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SILDENAFIL DECREASES PULMONARY HYPERTENSION AFTER ACUTE PULMONARY EMBOLISM IN CHRONIC HYPOXIA 
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Background During chronic hypoxia smooth muscle cells in the pulmonary vessels proliferate and the compliance of pulmonary vessels is decreased. We hypothesize that decrease of pulmonary vessel compliance results into increased pulmonary perfusion pressure response to acute PE . Our aim was to determine the influence of  cGMP-specific phosphodiesterase type 5 inhibitor Sildenafil on pulmonary hypertension after acute PE in rat lungs exposed to 5day hypoxia.
Methods Using the model of in vivo PE we measured perfusion pressure changes and the level of pulmonary vasoconstriction on isolated perfused rat lungs in 5 groups: NN-control group (n=6), H-5day hypoxia (n=6), E-PE (n=6), HE-PE after 5 day hypoxia (n=6), HES-PE after 5day hypoxia, administration of Sildenafil (n=6).Sildenafil was applied by gastric gavage during 5 day hypoxia.  The level of pulmonary vasoconstriction was measured after administration of sodium nitropruside into perfusion solution of isolated rat lungs.
Results Animals exposed to chronic hypoxia (group HE) had significantly higher basal perfusion pressure after PE than the embolised animals without chronic hypoxia exposition (group E).  However, perfusion pressure in group HES (sildenafil administration) was significantly lower than in group HE. There was no significant difference in vasoconstriction value among all groups after PE.
Conclusion The increase of pulmonary perfusion pressure after PE was higher in rats, which were exposed to chronic hypoxia. Administration of Sildenafil during chronic hypoxia decreased pulmonary hypertension after PE. This effect is probably caused by decreased compliance rather than by the change in vasoconstriction of pulmonary vessels. 

