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The Effect of Platelet Derived Growth Factor BB and Angiotensin (Con p57 kip2 Gene
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aorta media smooth muscle cells were cultured.

20 Hg/L and 1 Hmol/L, respectively.

with Western blot analysis and p57kip2 gene mRNA wAs determined by microarray.
tein level were higher in PDGF-BB stimulated VSMC. than those in Ang (Cstimulated ones.

was similar in Ang (2 stimulated group as compared with serunrfree control.
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This study was to investigate p57kip2 gene expression in hyperplastic or hypertrophic vascular smooth

muscle cells (VSMC) stimulated by platelet- derived growth factor (PDGF-BB) and angiotensin (5 Ang (E) .

Methods Rat

PDGF-BB and Ang @wvere added into serunrfree medium at a concentration of
VSMC were harvested after stimulated for 24 h.

Protein level of p57kip2 wAs investigated
Results Both p57kip2 mRNA and pro-
The p57kip2 protein level of VSMC

Conclusions There is increased expression of

pS7kip2 protein during VSMC proliferation stimulated by PDGF- BB, which may prevent VSMC from overhyperplasia.
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1. MIM/RIFEEKETF BB AIME S E CRIE 24 h p57 EARIEENTL

Figure 1. Effect of PDGF and Ang (© on p57kip2 protein expression in vascular smooth muscle cell.  Lane 1: 10% FBS; Lane 2:
PDGF-BB 20 Hg/L; Lane 3: Ang® 1 Pmol/L; Lane 4: Serum free; M: Marker.
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2. MIM/MRIFESEKETF BB s ME X3k E GFlE 24 h p57 mRNA FIZE{L

Figure 2.
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Table 1.  Effects of PDGF BB and Ang (Eon VSMC’ s growth

and protein content (x L5, n=3)

Numbers of cell Protein content

Groups

( x 10°/L) (ng/ cell)
Control 5.01 0. 03 0.59 £0.22
Ang 5.31%0. 02 1.08 *o. 18"
PDGF- BB 9.73 £0. 09" 0. 62 %0. 27
10% FBS 8.8310.07" 0.64 0. 19

b: P< 0.01, compared with control group.

R X R DG BRI (P> 0.05, n= 3)(
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p57kip2 gene mRNA expression in vascular smooth muscle cells stimulated by PDGF or Ang II.
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