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WFFER R OME (F130) : @& (S 1 p53 OFHLLEIS T~ p51/pT78 Zf#HT L 1) IKK 7 /v
V—MIZE D pbl, pT3 X 2 XTEHOREIEMME, 2) pb3 77 I U —#E{s 2L 5 DNA
KT DI OIS EHEERE 3) pb3 7 7 2 U —BIaFDOF A 7 BIaFOFIIEIEFITH
JEEAGER RN OB H D Z & (TbbBia HEEEICAATE %), 4) & MREMA{LHE,
REERIINSE T, pbl OFRBMNTORMEME AN OHERFICHETHY . TOHMRIZE -
THbn T35, HFEH LT LT,

WFERR R OBEEE (33C) : 1 analyzed p53 family gene, p51, and accomplished following
findings. 1) I Identified ubiquitin ligase specific to TAp51 protein. 2) I elucidated
mechanisms of cell fate determination in response to genotoxic stress by p53 family
proteins, 3) Some p53 family gene chimeras exhibited potent anti-tumor activity by mouse
gene therapy model. 4) p51 gene expression is essential for maintaining immaturity
(stemness) in keratinocytes and muscle cells.
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512, EECJEMERE UMRERERK - DB 0%
S« HAPEULIEGERE) . LMS JEERE O thiE
oM O BN 7 & 2 ) @ a7
EL pbl DERNRK E SNHHEBHZL AT
45, EBE REEOEEH0%ET—~ T
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DNA 8% % F = v 7+ % pb3 DFSRERRIL,
MBI FREOMEEMLRER/2 b7
B L., TOERERIL, Kb SEBEDOWE T,
KL EHE RTINS, 20 ps3 DIELIE
e LT, METI7 A4 ~—%Hi= PCR
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(1) TApsl R M XxTF o U H—F
(TAp51UBL) =2 p51 @ cDNA RICZEHARE E
L, COST MERRAEIZEA L, BT =
A&7 my b (IP-WB) % vy, TAp51UBL
& pbl & NI E M O R BAHRE & K O A6
NDRIEHEITo T, Fl2. ZOFHFEICLY,
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1%, TUNEL #3 LY flwocytometry (2 K5
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Notch intracytoplasmic domain (NICD) %
Wiz, F7z. Notch OIEMEALIZ, £ OFEN)E
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ZiEbE blo b L, BENIC pb3 & T p51/73
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keratin 1 OFBLZIH L TR, Kok
(BERE., £E B IX. INK 7 F/Lé ERK
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