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A 1999 4F Komarova et al 47 38 % Bl—Fh p53 45 S0 i
7 PFT-0(p—fifty three inhibitor, PFT-0, pifithrin-O)
DI, PFT-O 5 pS3 MM AT, AT 300 il 47 i Jpd
IRIT RN, VLB AT 5 p53 ThREH 9 7E A5 2R A
5. PFT-0 & —Fh @R 1225 1 @\%ﬁ%
C16H18N20S. HBr, M.367.3, 4 F4iHA & o .
f =20 Cilt FRUEIRAT 3 a, AT DMSO £ -20 C
W T RUEARAT 3 mo. PFT-0 Xf Y63 % sk, HAM#
Y FEARENRY, RELY, SR XK.

1 PFT-0 7230l p53 AT PRIN A

1.1 PET—O 44l 500 95 94 97 81 208 B0 IR IaT 1
FWEACTT FBTT 625 03 g 1 [R) s T LA 35 1E 5 4
FR T 7 A RSO, BRI RN, X 5 p53 i S A
T-HA2%. Komarova er al' = Z 4 5 A8 414 P - FR BRLIBT p53
FEAS = He 37 2% Bebeg 19 [ st S20mT 00 skl 7 P Jeg )25 0 i
e R BT PRT-O, b ELA H5 S5k m] 308 3 i
p33 BIRE. FRAMIT5E & B PFT-O A {8 Ela+ras 54k 5 B
PR HE LR A0 B e S5 M L Y ST . 2R BiIE 25
FEFROMT. PFT-0 BB LB & v 2 BT
C57BL Al Balb/c 1 £ /N RAUAETE 98 60% , 7EHRETIG

7 mo JLH & M. PFT-O EZE S H ] pS3 M,
Ph K p53 R iR A B Bax, p21Y4F', MDM2 F cyelin
Gl 3k, Zhang et al™ & BT H 5 | B b A AT B2 R
B A0 A 00 T S O T 3 A T i Sk RS- A
i, X FE S S pS3 BRI TS R X
A /NRARTRE R B IR EATER E 3 2%, 76 AN Ak BE H A
FFTARETZE A PFT-0, 1] DA 6 40 i ) A= 772348 i L
AR ] pS3 (FRIA, AN S HAR
FUATBE B 4AMIAY caspase—1, caspase=3 G 1ERB(K, B
R BB E, s I 5 A B2 1
AR B PR B RIVE RS0 T i AE e A 3
AR TR I P B 0 9 B35 2 IS T I8 0 A B ) 2%
PR s AR N AR pS3 R, i
SHYAM Y CDOS FEIA AT, PRT-O 0] BHIKT S 351 1 3L
6. FEAK CD9S B A AKX & i i dh
AR FIMENEBE. Liu et al "TEM T PFT-O%F B
250 WLAR MR TR0 D BB T AR BP0 . B85 R
4 Bax Al MDM2mRNA ¥ 357K ¥, i pS3 fEZ A
iz 15 B BRIR AL K F-$2 il B p53 B H KRB K, 5
FO AR A T BT R O MR R e
AR FL DI RE IS AE 25 T B8 AT 30 min FI 45 245 3 hfif
H PET-O, WL AL4E M Bax F1 MDM2mRNA FE3KFEA%.
S 2R B PET-O R A 250 i BT 25 28 355 140 JUL 448 i 0
T, AR BT 2 2R PR v YT WO R Y 22 A 7EH . Bassi
et al "2 T DNA 14D 544 B 11 9 il 57048 F6 10 BVE otk
U0 440 Y69 200 D 25 P4k p53 B TKs FIZZ 5 p53 1Y
WTK:, &3 WTK, 35 R WA il TKe BB T,
7Eiz 1 PET-O FHI p33 J5 TKe 20 M A B T 8 B s b,
T BT ] pS3 FRARAKITIA #7500 IE W 40 i A 1=
MEIETER , X5 Vukicevic et al "8 H AR —2.
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1.2 PET—0 4] pS3KHEIA T A0 M T= Schafer et al™"
RMAMEHNERE T pS3 KB AMAT, ST
HA . ¥ PFT-0 34T Sprague—Dawley SRUE B 1 5
Ja, v LPS SR T, b A 3R
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L T A0 R s P R SR R AR T SERR A BRI
FAEREW P IA PFT-0 )5, HF4IHA caspase 1§
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1.4 PFT—0 #4022 08 T 0948 P 208 WFST % PH p53
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Alzheimeris , ¥ 12 o0 (1) 22 L 1 458 T F 81 Parkinson
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S AT T ERFT I RCAL B Bl 2 TR i A PFT-a
A B S s R X B 2T B, caspase—3 T PERRAIGAH
PR TTAENG B ST e n L ZE G P h K BELIBT AT 1 h IR
NS PET-0, A G0 e i S 850 A BB ZE . Gilman et
al "'t % B PFT—0 W] fifi B A 14 p53 /DN B 44 00 28 fih
Wbz FALE RIS BB, nT DU S
JCAERZ EMR I BB G 5 T e 4 RF RTINS AR o M T e
Duan et al ™"z FH Parkinson %5 /> U B 5 PRT-,
KB PFT-O B B s /N2 s hae, BRI B K&
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PFT-O S # ] pS3, BEAS e 2 E0 Jie bl 2 40 i 1 )
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FHLIF MG 132, AIFRAy BRI AR AR 104k, Bax ik
REAR, f# SH-SYSY A T ™. JEkke B KIS
% Alzheimer 35, TERIEE B IS S A 4IM 8 T £ 2l
T RBLIR IR IR p53, Bel-2 %, PFT-O A BT
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DNA & 208 p53 G, M NF-KB iGHEREAR, #h
2ot kAT, PR ETE DNA R EE S G p53 55
AL T p300 FEE AR, 1 p300 5 NF-KB 455
TEPEREAL. PFT-O BEWT p53 FALH 1A B4R S
p300 -5 NF-KB [ 454 15 P38 5k 76 #h 20 FP AR 7E pS3 Al
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2 PFT-0 £ p53 IhAEDPAYN S

Camphausen et al ""EWF 5 BT B AG “ T LN "
(abscopal effect)iif, iz PFT-0 {E R T8 4 &Y p53 /)N
SUG AT RS, ABEUERRIBTIIRE Ay I A,
K2 PFT-O E F A/ SR AT L 25X A0, MfTA
WE pS3 FERUTIE SN A" FEIER. Pecere
et al T FTpS3TE FTLE R R R AP 2 IR IZ Bhg 41 i
TERIBY, ZBLPFT-O il /25 R £ FH T SI-N-KP
(BF A= BY pS3)VAEMEAY IR T, 1A} SK-N-BE(2¢) LM . 15
TS S AT 4 40 i MSU 1.OZE Jfd [t i A PFT-aff
H24 hJ5, FEE PFT-0 WRETHE, caspase TG
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C1A1 (BT A= R pS3) 40 M i 40 i A= K42, 21 3Rk
F-1 .32 F PFT-00 RT3 ] U8 6 S B0 40 i A A5
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i pS3 R EURAETE S p21 M B F KT S B 40 M A K
5. Perfettini er al M 5 H B E HTEE T HIV-1 11
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et al TERT ST BB 15 M Z A pS3 AR RPIRES
B LRI 200 B O T RN SRR AP LR s, 42 B PRT-O
A3 VE 5 03 2R 2 R PR A A 1 pS3 B SLIRIE 40
it MCF7 M3 25 32 R B TN AR 5 pS 3 AL AR i 40 i
MDA-MB-231 40ffi, &I PFT-O 4% TikF
MCF7 4% AKe BB AL /E FHBG9% , I% MCF7 40 rh
pS3 TEL AR 15 BHIR AL K p2 1™ (3Rak, S
TEFHMCFT T, L4 EE 715 S MCFTH
T2 p53 4KH, 1M MDA-MB-231 H T p53 HhfeHt sk |
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AK B MR 428 5 1 7= 42 i 3. Gorgoulis er al ™K
T B NF-KB Fll p53 7 1 38 36 49 B 40 g 60 K 3% 21
ICAM-1 Rk WEFIER, £ Y 9% AT &AL
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B2 AT 4 4 M ICAM -1 1 p21 Y ' mRNA 35 TR, 3
B p53 B2 5 ICAM-1 B SRk, 3L NF-KB K
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SRR p53, FH LA pS3 K 2 T caspase-3 (Ui
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