 60 units p e r  animal;  a blood sample  was taken 
a f t e r  5 min. Another  blood sample  was taken 40 rain a f t e r  intravenous injection of ch lorpromazine  (0.07 
ml  of a 2.5% solution). Ant iplasmin (12 un i t s /ml )  and ch lo rp romaz ine  (0.015 ml  of a 2.5% solution) were 
added to p l a s m a  in vi t ro  a lso .  Aggregat ion of the pla te le ts  in p l a s m a  with added plate le ts  on the addition 
of thrombin  solution (0.4 uni t /ml)  was de te rmined  by a tu rb id [met r i c  method [8] 1, 3, 5, 8, and 10 min 
a f t e r  addition of the p la te le t -aggrega t ing  agent. Clotting of the p l a s m a  was moni tored  by means  of a 
t h romboe las tog raph .  F ree  thrombin  act ivi ty  [9], the hepar in  level  [7], the f ibrinotyt ie  act ivi ty [1], the to ta l  
lytic act ivi ty  of the p la sma ,  and nonenzymic f ibr inolys is  [3] also were de termined.  

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 s i m i l a r  conditions ch lo rp romaz ine  cons ide r -  
ably reduced both the aggregat ion index and the number  of 
aggregated  pla te le ts  (P<0.01),  in ag reemen t  with resu l t s  
obtained by other  worke r s  [4]. 

The resu l t s  given in Table 1 show that  intravenous 
injection of ant ip lasmin led to a marked  increase  in platelet  
aggregat ion.  This  was combined with evidence of depress ion  
of the function of the anticlott ing sys tem:  inhibition of enzymic  
and nonenzymic f ibr inolys is  and lowering of the hepar in  level  - 
and also with act ivat ion of the clotting sy s t em - e levat ion of 
the f ree  thrombin  level  and shortening of the blood-clotting 
t ime .  

In the expe r imen ta l  animals  receiving ch lo rp romaz ine ,  
bes ides  fea tures  ref lect ing depress ion  of the function of the 
anticlotting sy s t em and hypercoagulat ion,  there  was also a 
marked  increase  in the index of platelet  aggregat ion and in the 
precentage  of aggrega ted  p la te le ts .  In 3 of 12 eases ,  in which 
40 min a f t e r  injection of ch lorpromazine  no definite depress ion  
of function of the anticlott ing sy s t em and no hypercoagula t ien  
could be observed ,  platelet  aggregat ion was reduced.  

The expe r imen t s  in vivo thus show that depress ion  of 
the function of the anticlott ing s y s t e m  produced by intravenous 
injections of ant tp lasmin and ch lorpromazine  also leads to a 
marked  increase  in pla te le t  aggregat ion.  Inc reased  act ivi ty 
of free endogenous th rombin  must  be a cont r ibutory  fac tor  in 
this effect  [10, 12, 13]. 
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