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P53 7 T 4% % & (apoptosis stimulating
protein of P53, ASPP)R &AL LA L
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NABFHFHIA T, /2L de TR A X 5 Fb
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P53 T2 )4 F (apoptosis stimulating protein
of P53, ASPP)/&Samuels er a/"7E20014F K& H1,
(18— 7 P b e 410 1)k DR 5K, B S 7E2003 4F
MCOEATRIL T ASPPHGE o — Al i ASPP
(inhibitory member of the ASPP family)”. H
B, ORI Tz ZR 34N L : ASPPI,
ASPP2AIiASPP. ASPPIMIASPP25P5345 4 )n
REWUEPS3 I DI BE, MiASPPLPS34E &)
HUZAMHIPS3 (49 DI Re, X2 ORI e 56
A AH B B S AE T A ZE R KR 4. IR
XTASPPHEH KRS K Difg. H5P53 K HA
T TR 1R 5% 28 46 7 THI IR 90k Je gk AT 2708

1 454

ASPPEIGEIL A3 N i: ASPP1, ASPP2HI
iASPP. HoA & U5 F- 4k LS m g%, B 4
EH K EA R H E H (ankyrin repeat), SH3 45 14
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(SH3 domain), =& 14 & 1 45 #4935k (proline-
rich domain)AH G L 10T, BFSTIESE, ASPP
T J 53 350308 1ok 4% ik H S M SH3 4 f 1 5 P53
RAAE M.
KTASPPHEIRSG IR EA ) T — 1R
BRI R, BRI ZASPPIAEE F
BY(53BP2 K Bbp'™). FL7£19944F, Iwabuchi et /™
I W R AT R, FIHIP53 DNASS & X ik
PR, R R T 5PS3AHH AR 250 &
F1: 53BP2( H A UESE 1 ASPP2 I CAR big 15284
IR LS 5 ASPP2IL K IBRCA1( 53BP1).
19964F, Naumovski er a/K I T ASPP2 %
ANATEHE B Bbp(WPAEL SN A i 1232
FEFRIIASPP2 F BY); 2001 520034F, Samuels
et alMe R S R IL T ASPPI SERE L .
ASPP1H{PPPIRI3BAEE A G, H11090/24 KPR
%, HIhAEX L Hhpro, ank ZSH3. ASPP2
HTP53BP24ihd, 11128 M= IEMR 4 ik, Hhfg
X i Hpro, ank, SH3Fla-helical4l . ASPP1FI
ASP P2 [ 75N A it AT C A 3t 45 1R AR LED,
HARAMMPM Y FFUh, HA# N B2 R T 4 5 %
iASPP{E NS HPPPIRIBLEE Kl 4w, M £F 2k
tape- 155N g A, Ath tH351 /M2 RER ALK, &
—APS6AL G M, HCRuGM223 M AR
53BP2IICAK Ui 52%AH [H], 1ASPPAIZE P53
TR 1 Al B 3 (Ce-1 ASPP)FEC K by
I AE. fiiSlee et al UKL T 14
551ASPP I Cii [A] 5, N A ¥ [1iASPP, 1828
AN IERR AR, Wkt LA ) J21ASPPHRE A1ASPP/
RIA(IhiASPP 4 % HRel-associated
inhibitor, RIA), ¥ KiASPPFX AiASPP.

2 DHRER SP53BX AR

2.1 Zhie SFASPPEKIEIIREMIHITT, Fed] e A
J7 Bt (53BP2FIBbp) FF 46 1, A5 H I 4518 IR
K225, Iwabuchi et al® ANy, K 53BP2fRE H
P53[DNAZ & X4l &, HOLRem iz 45 & m
FHL1EPS3 5 DNALS &, M IHIPS3 L 4 T4
Fi. i Yang et al”"¥53BP2%: 4t $|Hela & Cos-141

m¥E %4
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WA B A oA R I A SR T, X 5Ao0 er /') FH. Yang et al WISt K IN, iASPPRE S %A T

ASPPE & 5 4t
EaQRE R, A
R A1 A8 ZAE R 8
BB RS
iR IE

g5 A8, B 53B P2 K P TA I AR 41 i
T, MARAKP R IE K 5 2040 X DN ABL R4
SRR E 55 . Naumovski er a/ K Bbp’E Y \ 4
e, RO IEANRES D41 T, (HAES | EEG2/M
HABH Y. Twabuchi er a/t'"i i % Ye 5o i % TR,
53BP21E N HHRPS3 N 25 JE RIP2 1 IR e s PR [ I, 3
SEIPS3HN I G T K Rlras FIE1A ) /) U iR
FSCET40 440 1) 2 A5 e 2 B

WKz et al™FIFHRT-PCRI7, W€ ASPP2
mRNATE 155 N\ L5 A% 40 i 55 N Ik 2988 4
FRJurkat J Bl 2T 4k 4 i R0 45 Wi 40 AR H T-2911)
Feik K, G55 % ILASPP2 mRNATE iE 5 A\ ML
B AN R P 12 TA ZKOT L IR B8 AN AR Turkat (1)
FIL KT, I H AT 4E 4N i Hh ASPP2[1 %
KT L &5 i 4l I BRH T-291E, R IHASPP2K
mRNAF K AL AEPS3HF A R 1) b 88 41 it Hh BRI
AN FEPS3TEAR MY (1 ibsga 40 i, 36 HHASPP2
VAT IR M T AE. Lossos et al'™' 7t € &t
RT-PCRFN G2 410 5 10506 k8 1k K BAH Ak 2
J& (diffuse large B cell lymphoma, DLBCL)1}E
YRR LR (follicular center lymphoma, FCL)%5
AT R I, ASPP2E I iy (1) R A7 TG I () K,
1M ASPP2F AR A0 I ) i, $27RASPP23K
I T I R AT B R I TG 7R 0%, Samuels
et al""xF B AEAIPS3FLIRE (T ASPP1AIASPP2(K)
mRNARIETHFURIN, F60%[H IR ASPP1#K L
AT R I, 23%F0 98 ASPP2RIA K F %, H.
FEIX23% (1) 98 tF A 90% [ ASPP1 K IE K F K
[, [m) ) i %) w2, Tero, Saos-240 MukkiF5Y, &
ILASPP1/ASPP2RIPS3 L IA, i i 4 Ye 1) g
Y MIR50%I T2, MASPPIAIASPP2 5 E2F 1A
B ax 55 i 91 1) 25 DR] SH 2 508 D) AN e A 4t e 9 1
.

Bergamaschi e a/™Ki il 1 8451 /1 RIP53 Al
ASPP/KV-IE ()31 e & IRIASPP & #4521
RILTE) B i ASP PRI &1, [R] b ATT I
RNA T X RNAH AP BLASPPRIL, K
RE 5 3 55 N 2 He e N 28 40 o & A= Mg P S 3 1 97
T, 3% WH & B A SPP S 1K 53 % 41 it 4
T HATHEIE ], ek Hodr 44 iASPP. Zhang
et al"™ K} E BRT-PCR T LR MiASPP
mRNATE 21 (1155 (acute leukemia, AL)ZH
Ik, RIS IEH AN XCRIBALEE ML, ¥
RKALMMAF{EIASPP R K IL, $E7RIASPPHI &
FIE AT BEAE B 4> ALK A A2 Bk i v ke — i A

-Kappa B(nuclear factor-Kappa B, NF-xB)J .
HLAP6S(RelA)&hE &, R HINF-« BIG#E G 1,
e NE R AT RS 8 s Rk, TR
Ik SEALZHZUR A e PR I

Wit LL E—RAIFFCIE L, ASPPEE KK
Ej N8 % DA 9%, ASPP1 M A SPP2 i 1
PP53 5DNAME &, (EdEPS3(E I T A 3))
TS AN, TR S P SR PS 3 A AL 4 I T
Thfie, {EXTPS3 4 i Az K A5 3 ) RE Be AT S i,
Samuels ez a/" B RSN SZIGAESE T X — 05, 5K
LASPP2RJU20S 4L A, Kl P53 e 4% 5 Hit i
TR I Bax )8 2 1 4 6 ik A2 55 40 i JA A #t
PEBG A EIFIP2110 5 3 T 45 &, 4R BRP53
W5 ST RN Bax ) JH 8 145 4. MiiASPP
EjASPP1 X ASPP2IF iy e NIl A iz, Ath B4 ) 4
M T, PIIiASPPEASPPI/ASPP2—FE, HAT
AHIF S PS3 45 A ) X 4k, #dLnT i@t 5 ASPPI
MIASPP25 4+ 5P5345 4, M HHIPS3 )4
Ihe.
2.2 5P5389x & AP, P53 AL M
TR R A R OCE LR, PG40 L N PS3
(AR S D g 43 A 225, B 2B P S 3 g Al
RAZRIPS3IIRE. 45 2 WURIF T R W], E50% ) il
I8 A0 il TR AEAE E PS3RAR. Vogelstein et al'™ M
BRI, HA B MEPS3IE K 545 (1) /N B AE 4D 4F
IF R R A i, PS3IA S8 AR X di  EAE A
PS3Z O X EDNALE & X, HASPPYEH X
B AH—3U. Twabuchi et a/®'fE FHAIHT 7T &N,
HPS3DNALE A X AUR17SHELR273H K 2E 5%
A5 J5, 53BP2iANfE S PS3A HAEH. B J5Gorina
et al™XOME R, P53 5y Rk A TEAZ 124 [X 4k
(R248WHIR273H), HZP5S3DNALE & X 38 /¢
55 ASPP245 & (1) X 4, /R Samuels er a/' il i 44
SPGB, ASPP1 M ASPP2REfit 55 4: AU P53
ghdy, MRE AR MPS34E4, HREA G P53 E
AFRES ASPPE FIAH IL/EH, 1XFE, ASPPHA
RE A % LA 9 P 5 3 1) A 8 T A T iy - 4 L 449
T AFICE BRI, e 4/ P53
5 ASPP2AH HAEH ) — > B JE IR TR JER 181
AR NS RIR B e T R, X e HE AN T A
5 ASPP 1A SPP2IL [F] 4/ FH ok 448 ot fifJaq 4111 1) Ik
K Bax [ T 1 .

UL, BF0E ORI, 5 K e &
T E A ARG ARPS3 AT AR U PS34N i, 451
TE LA LR IR AR HE IO 7D 28 4 fie g v
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P53 548 /N T-25%, IEIR IR 40 i 3= 2 ik
NHASPP1 X ASPP2IFIL i ASPPI &
T ERANEI AR T, Liv ez al" R IAE S
A AETUPS3 I IR 4 e, ASPP1 X ASPP2(F)
mRNAMERIE N, BT E S5 ASPPS'E
5 X CpG & 1) 5 ey FR AL AT %, ARLERT H Hi6S
ASPP_ 7RI 8 BF S M Ab TR 2, 1
S B0 AL 1 BARBLE] A E— .
Ab, TR A B AERIPS3 MR 4 i, ASPPEE [
G2 R A T R EE A E, R
EMori et al'"TBRER K EAE & R IL B RGE
& SR RPS 3K IR AN i E AT WL 5%, YR R IR
S3BP2AFERA, (HIXHAREVEASPPE I A
BRI T 5.

3 5HMEBRNXR
ASPPAER REG T 41 MPH T- I L A, b1
5 e 15 %2 B4 IR IR R R E R A HIRR
(i 0. 2 H AT A 1E, R RIS S LR
A DoF e 5 ASPP2 A LRI (A 5, R
Bcl-2 (Espanel et al)"", p65/Rel (Helps et al)""”,
A R B (Naumovski e al)®, c-Yest ik
FI/YAP(Yang et af)®”, &5 IR FE B 90 (7 R )
/APLI (Nakagawa et al)*" K BT 4 93 B (Cao
et al\*" . ASPP2{Jy 4R it o HoAS R MR T 42 RISH3 45
R XL (45 s W, BRPS3ZAMARE S
ASPP145 4 148 (1T AT 4445 A T

3.1 Bel-2 Bel-25 et AR IE SE Re 40 i 40
T2, JEK AN A 1A 2R . A RERS N HIPS3 75
TR0 0 6 v AN 55 i JE X 4 e S ) B A
J. ASPP25Bcl-2 (1454 X AT 5 P53 1 45 &5
D} A [F], RIS H3 25 A4 AN 75 2 M P 41, i
P535Bel-2 AN BEF I 5 ASPP24E 7, Al 1l it 7
4r 5 ASPP245 4. CLAIBCl-2AE A HIPS3 /S 1)
AT AN 5% e Sk 290 i R 0T v, b eT
L E, ASPP2iliid HBel-256 4+ 5PS345 4,
{fBcl-25P530% &, #iiBel-2, Mg 7 P53
SN T- . (U, Bel-238 /] LLE ik
P 55— B 5 PS3FABL I e T B4 I T
SERFE2F-URANGIE T2, miF 7 &I, ASPPI
AR E2F- 1402 4 L T2 3R 2 15 kA
Bel-252 1l A [F I HL S 43 0 7 H P53 A
E2F-1 M T 28 14000 40 B8 T i AE I 16, sl3s mr
PLUEASPP1FIASPP2 (P 1 41 Ja 3 T 1¥ 1 H IF
AN 5E AT I AMBIB e 1-2 RSB, 1T L g A
W5 T PS3ME I T Y. B2, ASPP25Bcl-2
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(I AH EL A FH P 5 R B FE 2k i A g — 20 1 B
3.2 P65 Yang et a/® i 52K K I, ASPP2fiE
ENF-« B A7 P65(Rel A) K A M HAE .
NF-x B2 A% K 7 B\ — 4 8 G, s
NF-kB1(P50), NF-kB2(P52)FIR el & 1
RelA(P65), RelB(P68) fc-Rel%s, J& il /7 E T
S B 5T P IR — R R SN s R, — DL R
AT S AFAE AL DA 5Pk B(inhibitory
kB, IxB)&5 & M e —Fh T e — SR E K,
20 B2 B W R S A SR, Te B 22 5 1R
FRIEEWERA, b0z #4L, TkBSNF-xB4)
29, NF-«c BfF AR S oK, Bl R A% H 07, 5
AH IR B 5, AT I ) B i i 46 5 PR 11
5. S3BP2(HIASPP2I 55 123-1128 M= HE1R)
RE LT POSIH L X I, BAE: IR IIReIX, #
AR T S I IR I 7 456, i RIEM
P65fie T ES3B P21t ik M il 4n s 1, {1
53BP2 I EASPP2IH—A v B, P6SXI 5E3E 1Y)
ASPP1 & ASPP2 ¥ 1 HI A s i A5 1t — D 9E.
BN, TR A 0 N S AR i B B 7 )R
Wi, R R 2R H BT SRR
A R 125, ASPPI A I S — RAE ] T #19
FEDAI 0 g, B ORORMOR T B KTk A5 0,
B H AT ASPPIIAEFEA WAL A, XFASPPI
FELHIIG 2R, T #iili A SPPak i
ASPPAE = PS3 175 4 LJH T2\ D) BE, T RE
X ASPPIE R = A A& 52 FITEVE F I 29, JF¥%
I TIGIR, ¥R KN 28 M7 .
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