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INTRODUCTION 1St Hypothesis Table 1 Effects of CK-165 in U-46619-Induced Pulmonary Hypertensive Pigs

Effects of CK-165 on Pulmonary Hemodynamics in Hypoxia-Induced PHT Pigs
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(CK-165) administered either intravenously or by
inhalation is able to ameliorate pulmonary hypertension
in chronically instrumented pigs.
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PHT: Pulmonary Hypertension; * p<0.05 vs. baseline
Mean arterial pressure and mean pulmonary arterial pressure: Change from Baseline;
Pulmonary arterial blood flow, pulmonary vascular resistance and heart rate: % Change from Baseline
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nebulized over 4-5 min down the endotracheal tube
using a Pari LC Plus compressed air nebulizer. The
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Fig 3: Effects of CK-165 and SNP via inhaled administration on pulmonary Fig 5: Effects of CK-165 on pulmonary vascular dynamics compared to SNP, in Inhibition of smooth muscle myosin may be a novel
vascular dynamics in pigs with pulmonary hypertension. Both CK-165 and pigs with U-46619-induced pulmonary hypertension. Both CK-165 and SNP therapeutic approach for the treatment of pu|monary
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* Arterial SPO2 was monitored contlnuously USIng a pulmonary vascular resistance, and similarly increased pulmonary blood flow. action produced by SNP was markedly less compared to CK-165. (*p<0.05, hypel’tenSIOH-

pulse oximeter during the entire experimental period. Heartrate was unchanged in both groups. *p<0.01)



