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BALCRIZTRBCOVWTEHEL A TiE Ry, BPAER p53 2 BB 5 & b IT BVRL R 8okt (A549 WiR) % F
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A549 HIfLIC 5 4 ¥ F ¥ 7 A (NaVOs, NasVO,, NHVO:) % &SRR T CIRRER, Y VEBLE - & p53 BH,
) VBALRE - RMAP ¥ —¥, ATM B & O actin % Western blotting {2 & ¥, p53 3 X U8 GAPDH mRNA L X
V% RT-PCRIZE DI L7, BpARIB & O S15A BEA p53 HIZTF % A549 ﬁﬁﬂ!)}ab_%ﬁ’ét& NaVvO; ﬂ%w&
p53-DNA & &{EME & DNA Wih it (HREX 7 LA v—2a) 2HlE L.
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NaVO,; IREZEMAH M & ) p53 BE % RIEILEE, Ser6, 9, 15, 20, 37, 46, 3920V YBRILZ BRET L 724
£, Serl5 BALDY Y BRALA R D HE ThH o7z, NaVOs DBEZIEE (10~200uM) B L OB (8~48hr) I2HKAE
LT, Y YBEMLA! p53 Serl5 B & U pb3 BMEEDRMASTAD S N7=45, p53mMRNA L~V OEE) 1 d o 72,
NasVO, 38 L U NH,VO: BB T H p53 Serl5 V) Y BAbB & U p53 HE B DM S N7z, ERK R EH
U 0126 33 X TF p38 RAEHAI SB203580 DALI THX, p53 Serl5 DY ¥ BRI PIEI S Nz d>o 72. —F, DNA-activated
protein kinase - ataxia telangiectasia mutated (ATM) BEE#] wortmannin #L3, ATM - ATM-Rad3-related pro-
tein FLEH| caffeine MLB, B XU RNA FHIZL 2 ATM /v 2 ¥y /12X b, NaVO; BEIZ L 2 U » BLR p53
Serl5 8 X U p53 JEE OB MASHH] & h7z. catalase B & UF N-acetylcystein MUEIZ X 2 BI81133RDd e b o 7=
S15A ZRE! p53 B A ML T3 EPAERIE A MR I L NaVO; BR#Z X % p53-DNA #5415 M EH £ DNA Bikr{k
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