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Methods of Culture of Rat Pulmonary Artery Smooth
Muscle Cells and Identification

WANG Aiping, LI Yanbing, XIE Wei,et al

(Institute of applied anatomy ,school of medicine ,South China university)

Abstract: Objective To set up the methods of rat pulmonary artery smooth muscle cells (PASMCs) isolation, culture
and immunological identification in vitro. Methods The PASMCs cultured in vitro with type I collagenase. Be-
fore the PASMCs cultured ,male SD rat pulmonary trunk separated were subjected to outer membrane peel
and endothelial cells remove by enzymatic digestion in a sterile environment. We observed the status and
characteristics of PASMCs with inverte phase contrast microscope, determined the cell viability with trypan
blue staining,and indentified the a- smooth muscle actin («-SM actin) with immuncytochemistry staining.
Results The cultured PASMCs subjected to enzymatic digestion and isolation presented shuttle shape at d
3 ,typical peak - valley -like growth at d6,and 90% confluence at d9. The morphological observation and
immuncytochemistry staining identification showed that: the cells cultured were PASMCs; cell survival rate
up to 98.5% ; the primary cultures can be passaged at d8 ~ d10 and cells can be used for cell experiments
at 3th generation to 10th for stable morphology and fast growth. ~Conclutions The method type I collage-
nase digestion is easy operation and reliable ,the primary cultured PASMCs presented fast growt and short
cell cycle can be used for pulmonary arterial hypertension and pulmonary vascular remodeling study.
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AT BRI, WA 200 5 8 7 it 2 IOk ST 1 JUL 4 i 4
ANEEFRIN T s, ATAE, X PASMCs JRACES 3% A0 0F
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