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Abstract: [Purpose | To observe the molecular mechanism of recombinant adenovirus-p53 on the
growth of POE-9n cells. [Methods] RT-PCR and Western blot were performed to evaluate the p53,
p21“"™ and bel-2 both in mRNA and protein level. [Results] The changes of p53,p21“"™ and bel-
2 expression levels were detected by RT-PCR and Western blot. After rAd-p53 infection for 24h,the
expressions of p53 and p21“"™* increased both in mRNA and protein level (P<0.01) ,but the expression
of bel-2 decreased after infection for 72h(P<0.01). [ Conclusion] rAd-p53 can strongly induce apopto-
sis in POE-9n cells by up-regulating p21“"* and down-regulating bel-2.
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Table 1 Primer sequence of wt-p53, p21“""*¥ bcl-2 and B-actin

Gene Amplified fragment length

Primer sequence
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Figure 1 Expression of p53, p21“”"*" and bcl-2 mRNA
in POE-9n cells infected with or without rAd-p53
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Figure 2 Expression of p53,p21“"AF and bel-2 proteins
in POE-9n cells infected with or without rAd-p53
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