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Abstract Prostate cancer is one of the most frequently malignant tumors in male genitourinary system,and
its morbidity and mortality have gradually increased in recent years. A large number of studies have shown that the
mutation of tumor suppressor gene TP53 plays an important role in PCa. Mutant TP53 is formed after mutation
of TP53.and its expression product mutant P53 protein loses its original anti-tumor effect. Therefore, to explore
the role of TP53 gene mutation in the occurrence and progression of PCa,and then treat PCa by targeting TP53
mutation has gradually become a research hotspot, which may have important clinical significance for prolonging

the survival of PCa patients. This article reviews the research progress on the role of TP53 gene mutation in the
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occurrence»development, treatment,and prognosis evaluation of PCa.
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XK o, TP53 ARy — i b Jgg 00 il 35 PR, G 2 28 X
PCa MR A Sk RA FH R B FEWsgm- . Hal,
XTF TP53 B RS PCa BUBFSE H 251 £, Hizk
AAE PCa &4 (HE R 36T T WIS VAR AR AR
Ham 5, ARSCERXF TP53 FEP R AS7E PCa Hi/E
FH I B 5% i R AR LT 28738
1 TP53 #fik

TP53 F&W EFH 11 MM E T K& 10 A&
TAE A S AR P i o A R o 3 R 2 — L% 3k
R 9 i —Fh 2> 71~ 53 kDa B9 H R P53, P53
BRI, B 393 AN &3 R % Ok 40 A
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(transcription activation domain, TAD) . & & i &
i 25 #9 #8%, (proline-rich domain, PRD) | # > DNA
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ZE K 3] (tetramerization domain, TD) Fl ¥ 77 45 4
B (regulatory domain, RD)™, P53 & H /0~ B A=
P53 25 1 (wild-type P53, wt-P53) FI1 225 I P53
% (mutant P53, mut-P53) 2 i, wt-P53 & [ i
i H DBD 588 R 45 45, Y 41 M 52 30 A0 IR P 5
TR N 8 R ), we-P53 2R A BE S 5 S 40 i
JEL S0 BEL T 20 B A 2 98 B [ 45 2 DNA 514, A
T & 4 ik KB4 00 988 £ 5 TR B, 7E DNA $52 45 6
BB G, wt-P53 8 H AT 5 40 B 0 T Ok T BR
WA . MR, mut-P53 2 i H 7R
DBD [X = A LA GRS fe, L5 wie P53 Y
DI REFO L R 25 &, NG 2k 25 W9 Th Be , & SO &
At R,
2 TP53 RETHEiA

g e TP53 BE A Y 58 A8 R | ik 5060,
TP53 HPH 5848 2 AL 46 % [ 7 B 2k L4 A
MR G R A EE L SRAR o b AL R R R
AR | S A LA FL I 2y R S AR 1 80 %6
MAEIX L TP53 i LR, KA FE DBD [y 5 %
AL ik 97 %6 . MR TP53 FEPH 2848 %} P53
A B AR mut-P53 & H K
KR 2 RO ODNA 2 fil 28 A8 A, B AL T
DNA 2 fil 17 /% 22 5 2 5% 2% & A= T 248 (R273H.,
R248W) , iz 25 58 45 1k 23 i W AE Jy e S 7 19 P53
HEHRES DNA WG e 1 I 2 8UE A R
FEPEREAG; @ 250 28 A8 44, B & AE 78 DNA £ fil 1
H5BRIZERZ R R S (R175H R249S,
R248Q)EL K AETE B )2 B A P T 1) 2 25 1 ke ik 1Y)
BUAE(Y220C, VI43A) , i KA SRR R )™
12 1) 235 K] W A TR PR E PR BRI

2 TP53 MK 978 I, #e qle 2k wie-P53 8 H
ELA 1 B 20 B ) 0 5 R R T R AR A R A
& VYRR RSO SF M T e Rl BF SR AR Y TP53
R T G 5 72 A2 ) mut-P53 SR EA 3 FhhfE. D)
B 2k (loss of function, LOF) , B4 ¥4 28 4% {4 i 37
Fr-B2BERE (loop-sheet-helix motif, LSH) A f2 &
PER B, T 38 8 mut-P53 & A 78 DBD [X 7= 4 B
NERFEF M, LB Bk S wt-P53 8 H 1 I AE i 3
R &5 A JE T 2 20 s D AR s @ T BE 3K 1% (gain of
function,.GOF) , Bl mut-P53 #1575 wt-P53
AR A B R g AR © M Rk s AR K
¥ ( dominant negative effect, DNE), Bl mut-P53
A wt-P53 A FIRA TR A, — 2
T w-P53 8 [ R fE DY . XSk
W], mut-P53 & 11 /9 D) fig 02 38 o 52 e 85 -2
Jo 5 % S R DA R G At 3500 9 9 A B AR R A
T,
3 TP53 RE5 PCa

PCaRESHEE DM ZHE. Z LR W
Je 2 A~ HE R 5 A8 120 W B R I 0 A B o o g o

M FEF TP53 BiX —id B i w ey A8 FE A, H
RAFFAE JRy BR ¥ PCa o 25 10% . i 78 % %%t
PCa ol 7535 50 %%, Gnai Tk, TP53 %4 f5
1A B 41 O 5 R B R XA DA L A e 40
T BRI A 4 L b JE 1 2 28 00 8 5 L Ik B EE RS 1 KU
B, ek PCa B9 & 4B SHERE, L, AR S04
HILAER T PCa i TP53 578 By AH S5 43 51
ik TP53 &AAE PCa &4 3R JGIT R TG T
£ B4 R, L R A TP53 2878 S48 B i PCa
TE T AW AR T R T G R T SR A
3.1 TP53 ®RATE PCa KA EH

AFIEEN TP53 527455 PCa i & 4= % V1M
X, BEEEXT TP53 WS ARBIER A, TP53 SN
ZRARTE R PCa W & A B9 45 2 ] BE 22 28 = T UL Al
BT 5% 1% 38 03 . Heidenberg R BF 58 T PCa
HHg TP53 78, K Bl PCa & 1Y Ja 3 41 4
TP53 5781 & A Rk 80 %, X KW TP53 R4
AIREAFAET PCa MR WIBY BL . o5 A DF 58 i ke
2 PCa B VR P9 A 28 11T 51 R 41 20 UE S 3T = 4%
Z—H) PCa EERIEAZRITTHI IR S e h e =
B TP53 RA Y R R TP53 RASH]
RETE PCa 41 B MR IG 5 R A AT S E R A4 .

TP53 2784 S 19 DNA 45 443 1 5 il J% 2 Ag
Fa7E PCa KR EEA/EMY ., Sherr Y WY
KB wit-P53 R A9 U0 DNA #5i 4 sk 80 5 5
PR A 09 T2, SR T, mut-P53 8 [ T Al i 52
M) 40 B S 3, Bz 45 DNA %38 2 748, inik PCa
B & A . mut-P53 2 (A 0 BUE B 7 2Rk 36 e
fEE#E (Li-Fraumeni syndrome, LES) /2 1,48 3] T iF
52, Maxwell 21 B9 2 I AE 6 850 ] LFS 5 1k
A 38 Bl (0.6%) BT TP53 R4, &% LFS
BPE PCa &R TP53 5878 16 11 91 i 8 B\ 51
TAT R B AN AT R AEAE TP53 58748 1) N BF e
B PCa B X RURS b X BEONHE & 9.1 £%, X & B
TP53 H R 544 1 BUR R Z g5 & PCa Mk
A, LA EBFSR R, TP53 RN R AR ANk 22 T H:
g L R T g . KR IR A mut-P53 2 (38 1l it
— i 4 i I H A0 ) vk R A ) B Ak
3.2 TP53 7E1E PCa i H I /EH]

TP53 87 /& PCa R S B hP IEEN
HZEZ—, 5 £V TP53 K 548 75 ] PCa
Ty & A R R R IR PE PCa 19 3~5 51, Ecke
L2005 5 SR 4R 90 1] PCa AR YA AR H 3 1 iR £ 41
FEAS X TP53 2AF AT 18 . & B 32 1 (35. 6 %0)
Ktk TP53 2878, 32 ] TP53 &AFBFHE Y 13
1 (40. 6 %) Fl 58 il TP53 K578 8 F il 9
(15.5%) 43 5ITE 25 A H R 45 A~ H J5 & A e it
JB LR TP53 RAFA[ B E N PCa HE &,

TP53 RAFN; PCa Hf J& L VE FH 2 3 1 52 i) 4%
ol 53 % DA R 2R P 5 R 1 0 L s R R At
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B0 0 B AR EAE SR A T 0 ER A AR o R
WA 22 5 12 - 75 & R 2 H (mammalian target of ra-
pamycin, mTOR) ¥ W . #9 #] CDK #)) &l & 1 1
(CDK-interacting protein 1,Cipl) . 7& NF-«B {5
538 B % Raf/ MEK/ERK 2% 5% 2 1 401 p53/
p21/p27 Fl p53/Bel-2/Bax i #% . 310 1 b 723 $0 H1 I
ITIHS %% 5 W7 ZEBL 1 ZEB2 Ll ) is S
b Bz 24 1) ) S BT AR A

WA A WG R TP53 5 H 92578 PCa &
R AR S B AR TP53 BE R WA K, 75% 1
TP53 5278 33 wt-P53 R I HEfE K, wi-P53 &
FHIE 5 B 00 96 ) BB 10 2 T A1 0F AR A0 it 34 5 L 1R 28
B, N G 2 PCa iy pE RV HR Ok 1,
TP53 ZAFMINEER BT e & LA T #m . O 4
it JE I 0 S, B we-P53 4 (AT DL SE a4 ) 40
FEA R HERE , b7 1k 56 A0 M B Al R e R . (2,
TP53 5754 S 58 wt-P53 & [ 11 2< 3 . {i 410 it J]
WA P G 25 OF A % AR 2E PCa 40 9 A9 384 5 AN
R, QUM AT A, Bl weP53 & H Al DL iE
b 42 1 A0 AR O T ok T B S E A L BT Ok TR Y kAR
KR, SR, TP53 5877 nl 68 5 8O 4i i 98 1~ 19
PO VE R A4S PCa 20 B 9 A7 3% B ] ZE K, 3 1fi in
R AR R . T 25 R A 3G, B we-P53 R
AT LLGE o 9% 7 DNA A& 52 R0 48 Jf 5 7 55 Bl ) ok 4
Jon s 20 e AT 25 4 0 SRR . A, TP53 %6
A5 o 3 we-P53 B AT L iR A0 A X fk T 24
YR 25 PR in . A UL R, TP53 JE K 58 48 (1) i
BN AR wiePs3 B AR EN, A S
PCa g ik et

PCa WA ¥T (hormonal therapy, HT) £ %
45 - K FIGITT G S2 0050 W e B 3O R IEvR o7
CBE VB i 0 3% 5 M ¥ R 2 1R 45 &) . Maughan
SRR T 101 482 A2 ik BT Eb A O BREL A TR
J7 I PCa BE MR AL 20 h TP53 JEH Y28 A 1E I
K TP53 A BHEW P AFM N 16.7 A,
M TP53 KEERBHBE DA AL R 31,2 4
H R B H R e 5 B A S e XE TP53 3 [H 28 745 i
BT 22, TP53 28748 3 % 11 B 1 40 B 5% ¢
KT SRY-box ¥ 5% A T 9(SRY-box transcription
factor 9, SOX9) K ik Ft i, SOX9 & 1 Al i i H
HMG 258385 DNA 254 . /v 5 PCa X} HT 259
FEART Y . KRZ8HZ HT 1Y PCa B34 H 78
2~ 3 A7 N R B 2% BHE T M 1T B IR 98 (castration-
resistant prostate cancer, CRPC)™, £ B 5¢ % M
TP53 BN %A S PCa £HIRPLHE VIM &, JLRl
T2 B Bon /N PCa 2 g Tp53 Fl Pten
AL RS RE. IR R RN
CRPC™, Robinson 27 % CRPC 3 #4174 1ML
WP & TP53 AW Bt 53. 3%, TP53 74
S5 PI3K/ Akt RAS/RAF #1140 i J& 1 15 5 % 5

S AR PCa i CRPC,

PCa 4fi ffd T LL3# 23 3% Z w] %8 1 09 L 1 36 A3
i) 20 0 3% 2R A4 2 B AR AEDS . TP53 98 7% n] Ay &
PCa 21 A 22 79 by 45 Jis - Fz 40 R 5% 1k Sk 6 DS R 20
Jt o DA 7= A o B 2 5 Wi e Tt 24 s RS R ]
S i AR AT A a2 B AR R TP53 T fig 45 B
EEL) Ky B R I TP53 i Zeste 3458 1 [
Y 2(recombinant enhancer of Zeste homolog 2,
EZH2) il SRY-box #% 5% A ¥ 2 (SRY-box tran-
scription factor 2, SOX2) 45 & 45 72 & W 5% 1£ K F
M3k, 2 PCa Hh TP53 %4 &4 if, EZH2 Al
SOX2 By ik 38 n, ol i 5 2 68 1 40 il 09 T8 B 3%
%, M2 66T 40 5 A 4 Akt 22 Bl 4 i 2 80 (4 v
fig . I SE B0 2R AT B3 PESR AR E PCa #E . 911,
TP53 5378 n] ffi 15 [ 51 B /N4 B EZH2 A SOX2
FEIR KGN, AN P 2 38 M B0 R Z IR BE Ak Ry b P 4y
WAL PCat
3.3 TP53 AL PCa i y7 H/EH

WG AT & . PCa % A= A ik & 09 3 22 5 A 4 355
wt-P53 2<% LA & mut-P53 1Y 53 LR, K
AR TP53 Y EF A= g D 6 . mT RE 52 B X
PCa WA RARYT o X —WF 55 5 W 32 B4 P 7E mut-
P53 25 [ AY BT A8 50 I BE A P I00E AR mut-P53 &
FARRR BRI X 2 A7, /T — 77 i Klimovich
L2 B 5 ek /0N B R I R L 7E S Y i g op
T B A R P53 ] A RS SO R TR L L
i mut-P53 5 [ B A BRI RE Al 68 M iR 9T PCa $244E
— BT R HEME . 55— 77 10 . Chen 25059 & Bl 2 A5 &
PR Fl 22 5 51 TR ] d 2 S 28 AR Y P53 B R AR
TP53 2878 9 40 M ) 3 58, B ok, & ] o) 3 o fff
mut-P53 2 FIRFNMIRIT TP53 &4k /1R T
SHEAHBEMN PCa, B ML 2 (murine
double minute 2, Mdm?2) Fir 4% % i) MDM2 & A 1E
P53 B R R IZ RIE LR 2 P53 AR E
R GE N T, Yan S0V BFSE & B i 4 E
H 2 2 Bk B Chistone deacetylase, HDAC) #1471
B ] PR 58 2R SRR MDM2 P [ i, T A
SO X mut-P53 2 H AR #, 21697 PCa B 5
—NERIEE,

Wang %51 #F 58 & # 94 K # Kk CAIE-Mit-
TPP) 5 [ W il S AH 45 & ol #8 m) JR 97 TP53 248
AH e i, R (A8 7] ATE B4 BHAT L% 5 mut-P53
T B A L X A5 98 K MR ATE 7T B8 BCh IR T
PCa ) —Fp B BRI 7E 259 . L A6, 38 3 B 3K mut-
P53 5 HAME XN FMHE/EHBITEHT
PCai&y7. P73 HE A5 P53 & A A 4 £ A0 [\ i %
SR IR B SRR PR N mut-P53 2R T AL
117 32 30 %1707, A W58 £ /N4 F RETRA Al
NSC59984 7] L) 41 #] mut-P53-P73 4 & E ] 3 ¥
2 P73 EHIAE, M mut-P53-P73 B &k BT
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P73 HAREW KA, we-P53 25 Y4095 200
ALFE A= KA A5 S 4 M AE T2 2878 Senatus
GBI SRUE A S P53 B ) C st A X 1 2 K AT
DU fik & P53 4546 58 75 1A 42 fivh 2 75 1A 11 B8 fige » 3 Al
FIRIT PCa $4E T —Fh BT 19 SR g
3.4 TP53 AL PCa Wm iFAG H AY1E T

Bt 557 7 AR WL AL L F R S PR HR
B o 0 AR L5 L i PR 43 3 R 800 e S M
(prostate specific antigen, PSA) %, %t PCa &4
T JE M (AR 13 A BR. & A= b R 9 3
TP53 2275 1) PCa B E MW R AR 221, 5 F
W AMRERT TP53 527485 PCa B34 Wil J5 2 ]
B K ZR R TP53 /AR FH PCa BEXT ZFIA
J7H RABURM B E LY FhrEW . Huang
Al 2 PCa A WG M & K, &k LA
TP53 275 1 PCa 8 V- Y5 2 A7 I 8] 2 JC 52 7% A8
F O R4, Deek ZEUH G it XF 294 i) PCa H ¥
HEAT M 20 B DU L 3IF 52 mut-P53 & (A AN PCa
AR K 40 e B v R SR PCa 19 4E A7
KA Ry CRPC B[], [8) gk v 6 gk — 2L fifF 5%
K, mut-P53 AR R EME PCa WMPERE R W T+
15 T 2 Y 22, 55 9 By S DDA OG . Ib b, A3 I
LB S A T 97 il TP53 2878 PCa K 1
GG O 25 R R 5 AR TP53 AL, &
R TP53 B NP ER /N IER T /08N
AR M A3 B, JC R BT AR A R L 4R R
TP53 5878 2 J0 KB AR B0 AE A7 30 1 2l 37 f5 B8 PR &
ERFFEH R TP53 %A & PCa BE BIKTUG
AR EEFRN,
4 BEERE

RUEEAE kX F TP53 RASAE PCa H 4 FI )
T H 25 IR AH TP53 %7457 PCa &4 K ' LI
TRIT TS PEAL B AE RS fr il — 2 IR AL
PLGRAE TP53 A Wi s, il REXT T2 55 PCa J7 5K
AR AE R BRTE A BT — 2 B I R 5% 1k
NS 7 00 9 ok BRI o T 25 . AR AL A
PCa 78 N Y 22 R iE ¥4 235 mut-P53 A (HHA
6] Y 28 A R AT i B AT 58 R R 19 AR W 2 i L ok
W5 1) TSR] BB S TR SR Al K P53 B X 4y
hy 98 75 RUFN B A= AL T2 AR IS mut-P53 HLAR 1) 2848
R B A R T TS [ B A RGBT
Z NIRRT PCa B AT 2. B3 3 TS

A,
FlaE s B R A WU A7 AR ) 45 o 28
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