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Effects of hypoxia on the growth and the calcium and cAMP contents of

the cultured smooth muscle cells of bovine pulmonary artery
Wang Peiyong., Sun Bingyong (Resea: *h Lab of High Altitue Medicine, Department of Pathophysiology Third Military Med-

ical University, Chongqing, 620038)

Abstract The effects of hvpoxia on the growth and the cAMP and cytosolic calcium ions (Ca' ) contents

of the cultured smooth muscle cells of bovine pulmonary artery (PASMCs) were investigated. The findings

were as follows: (1)When cultured under an atmosphere containing only 2% oxygen, PASMCs showed simi-

lar growth, morphology under optical microscopy and cellular protein content as those under normoxic condi-
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tion of 21% oxygen. (2)When PASMC suspension in calcium-free medium was exposed to 0%, 3% and 5%

oxygen for one minute, intracellular Ca" level was increased significantly and the increase was more signifi-

cant when the exposure was prolonged. (3)At the 1st minute of anoxia (0% oxygen), cAMP level of PASM-

Cs was significantly increased and the elevation reached the peak at the 5th minute of exposure. At the 10th

minute, cAMP level went down but remained higher than the normal control. These findings suggest that

PASMC:s can relatively withstand hypoxia of 2% oxygen, hypoxia along cannot result in hypertrophy or hy-

perplasia of PASMCs and hypoxia exerts influence directly on the second messenger system of the cultured

PASMCs.
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