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Effects of hypoxia on the discharge of angiotensin converting enzyme in

cultured pulmonary arterial endothelial cells

Wang Peiyong, Liu Jian, Yu Zhonghe, Luo Decheng, Sun Bingyong (Department of Pathophysiology, Third Military
Medical University, Chongging, 630038)

Abstract The effects of hypoxia on the angiotensin converting enzyme ( ACE) secretion were dynami—
cally obsewed in cultured pulmonary arterial endoth elial cells (PAECs) of new born bovine to explore the
role of local renin angiotensin system in local pulmonary artery playing in the occurrence of hypoxic pul-
monary arterial hypertension. It was found that The ACE activity was significantly decreased when PAECs
were incubated under 2. %% O, hypoxic condition for 1. 5h ( P <0.001 vs control and B O, groups) and
further decreased from 3 to 12 h but still remained high ( P < 0. 05 vs the control) but significantly in-
creased from 24 to 48h ( P <0.001 vs control and ® 02 groups). Under % 02 hypoxic condition, it was
only significantly higher at the 6th and 12th hour and lower at the 24th hour after incubation than that in the
control group ( P <0.05) and the cGM P content in PAECs was significantly 24 hours after the incubation
(P <0.05 vs the control). Our findings suggest that hypoxia can cause the changes of ACE activity in
PAECs, which might participate in the occurrence of hypoxic pulmonary arteral hypertension.
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