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Effect of platelet-derived growth factor-BB and SDZ RAD on the promoter activity

of p27 gene and p27 mRNA expression in rat vascular smooth muscle cell
RAN Bo-li, HE Guo-xiang, WANG Geng, SONG Zhi-yuan, SHU Mao-qin ( Department of Cardiology, Southwest Hospital ,

Third Military Medical University, Chongging 400038, China)

Abstract: Objective To study the effect of platelet-derived growth factor-BB (PDGF-BB) and SDZ RAD
on the promoter activity of p27 gene and p27 mRNA expression in rat vascular smooth muscle cells (VSMCs).
Methods The deletion constructs, pXp27, containing region of p27 gene promoter ligated to the chloramphen-
icol acetyltransferase ( CAT) reporter gene, were transiently transfected into VSMCs. The transfected VSMCs
were subsequently treated with PDGF-BB or SDZ RAD. Twenty-four hours later, the CAT activity and the ex-
pression level of p27 mRNA were detected by CAT enzyme-linked immunosorbent assay and RT-PCR, respec-
tively. Results PDGF-BB (10 ng/ml) decreased the CAT activity of pXp27 and significantly decreased p27
mRNA expression level, while SDZ RAD (10 ng/ml) increased the CAT activity of pXp27 and significantly de-
creased p27 mRNA expression level. Conclusion PDGF-BB inhibits and SDZ RAD increases the promoter ac-

tivity of p27 gene in rat VSMCs, then both further act on the mRNA expression of p27 gene.
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