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Research advance on the role of mutant type p53
regulatory protein in lymphoma
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Abstract Tumor suppressor p53 plays an important role in maintaining normal cell growth and inhibiting cell malignant
proliferation. When mutant type pS3 is formed, its expression product, mutant type pS3 loses original anti-tumor
effect and leads to the disorder of intracellular signal pathway. pS3 acts as a switch to control cell proliferation and
apoptosis, and cells become cancerous, which is affected by a variety of regulatory proteins.
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Tofr 5 718 R AT 410 1) W Tp S 33 LA 4 41098 A P el B A
o YIhE

NN RN - R IR O 00 i s
RYV BRI N T, A e B AT D RE 1 B R
H, WTpS3®lIF/E M ELEaE oMb, i
b, B, HMENEAERD S, HEE
AW EVE R T8 Bl 1R sz RE A
il A2 3% S it P (G 3 52 IS 0 902 2R ARk R 1
B A 35 P 7K ) & A T e . MTpS3fe ok e & A= 1)
P N &R & I BE 815 (gain of function, GOF), #i
ARAG P10 7 AR 0 ek 00 R o AR T A U 2B .
JE R MR IRERS . B2y, WTpS3fE NIk N
Fe B L R 2 — 2R 509% 1 A iR
K 2 ps3 s 7s, i b AP 2248 % 5 BE IR YT K
HORIA BTG A S, MTps3 & IFEME it FLsz
P Z R (PR, ST B R R 7R I R &
A %R P R TR L RE A Bh TR BEM Tp S 3HE R {2 458
VEF DA SR A A IR T7 $E A5, (2 R R 2 1R 1) Wfe
KA .

1 ATE3

%%?)@ﬂﬁ%l’)(activating transcription factor
3, ATF3)JE & 7 & TR 1 5 45 16 i 5% s N T ATE/
CREBZEEM Y, HpS3AHL, 7E#E L4 Ml HATE3
AEFFAERROK Y, Rk th iz AR B 44 51
A, I A A R U T S A R Y &
A R RS T T R FEAEF . ATE3 2 W Tp s 3 1 i 45 A
T, EREB S WTpS3nYRF AR 455, M BH Wt
MDM241 W TpS3 1 B fi% . ATF3 X J2MTpS3 I
PN T, TR RS s HEA-EA
AHELAE HT 09 4 o6 H 0k B 5 5 B il T iz S 5 58 B0 ik
SCATF3REFE A AR AR S B UM TpS3 . Wang
SV IR Hh S0 S PR 3Z Z ALY AT F3AE 58 44 il
MTpS3H % PE . Buganim 25" 1 2 14 3% i 41 i
FITPASEITAE VR 182 14 K B2 M Ik B2 9 (diffuse large
B-cell lymphoma, DLBCL)H'MTpS3XfATE3 % ik
BT, B 4L SIMTp S 3 & ek e g T 14
ATF3M KL, MULel W, 7EH 4 MTpS3 Y i@
H1, MTpS3-ATE3Z [ /A 7E AT EM .

2 TRRAP
I Jiefr 9 410 7l 2 BE e 2k M ik S e - S PR AL A AR

TR BRI AR W TpS 3R SR ik J14h, ps3Zers
WA LRI 5 M GOF, GOFfiMTps3 A fit

HE IR S A BT R L B AR AR Y R AR S e R 4
MR ZERE )1 . ¥ERERE I T 256 )1 . MTpS3/KF
FhiE R H GOFRE MM e e 5k i, XD RARH W 3
FOR A LT AN KR RN AL 45 Ik TR AE N B £
ST R KR Y. WTp s 37E Bl 14 7K SF-
Z R RS, A T W TpS3 M KR
A, #EAHFMTpS3 By b I i # LA K A EMTpS3
EH RN, SEMTps3 2 JF K — 7 N
MDM2-pS3FR R MR 55— Ty i W2 M Tp 53 HH
VEJE B4 (U0 Z e k) A7 B T H R E 1YL Jethwa
203 Burkitt bk U8 s MTp s 3FR R Ay 45 K 7
FEAFWFFE, 45 R B /RTRRAP(TRansformation/
tRanscription domain-Associated Protein) 2 f2
FEMMTpS3MERH . TRRAPHA[ DL i3 i il MDM2-
E AN S MTpS3FE M, X T W TRRAP
AT 38 35 B R SR W Tp 53 B B g AL il Sk 4E R MTPS 3
K. Hit, TRRAPIEZHAMHEIMTPS3IZ K
b R 1A it B AR, S [ g AT p S 3 28
AR MTPS3 W e sk Ja ACE IR 1 8% . Rtk X
MTPS3F R 1 T4 7] Bk Burkitedbk UG 97 (H 15
I HE A5

3 MDM2

FUB# /&2 (murine double minute 2, MDM2),
NEAFRIHDM2, J&—Fi g &, HAE3Z
RS L, OB X W Tp S 34T & 1 B 1A R
fit, TN HIWTpS 3N T A5 L /E A, 2
WTpS3 1 3 2845 F . MDM2 3= %2 il N i 1)
pSILE AL . BRIESE MR . AR 45 A Bk A C
Vit PR A5 25 4 B F B . MDM2 M T W Tps3Ht, N
SRR S WTps3 8 LI R4S A X A &2
AU, MW Tps3mEE s, FEAEWTps3 M
AR R AN AR W TpS3HE K 1Y
M, ThEETEW TpS3 8 78 B 1% I il g T o [
fift, FEJEMITMDM2 5 WTps3Z [0 1) 1 & i1
PR IE W A P W TpS3 M8 K. NItk , 1F
ol WTpS3HER i g v, AT LUR X — PR B
WiMDM2-p 5319 M B AEH LA 2 W Tp S35 1 IFf
R H IR 0 M . H AT A M Tp s 37 i I
i A AL R 2 R FMTPS3ARE A S MDM2, M
i FEHMDM2-PS3 61 B AY P . Zheng !
XFMTpS35E PR Rl A /I U & SASCAE i 98 2 2 o 5%
FIMTpS3MIFE, /MR MDM25 K T FE M Tps3
TEAE B 4140 p BUIRE 1 7 b R 4 20 b ik B R R
2, xsgE R R MDM2 it ik EMTps3FLER 1)
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HEMLH, S5 T MTpS3HIGOF,
4 pl4aws

FH CDKN2AM & i i i p 14 5 H J& —Fp 1
1E B B R R T, p14° N HE A 45 4 5T 10 0 )
MTpS3 5P HIMDM2,,  HAE F 8 IE S A MD M2
MR EZ T, IR MDM2 /37 & % 3 B TS
PR, il & MTpS3 LR . A HEWTPS3EAK
R R R, B R K R e . R
WTpS31H) £ EHLHI &8 M HWTps3 5MDM2Z
o] A EAE R, 788 B i MDM2-W Tp 5341 H.{F
FH JURP AL A, b 8 oo 30 il 2R p 147 —
AT RHLEN DT 15 ZE 2 30% Y Burkite ik I
(Burkitt lymphoma, BL)?%*@?E%E{*H6O%~7O%E/‘]BL
0 2 AR AE & BlpS3AYSEAE . Lindstrom %2
BL A it A% 1) B 5% UE S BT A3 75 4 MTp S 3 114 41 Jifd Bk 34
AR PSR E R ihp14M™ E 1 . EASIIWTpS3
HBLAH ML 22, 3 i Western EJ1 578 Fl 72 928 2H 2R 4k 2%
Pt AR B p 14 T, IXESE T WTps3 il
pl4™ B IR, M MTpS3 M BLAN L & it &
Kp14™ T HE H . BT T HE W M TpS3 A9 BL AT 11 il
pl4™ R RE, Miflp14™ X MDM2IIEH,
U M Tp S 3 22 7t 3 1) A1 1 A Jgd 26 i i 1 o

5 R ahii e A s E S

N2 L ks 40 L 1 I 25 I (promyelocytic
leukemia, PML)ZE/DAHIF FHAM, X EZHIE
BN R R AE R e o i AR AE, BIPMLA R
IEMTpS3Fa e WI/EF . PMLIY Bl 2 J& A S hE
WOLRYHE D ks o fEAERR AN, WTpS3HIPML
XA DG FHE A iR B0 AR AE T A B R
PR, A N M UE T R M . HauptZE PR
HpS3R17SHZE AR A& (1) /]y UL R AF 5E PML G 2k
XFMTPS3F 8 g & A e i # 1 52 ) i B ke
P12 A PMLAE o7 3 R (9 b g M Tp S3EE
p14ARF, c-myc/KF- W FHy, it SR PML Gk R
LB SEMTPS3 R, JF H Y4ps3s 2 5PML
R G, LI/ BTG R, MR R R
) 45 45 A ZUh I Ak, IF B P o i v i AE
KRS, XM Tps3MPMLIYHE— R A 5
(R s W L R A RPN k7 K e L
B RFFT L, B HU T MTpS34% F 1497 S5 PML
R 25 YRS TR TR AR AT RE T

6 TGF-p1

?ij{%ﬁiﬁ%(transforming growth factor,
TGE) X B B TET 2 A R BA Z M)
fie, fAEE . Ak R AT TGE-B1
(%) 5 43 T e AT M4 Sy 1) 18 R Ak VNS ) 4 L N A
HFMSmadE AR A HMGES, WMIEHSmad®E &
AN Az b, JF 5 HA A B P — i
L DR (1 5 S pS3EEAETGE-B1E T 1 E
F A r 6% P R DR HG B A AR 5 AR Y A A [ T AN
. s, e el FLsh Y A b, wTps3
JETGE-BIA FHYE KAF AT L7519 . Chen 47
I T TGF-B1if = 09 A K 410 ] 55 B 4 Jfd o4k 2 783 40 e
M TpS37KF- M BEARA G o i 52 I B 4t it vk 12
TR I TGE-1IXf MTpS3HE R FRIK M E R, &5 2R
/N AETGF-BLIE HRIAWIHOL T, V5 FE2F-15% 5%
FRETH, FEp14™FIMTPS3FRE T, M
A2 31 %55 B AH bk L2498 240 L R 7 A AR

7 NBEHAIE A REE R

N 8 20 3G A R 5L B (myelocytomatosis
oncogene, C-Myc)HK 20t NEEER, 2
MYCH: K G HE 0 2 —, A A 4 4 A 3 4
MFEFARA T IIRE. ERAEBRET, C-Myc
R 28 35 32 B ™M B PR HA L B 52 A0 A ) R 2k
FHiE o Roy %5 P2URI FH B L AN H: fth B 20 it ik L4 93 4G
c-Myc HIMTpS3HIAH XS K-, & B c-MycE 1 Flps3
mRNA I8 Z WA AR P, FE 1 J& c-Myc
R R KT ARAR Y 4 i o 3R A AR K S 9 p S 3
mRNA, 11 5 7K 3K 1 - My c 1) 41 51 1) F 36 1k
FKFHYpS3 mRNA, NEHEMTpS32 75 il LIYE N
RN c-Myc I s, HEMIAZI T S L c-Myc RNAXS
WIEMEPS3 mRNAZK PR, 45K e X
c-Myc RNARIFE S Blc-MycE . pS3 mRNAF
pS3J B T FRIAACF S . Roy% " JeBhatia%: ™[y
T2 24 R SR o- My o HE 26 B AH i bk L 9R e 4R
MTpS3K: PR KA 1Y BAHEAEH]

8 p21

p2 L — P A M ST R 1 3 1, o R A BR Y
R LD, A 20 i 2 5 P R ARG AT 40 ok e g
20 AR, O T (IR R A AR R A R, 1
T A48 g A2 KU o p2 1 01Y R A R S Bk p S 3HE PR 25
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F M Tp S 39k L 96 20 M 28 25 11 J5iT B a0 S5 4 ik 52
% A 20 T e 7K - 440 i B B BEL A G/ S, B
E LA R R p21 RIKIE S . kR
MTp 538 I XK A 2 B e 7K 7 1) 20 L AR 4 & p2 1
BAWBEERET S, KB p2 18 A0 4 i )5 19
RELJAFF B 005, AT (2 20 400 B 7E IR 4 S Bk A 2% 1
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