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We have previously shown that exogenous Endothelin (ET) causes a strong pulmonary hypertension mediated via ETA receptors. Purpose of study: (1) To study the pulmonary and systemic vascular responses to acute hypoxia in the horse; (2) To investigate if endogenous ET modulates HPV response via ETA receptors. Methods used: Five horses were instrumented with microtip catheters in the pulmonary and in the carotid artery, and with a facemask connected via a Fleisch pneumotachometer to a bias flow system. After breathing room air for 10 min, horses received for 10 min a hypoxic (11% O2 ) gas mixture aimed at raising PAP (pulmonary artery pressure) by ~50%. Horses were studied in random order, once as control, and once after receiving TBC11251. Vascular pressures, heart rate, ventilatory measurements and blood gases were monitored. 

Summary of results: PaO2 decreased from a mean of 97.5 to a minimum of 42.5 mmHg between normoxia (21% O2) and hypoxia (11%O2). Hypoxia raised mean PAP and CAP (carotid arterial pressure) by an average of 44% and 35% respectively after 10 min. Heart rate, minute ventilation and respiratory rate increased by up to 70%, 67% and 135%, respectively. Pre-treatment with TBC11251 did not alter significantly any of the parameters measured during hypoxia. Conclusion: This study does not support an involvement of ET acting via ETA receptors in hypoxic pulmonary vasoconstriction in the horse. 

