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Role of PDGF in the proliferation of cultured pulmonary arterial smooth

muscle cells under hypoxic condition and its mechanism
Liu Jan, Luo Decheng, Wang Peiyong, Sun Binyong (Department of Pathophysiology, Third Military Medical Universi-
ty, Chongqing, 400038)

Abstract Objective: To investigate the mechanism of the proliferation of pulmonary arterial smooth
muscle cells (PASM) under hypoxic condition. Methods: The effects of hypoxia on the proliferation of
PASM and PDGF gene expression were observed with 3 H-Td R incorporation and dot blot hybridization. Re —
sults: The amount of > H-Td Rincorporation with PASM was significantly decreased at the end of the 6th hour
after hypoxia ( P <0.05) and thenincreased gradually at the end of the 12th hour. DN A synthesis in PASM
was remarkably enhanced at the 24th hour after hypoxia ( P < 0.05). PDGF-A chain mRNA expression in
PASM was significantly decreased when the cells were incubated under 2. 3% 02and ® O: hypoxic condition
from 1.5to6h (P <0.05, vs2Vb O, control) and then up-regulated till the 48th hour. However, PDGF-
B chain m RN A was markedly reduced from 1.5 to 24h ( P <0.05). Under normoxic condition (2¥6 0,),
PASM could express PDGF-= and B receptor mRN A at a low level and they were up—regulated under hypoxic
condition (2. 3% 0, and B 0,). Conclusion: Hypoxia can enhance the proliferation of PASM through obvi—
ous up-regulation of the expression of PDGF« and# receptor mRN A. The autocrine of PDGF-A may play an
important role in the proliferation of PASM under hypoxic condition.
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