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Expression of P21 Gene in Vascular
Smooth Muscle Cells Induced by Wild-
Type P53 Gene
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ABSTRACT
Aim Ta study the expression of P21 gene in vascu-
lar smooth muscle cells (VSMC) induced by introduc-
tion of wild-type P53 gene and explore the mechanism
of regulation for cell cycle progression by wild-type
P53 gene.
Methods

tor, AdCMVP53, was transfected into the cultured

A P53 gene recombinant adenovirus vec-
SMC derived from human umbilical artery.  The gene
expression of P21 was quantified by reverse transcrip-
tion-polymerase chain reaction (RT-PCR). The con-
tent of P21 was detected by immunochemical staining.

Flow cytometry was used for cell cycle analysis.
The level of P21 mRNA and protein was
increased in VSMC transfected with AdCMVP53.
Overexpression of wild-type P53 could arrest the SMC
“at G0/G1 phase of the cell cycle.

Conclusion

Results

Wild-type P53 gene could induce the
expression of P21 gene, leading to repression of cell
cycle progression.
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HAGERE AR T AR N,
FAYPIAR S mp s, EAEHFT-RO8BE
RAE¥ZEME P21l mRNA KF, & AEZLFHE
WMEPLLZGAZSGTAFARAL mpe K545
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& i % B (cyclin-dependent kinase, CDK)
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Figure 1.

Y

AL vultered VSMC.

X R RS HE—REWE N (reverse transcrip-
tion-polymerase chain reaction, RT-PCR),P21 W ¥ 4
# 5 CGG AAT TCA TGT CAG AAC CGG CTG G’
# 5' GCG GAT CCT TAG GGC TTC CTC TTG 3';
GAPDH # 3 % % 5 TGA AGG TCG GAG TCA
ACG GAT TTT 3 # 5' CAT GTG GGC CAT GAG
GTCCACCAC ¥, X . A X . B MA 95T 1
min. 60C 1 min, 72C 1.5 min. £ # f7 30 A ¥, 1.
SY I i A B wok 0 4F PCR = 40,

1.5 MEAHMN SR RN
AJCMVP53 # % VSMC 48 h . % % . .RNA

W (200 mg/L)37°C 478 1 h. o {7 % (50 mg/L)4T
BAREETAXEME S .

2 HR
2.1 B&ERPs3XEX P2 EARENER
RAARAEFRMER(E 1, Figure 1)
B .EX4EH VSMC 1 P21 XK FR
K.ERAGAEAALEESMAR P21 HA.
B AdCMVP53 § 4R E. P2l EBEKFER
FHE ORFETPIEEFFATES P21
Eakik.
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Immunochemical stsining tor P2| protein expression in AdCMY P55-infected VSMC. A 4w,
B AdCMVPI5 nfeeted VMU,
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Figure 2. RT-PCR analysis of P21 mRNA level In
VSMC. Lane 1. PBR322/BstNI marker. Lane 2, RT-
PCR products of AdCMVP53-infected VSMC. Lane 3: RT-
PCR products of AdCMVLscZ-infected VSMC.
RT-PCR producis of culiured VSMC.

Lane 4
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Eay e, ¥ 2 & RT-PCR £ P21 mR-
NA K¥, &R mA 2 (Fgure 2)FfR. TEXR
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W,.P21 XEM GAPDH EEMPT B BRKE
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mRNA KF 54 VSMC THHE ¥ 7,
P53 BEEREHR KT LK P21 XERE.
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i =X, 4 B {0 10 9 43 1 £ (18 3. Figure 3)
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Figure 3. Flow cvlometric determination of cell eycle progression
A cultured VSMC.  B; AdCMVPS3-infected V'SMC,
3 W HH DNA $5 (5 5 R A R R R M
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HIEKE P53 B2 RS L. BEE. XL
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3285, P21 BEff VSMC 4 ¥ 2 # 7 G0/G1
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