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In expe r imen t s  o n r a b b i t s ,  p lasmin  (fibrinolysin),  in a dose of 2000 uni t s /kg  modified the 
h o r m o n e - e x c r e t i n g  function of the thyroid gland: 5 rain a f te r  injection of the p repa ra t ion  the 
blood prote in-bound iodine level  was  lowered,  but 1 h a f t e r  injection it was  ra i sed .  In rabbi t s  
with d e p r e s s e d  thyroid function f ibr inolysin  also inhibited the h o r m o n e - e x c r e t o r y  function of 
the gland. If p l a smin  act ivi ty  was reduced by e -aminocapro ic  acid, the prote in-bound iodine 
level  rose .  Heated f ibr inolys in  did not affect  thyroid function. 
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P l a smin  (f ibrinolysin) ,  producing  lys i s  of i n t r avascu la r  blood clots ,  is an essen t i a l  component  of the 
f ibrinolyt ic  s y s t e m  of the body [1, 9, 10]. Thyroid  ho rmones  have a marked  effect  on the p lasmin activi ty of 
the blood [3, 4, 7, 15]. Changes in the f ibr inolys is  s y s t e m ,  in turn,  may lead to changes in the functional 
s tate  of both nervous  and endocr ine  s y s t e m s  [2]. 

The object  0f this invest igat ion was to study the r e sponse  of the thyroid gland to changes in the blood 
p la smin  concentrat ion.  

E X P E R I M E N T A L  

Expe r imen t s  we re  c a r r i e d  out on 57 rabbi t s  of both sexes  weighing 2000-3200 g. Thyroid function 
was d e p r e s s e d  in one group of an ima l s  by admin is t ra t ion  of 6 -methy l th iourac i l  (6-MTU)in adose  of 0.15 ~ /kg  
dai ly for 1 month. An aqueous solution of f ibr inolys in  (2000 units /kg)  was injected intravenously.  F ibr ino ly-  
sin heated on a boil ing wa te r  bath for 12 h, in the s ame  concentra t ion,  was injected into the control  an imals  
[1]. To reduce  the blood concent ra t ion  of endogenous p lasmin,  e -aminocapro ic  acid (ACA) was given in a 
dose of 100 mg/kg .  The blood prote in-bound iodine (PBI) concentra t ion [8] was de te rmined  5 min and 1 h 
af ter  the injection of f ibr inolysin.  In pa ra l l e l  t e s t s ,  changes  in the f ibrinolyt ic  act ivi ty of the blood p l a s m a  
were  invest igated [11]. 

The numer ica l  r e su l t s  were  subjected to s ta t i s t i ca l  ana lys is  [6]. 

R E S U L T S  

In intact  r abb i t s  f ibr inolys in  d e p r e s s e d  the h o r m o n e - e x c r e t o r y  function of the thyroid gland. The blood 
PHI level  5 rain a f te r  injection of the p repa ra t ion  was lowered f rom 14.5 to 6.6 ~g% (P < 0.001). The PHI 
concent ra t ion  1 h af ter  injection of the f ibr inolysin  was sl ightly increased  (to 18.9 ~g%; P= 0.05). Heated 
f ibr inolysin  caused no change in the h o r m o n e - e x c r e t o r y  function of the thyroid gland. 

P a r a l l e l  with changes  in the PBI  concentra t ion ,  changes also occu r r ed  in the f ibrinolytic act ivi ty of 
the blood p lasma .  For  instance,  5 rain a f te r  the injection of f ibr inolysin,  the f ibrinolytic act ivi ty of the 
p l a s m a  was inc reased  by 42.6 % (P < 0.01}, but af ter  1 h in mos t  expe r imen t s  it was reduced by 32.5% 
(P <0.001). In a minor i ty  of an imals  the PBI r ema ined  at a high level.  

In the r abb i t s  r ece iv ing  6-MTU, f ibr inolysin  also lowered  the p l a sma  PHI concent ra t ion  (from 3.0 to 
2.04 ~g% af te r  5 rain and to 1.5 ~g% a f t e r  1 h; P <0.05). 
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ACA inhibited the f ibrinolyt ic  act ivi ty of the blood p lasma by 30-40 ~ (P < 0.05). No significant changes 
in the PBI level  could be obse rved  5 min af ter  injection of ACA into the rabbi ts ,  despite the reduced endog- 
enous p lasmin activity [12-14]. However,  af ter  1 h the p lasma PBI concent ra t ion  was significantly higher  
than initially (20.0/~g %; P <0.05). 

During changes in the blood plasmin concentra t ion,  changes were  thus obse rved  in the h o r m o n e - e x c r e -  
to ry  function of the thyroid glands both in intact  rabbi ts  and in animals  whose thyroid function was depressed .  
With elevat ion of the blood f ibr inolysin  level ,  the PBI concent ra t ion  fell, but when the p lasmin concentra t ion 
was reduced,  the PBI level  rose .  The la t ter  also o c c u r r e d  1 h af ter  the inject ion of f ibr inolysin,  when be-  
cause of binding of the enzyme by ant i f ibr inolysin [1, 5], the f ibrinolytic act ivi ty of the blood decreased .  

Conjectural ly ,  f ibr inolysin (plasmin), by modifying the activity of the thyroid gland, one of the fac tors  
concerned  with the hormonal  regulat ion of hemos tas i s ,  provides  for  se l f - regula t ion  in the f ibrinolytic s y s -  
tem. 
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