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Effects of hypoxia on expression of A and B chains of platelet-derived
growth factor and theira andf subunit receptors in cultured pulmonary

arterial endothelial cells

Liu Jan, Wang Peiyong, Luo Decheng, Sun Bingyong (Department of Pathophysiology, Third Military Medical Univer—

sity, Chongqing, 630038)

Gou Jun (Central Lab, Third Military Medical University, Chongqing, 630038)

Abstract In order to explore the mechanisms of hypoxic pulmonary artery hypertension ( HPAH) , the

effects of hypoxia on the expression of the A and B chains of platelet-derived growth factor (PDGF) and their

a and B subunit receptors in cultured pulmonary arterial endothelial cells (PAECs) were observed with dot

blot hybridization. It was found that m RN A expression of A chain of PDGF was significantly increased when
PAECs were incubated under hypoxic (2. 5% 0,), and anoxic (0% 0O,), condition for 1. 5to 3 h (,P <0 01),
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but it remained unchanged when PAECs were incubated likewise for 6 to 48 h. The mRNA
expression of the B chain of PDGF was significantly increased from 1. 5 to 48 h after the incubation ( P <O.
05). PAECs could expressa andf subunit receptors of PDGF in low level under normoxia but hypoxia and
anoxia significantly upregulated mRNA expression of the two receptors ( P < 0.05). Our findings suggest
that hypoxia play an important role not only in modulating the proliferation of pulmonary arterial smooth
muscle cells through stimulating the paracrine of PDGF by PAECs but also in regulating the functions of
PAECs through stimulating the autocrine of PDGF by PAECs and upregulating gene expression of PDGF re—
ceptors on the membrane of PAECs. This may contribute to the increase of contractility and structural
changes of pulmonary arteries in HPA H.
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Extraction and purification of bactericidal /permeability increasing pro-
tein ( BPI) from pig polymorphonuclear leukocytes (PMN), and study of
its bio-activities in vivo and in vitro
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