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HBE  7p53 FHEGRD ps3 B AVEN—AEE MR, WA —RIE TSR 285 T RS R E K
R, —EARME T AT A AR IAT UKL, microRNAs(miRNAs)Z 5 T TPs3 W5 Sk, ©AZ Ay
HEHEL IR L. —J70, p53 Bl TS — 28 miRNAs [ 5% K b5 e, (et an fu B e . S @
2, MR R A, S —J7 1, ¥F% miRNAs, 1 miR-25. miR-30d. miR-125b HI miR-504 25 7] B 2145 p53 MRk 5%
P, 25 TPS3 E B IIET, B —% miRNAs UGB 7Y ps3 BRI, RERENAYFGe. Lh, BEER
KYER L miR-34 KR, BA1Z ps3 HILWIEIFS S TPs3 551, Wl mdl 24> TPs3 5 Sl S| n T RIE, K
FERAE L. Ah, e R LA IO BT, B ps3 BUNETE, RBHATY TPS3 {55 . miRNAs 5 7P53 2

(B R 25 (BT, X TPS3 SR HLi ) AR 7.

X8 TPS3 EH, miRNAs, {558, M, #3
ZRASES Q61

TP53 JE K (4 p53 &) H 1979 4k 5o Lo
K, — HAAMIE > AR R T N TR
HEHYE LN 2 —. pS3 HEMERRA “REHA D
17, R AEBEME RN . AR )& A
Joes DA 28 ARV SRBNT - pS3 WG, Hd ik e s R4 p 21
Bax~ Puma “5VF 2 NUEOCHELIE Rk, BRI AN
N I T R I 7S 1 0 7 A =By 41
WERT. 25 DNA #0185 4 FF 3L D 41 i £
AER R A UL R = 2E 9 N ER R
iR ) e AR R REEL. Al TH i I 50% 1) iR AT
TP53 FEKIIRAS, HRKAr IMIRA7AE TPS3 15 518
R R H B,

microRNAs(miRNAs) &K 214 20~ 25 nt
PN YR TEESAS /N RNAs, fEEY it fe b sy
fR5F. miRNAs g 5 ¥ 5 mRNA 7411 37 4F
#H1 [X (untranslated region, UTR)4F R4t A, 5
T mRNA P e R e, S5 90 M0 59 5
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PR TPS3 B BRI, 25 TPS3 T
R, RAEEER Y E I Ree o, AT
Bt miRNAs 5 TP53 F K42 W9 2% (T 97 3k e R4 T

1 p53 A7 miRNAs BIE& X

Z I K ILVFZ miRNAs [1321A55Z p53 11
5, EZFEAT TPS3 SEH SR M N IR
AT 2] miRNAs [#) 15 7 5 *, Tarasov 2Pk
PR AE /)N 40 P fifiges (1299 40 i) b p53 BEAL 3E 34
> miRNAs &k Fif, FF4i] 16 4~ miRNAs 1)
R, PR SRR I A YA B2 O b R R
53 A~ miRNAs [1))3 3+ X 38 B A w1 B2 0T {5 1 ps3
GEAAT A, HIXEE miRNAs A IH#E p53 [ Rt
AL JE X252 p53 Y45 miRNAs IR AT K
L, p53 ik B ) 48 miRNAs [f14% 5 K18 5L
TE I Y R miRNAs [ 55 e, B2

p33 p33
“ Exportin-5
Drosha DGCR8 Ran-GTP

miRNAs [ E, (HIF L miRNAs 52 p53 %
NI ANE R, Tt — R,
miRNA 55 B LR LA D SR (K 1).

2%, miRNA [ Znhs R 7R 40 Az i RNA 28
A I B I sk e A A1 L IME T IR 5 e &
PR 255 55 ) (pri-miRNA). R85, {E DGCRS 1)
i B Drosha #1475 60~ 70 ML TR
I HA 2R EE MR HT /& miRNA (pre-miRNA). 7l
i #£ 32 15 1 (exportin-5) Al Ran-GTP M 41 Jifi #% 12 i%
40 )i, H Dicer YIEITE BN EE miRNA. I
— S HE T BB miIRNA, 5 Ago2 454, HEA
RNA %5 5 Ul 8k & & 1K (RNA induced silence
complex, RISC), JH it FF A mRNA. FHFE mRNA
T Bl A0 A mRNA IR AT R E, T —
S ) Bl B e, fEIX AN RERE A, pS3 ATRLH R
W ¥ miRNAs [ % ¢ Rk, (i i 5 Drosha.
Dicer [1E T miRNAs (55 5% )5 .

# mRNA
p53 Fefit
rise () S
= I mRNA #i%
Di TRBP @% Bl v 48 mRNA
- miRNA  RISC IR

¥N

l

miRNA %X pri-miRNA  pre-miRNA

miR-34s 1 ¥/ |
miR-145 miR-16-11 R
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Fig. 1 p53 regulates processes of miRNAs transcription and post-transcriptional maturation

Bl 1 p53 787 miRNAs R EERE KBS E

1.1 p53 #[EiET miRNAs A% R RIE

p53 EEMERN — MR, ] A
L8 miRNAs 3R 5 (B 1), £ —L% miRNAs 1)
A IX A B 5 pS3 45 & % & DNA 41
(p53-RE), p53 il 551X %% miRNAs JH 3/ 1~ p53-RE
454, BEE B miRNAs [ &k, HAS
28 IF 5 p53 il ik 1X Fh U7 oA g R 2 miR-34s.
miR-145. miR-107. miR-15a/16-1 F1 miR-192/194/215

()t S A IR LS 5053,

miR-17-92 fEAL T etk 13q31.3, 1 MIRIZHG
(miR-17-92 cluster host gene)F& K # sk 5 ik 220 6 >
B miRNAs, {455 miR-17. miR-18a. miR-19a.
miR-19b-1. miR-20a 1 miR-92a-1, iX%% miRNAs
TEANMIATIG 9T b S I A e 5 J T A7 E B
EH. TAE MIRIZHG 2R JA 31 X 48, TATA
2k 5 H 1 (TATA-binding protein, TBP)[¥) 45 & 47 5
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55 p53 Mgs G0 SAFAE TS, p53 ik 3% 4 1 FH I
TBP 5 MIRI7HG )3 8 ¥ I 455401 miR-17-92 %
(PG FRIEB, 723 WL AE T, RIVEZ
miRNAs [{] )3 3) 1 X A7 AE p53 (1) 456 7w B4,
DRI, AT AR A 1F 2 Hofth miRNAs [F14% 53801k
% pS3 .
1.2 p53 7875 miRNAs BIEE R G

7E miRNAs [1J#% 3% 5 B Tk 2, ps3 i@
1§ ¥ Drosha. Dicer &5 JCH#EMF, 321 miRNAs ¥
& (K 1). Drosha & A 14 €5 Drosha. DGCRS8
DL K. RNA fiftig i p68(DDX5) Ml p72(DDX17)%5: %
AN RNA X EEH, BN 'F pri-miRNA I T %
pre-miRNAP,  DGCRS @it 55 pri-miRNA F17E %,
RICEER IR FE S G, Wi ER Drosha 52 A7 2 i U1 {7
AUAL VE 6 Mo BY U] pri-miRNA, Drosha # 71 7F
DGCRS (14l &4 fehr 2 Pk H85 Y) pri-miRNAS,
RNA fi# Jigfiff p68 F1 p72 = %I K15 pri-miRNA
MEH, 25 Drosha /5 14> miRNAs # 5% )5
B, p53 dl I p6s Al p72 (A, e Bk
Drosha /3 [ — 4% miRNAs %% 5% J5 i #had 2,
miR-16-1. miR-143 F1 miR-145 25657, i I g 2 1%
(1) p53 58 A8 44 I BH A5 3X 48 miRNAs (1) il #4067, gk
A, p53 M n] REE I Dicer 1417 miRNAs Ji 241560,
{EE H aid %AW 9TIE SE p53 1 i Dicer 17 15 H ik
K H AR miRNAs 7> 1.

[, p53 t g miRNAs [ 2. G5

Human TP53 3’ UTR

RI, AL RURIG BETHEAN b, B miRNAs [k
JKfie B pl9At H p53 IR, S pl19+-p53
55 Mg, JF@ELE ps3 fEH T p21. PAI-I K
Cylin D2 Z5HEHEN, 5 S0 H00H) 40 i 1Y
FEEICEE 1).

2 miRNAs 1% p53 BIIIRESIE 14

TR 1T Ui S DR R % ol A 0 2 250 1 [+
I, pS3 [F) A 52 2 LAt L DA i I 4% . A — 4%
TP53 HE DR SEAR AR AR () Mg vh, - AR ATl e A DU
2| p53 YyRE HIE MM R . T SR I,
miRNAs (8 B4 80042 4% p53 MIhReS5iE 1k, X
&350 pS3 ThRERE (1 T ZEALH] .
2.1 miRNAs BE#FIE p53 BIIIRE 58 %

miRNAs 1 id 5 #UHE 7 81 37-UTR 45 521k
ghity, e TS mRNAs B IR Ak ol
BV, NIV 2 R R Dy el AR TPS3 1)
3'-UTR X[ AEAF/E 2 A B8 miRNAs T AR5
(IRAEFE 1), miRNAs il 5 A4, fER
) 4 pS3 I RES M. B 2 R ERATE Y
TargetScan AR IR TP53 KEEA 3'-UTR X I3k
AT SRS m fEB 7 miRNAs g5 . H o
SZUG I SEAEHE A TR ps3 ThAE S I AU miRNAs
H miR-251, miR-30d®, miR-5041, miR-125b%,
miR-380-5p, miR-921, miR-141%1, miR-15a
Al miR-16-11,

Gene OIK 0.2K 03K 0.4K 0.5K 0.7K 0.8K 0.9K 1.0K 1IK 1.2K
Human TP53 NM_000546 3" UTR length:1207
—— e —————
Conserved sites for miRNA families broadly conserved among vertebrates Key:

:iR—l 50/5127 1.01—7/98/4458/4500 |;1iR—22/22—3p Sites with higher probability of preferential conservation

Conserved sites for miRNA families conserved only among mammals
D

miR-202-3
[ ]

8mer M 7mer-m8 Tmer-1A 3’comp *
Sites with lower probability of preferential conservation
M 8mer M 7mer-m8 M 7mer-1A M 3’comp *

Poorly conserved sites for miRNA families conserved among mammals or vertebrates

miR-491-5p miR-148ab-3p/152 miR-338/338-3p
] | ] | |

:ﬂ R-485-5p/1698/1703/1962 .mi R-27abc/27a-3p 2i R-421miR-19ab
n
miR-185/882/3473/4306/4644 miR-128/128ab miR-27abe/27a-3p
n u u

miR-223 [miR=25132/92ab0/363/363-3p/367 miR-219-5p/508/508-3p/4782-3p
n [ ] u

f/30abe-5p/384-5p

miR-197 miR-300/381/539-3p
u u

miR-485-5p/1698/1703/1962
[ ]

OOa miR-24/24ab/24-3p
=

;ﬂ R-485-5p/1698/1703/1962

miR-218/218a
||

4725-5p

E1iR—]43/]721/4770

miR-125a-51/125b-5pf351/670/4319 miR-326/330/330-5p
[ ] u

[k soa}ar2s-sp
[

DiR-290-5p/292-5p/371-5p/293

Fig. 2 Partial potential miRNAs binding sites on 3’-UTR of TP53 gene predicted by TargetScan software
B 2 TargetScan F N 7P53EE 3'-UTR 145 7 7EH) miRNAs &L=

T HERRC A EAE

B 1) 745 p53 H miRNAs.
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CL A7 3C ik R 18 75 VF 2 B B 1 miR-25 Al
miR-30d [ IE AR IE 50, Kumar 250
KRB, AR/ e (H1299 41 B) F1 &5 1 )
(HCT116 41 fit) miR-25/30d i@t 5 7P53 1) 3'-UTR
iy, HBEMAEE pS3 MRIESEME. HH
miR-25/30d (1R A Refl p53 Rk i, Jf il
W p21. Gadd45a~ Puma . Bax 55 F: DA () 3k 7K
P, R A0 I R A N s 2, DA RS T i Y
T, 1 miR-25/30d H & HRIAASZ p53 .

7E TP53 [ 3'-UTR X 3Ki4E 4 2 /> miR-504 [
ghi AT, Hu ZEOE SEAE 25 H i J (HCT116 41
JL)s R4t it (H460 40 ) Fli A RF (U20S 4 i)
H' miR-504 il 5IX 2 M7 RighiG, RERRIRg A
p53 MRIEIKF- 5 ¥ sag v, $0i ps3 A4 i
SRR AT AR T, AP SEG R B miR-504 RE7EAR IR
A YRS R (1) AR K,

miR-125b 7E i A 2 b i K18, Le @RI
miR-125b il i 5 7P53 3'-UTR (454, 4 ps3
FIThEE ST TE. 75 AP REAN R (SH-SYSY 41l i)
MBEDfart, miR-125b RS M p53 & (AR IE K
IR p53 AT 1 40 M T,

miR-380-5p 11 K 2 H it e VA 22 B 41 i Jeg 11
& fify T 41 9 (embryonic stem cells, ESCs) 7 5 &
15, FEAE /N ST RS AR Y v AT T RE DR 1)
AE, JFEEHNHIZN i a2, Swarbrick 255 ik A4
5 B A, KILAE TP53 3'-UTR 1 2 4>
miR-380-5p ¥ 70 &5 & 7 i, FFIE SEAE IR G 40
Jfd R4 ) miR-380-5p R 1A, REAL pS3 MK F
W, AT, i B R A B2 REA
P70 e 4] miR-380-5p [T,  BEA 2t 411 fik
A,

Neveu SFOMI i AT 5 2 G641 M (induced
pluripotent stem cells, iPSCs)™', miR-92 Fil miR-141
it N psS3 IRIAIH T EIFZ miRNAs KIAK T
B,

PLEAFFT R B, miRNAs X} p53 f i A —
SE R PERT G —PE, 4748 miRNAs 75K 2 £04i iy
FAI IR pS3 MERIA, AT miRNAs 1A
TEF 53 21 M S B B AR (A 3/ R BIDIRZS N A
%55 p53 (K, W miRNAs 5 7P53 A E i
(R SR — 1k, JAIF R AR N B 75 3 X 2540 1)
S
2.2 miRNAs &3 MDM2 £ &R B8)i%i81% p53

MDM?2 & p53 M E E A A, IEW N

N, MDM2 5 p53 254 Jf il iz 40 g ps3 &
M1, AN ps3 8 1 4ERFE R /K . miRNAs
TS TP53 ) 3'-UTR 45 & B 3% 5045 p53
Ak, &R LUE I MDM?2 258 [ ()32 % pS3 1)
REIEME. b ER R 4 & miR-29 K.

miR-29 % W& 4 #§ miR-29a. miR-29b F
miR-29¢ = ANEC G, 4 BHAL T 3 0 44 7q32.3 [1)
miR-29a/b1 FE T 1q32.2 (1) miR-29b2/c 3N % 4
5. miR-29a/b 1 FE R BT -5 38 7 if 447 55 FRATH
W 1T miR-29b2/c 153 PRI 4 L AT Ho 92 AH G JE [A]
CD46, W] eSS s N R ARG, FE G IR
P SR R SEVE 2 MR AL, SR
miR-29s ik N @7, miR-29s il if PI3K-AKT-
MDM2 H1 p53 Z [a] {4 e i ¥h, 118 5 p53 113
Ae 5o tE. 76 PIBK/AKT 8 % 7, AKT il oS
MDM2, i p53 FEf#, W] p53 ¥ 1. PIBK &
AKT [HI1E [ 5 3, A4 p110 A1 p85a2 AN E
. BRI, miR-29s REFL ) /FE FH T p85a, I
PI3K/AKT Wi, SE MDM2 [\ ALk, M
&AL pS3H(1E 3 i (A7), 534k, miR-29s ik
AJ LB A T CDC42, B0 ps3, 1HE BLE
IR AN (& 3 T ().

miR-122 {7 T NGt fk 18q21.31, J& Ik
AHRF R S P 268 1) miRNA, B AT 4E#5 JTFIF 1 % 1)
REMIMER, 72 ANF0 RUHE o miR-122 3% ik 215
™, Cyclin G1 5 PP2A R ) 66 F MDM2
LR, T MDM2 1S E. T miR-122 W] 6
WY Cyclin G1, &% MDM2 ffiE 1, 8900 ps3 3
PERIIR K, DT e i AR 1 3 vl €y
o). BRI TR IR, R N AR R Dk B T 4 4
Mo IR AEAE miR-122 3R IE, I H polyA 24 g
Gld2 R 4 — IR A S 2] miR-122 |,
Al miR-122 e, AT 5 miR-122 {58
PESIEMEDT. AR RBRITRES 5 HEA
(cytoplasmic polyadenylation element binding protein,
CPEB)E polyA 4l Gldd I{EH FRES TPS3 1)
3'-UTR &4, Rk pS3 HABE, F 590
%. CPEB ] 3'-UTR &4 2 /> miR-122 &5-&47 14,
TEN AR R R B EF 4 4 M b, miR-122 &Y R
L5 CPEB 1) 3'-UTR 4%, 1] CPEB ) fig 5%
PE, MBI TPS3 BRI 3 it 41
R I7).
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Fig. 3 p53 and key molecules in pS3 pathway regulated by miRNAs
E 3 miRNAs Xf p53 R EESBEXED FRIEE

3 miRNAs §iZ TP53 (ES BRI KERF

FE 40 M52 2 5 RN, — 2 SR
p53 HE LGB, AR IERIE B WS
(1) p53 H I L WOs B R R R I, S
52 M e e B W 8 R p21s
GADDA45. 14-3-36 55 N # K, FHAG Cyclin-CDK
HSAHEYIE, SR Rb B AIRE, MHlE
SERT B2F (1984, BE ¥ 40 B R 300, 4 400 e 1)
B WS Pumas Baxs Fax 25 FUGRHEA, )
i BCL-2 2ik, 1EHE Cyt C B, FH3g0 T
L6, —1E miRNAs X 7P53 15 5 1 4 et
ST, REEB YIRS T(E 3).

3.1 miR-34 Rj&

miR-34 F AT AR UL £ 1 — 1> miRNA
K, 35 miR-34a. miR-34b Fl miR-34c =Mk
G o 2 NS SER S, miR-34a HEFIAL
THAOAK 1p36, FPNFESRAIL, T miR-34b/c W2
YER— SRR SL R Rk . fEle . &5 1
ML S5V 22 PR RE b, S8 TR I 2] miR-34s 3
KRS, miR-34s f& pS3 [ EEEFEIE N, e
(1A 8 7 X IRAFAE p53 B 45 A s 52 21 pS3 1)
HEWEE, FREIGRE ps3 AL K i %
FAEFLNIRIE, 25 TPS3 {55 WM (A 3
R SR B A7),
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DUERA B Y 7 (silent information regulator 1,
SIRT 1) & HA NAD" 4k #fi it 2 2 B AL B v
PIRZER 1, BEAT pS3 12 LWk, BEAK pS3 B
WM. miR-34a L5 SIRT 1 /) 3'-UTR 4545
DUER SIRT 1, 14l p53 & 4 Wetk, H4aE ps3 i,
M5 R Y TPS3 % 5 M EEH. I BRI,
miR-34s il & f0#] E2F3, L BEX) ps3 7= AL IE & 5t
Y54 Frosn,

p53 MR RS T, S miR-34s
(f) ¥ L [ 45 CDK4. CDK6~ Cyclin E2+ E2F3.
E2F5. Met BCL-2 JJFJ DN c-Mye 5504308278,
7t DNA £ 55 D5 2 3, pS3 #E ) i 4%
miR-34s ik L, @i miR-34s #0iH2 ML
(RIZRIE, (b4 f R RE . R 2T, M
) Jik 8 (% A 2Bk RERO. BCL-2 2 40 R T I %
caspase &1L — PN HE P TR, miR-34s 1
5 BCL-2 mRNA 1454, il BCL-2 N IfE S
e, REE P T A, miR-34s B 5
E2F/Rb 15 5 il i #, Wd/EH T E&EA
CDK. Cyclin &, % %K1 E2F %46, {2
A PR SIS P RN 55 2. miR-34s 34 n] LU i 44 T
TR AT B2F3, JEIEXT B2F1 [T, A
E2F {5 5 1@ i, e 100 40 it J 30T BHL 0 ™ A7 STk
38 miR-34s M HMH c-Met &4, ATLABHIE (4
BT RN HT i 40 L PR S R T 7.

3.2 miR-15a #1 miR-16-1

miR-15a Al miR-16-1 HHA7 TG {04k 13q14.3 (1)
miR-15/16 KEDA 05, 7008 11 bk T 40 M 1 1 L5
AR RIRE b i A i, miR-15a/16-1 F B %
R REE%, Fabbri 255253, miR-15a/16-1 5 p53
Z AR — A R BUA S 518 MRk e vk A
I3 1R R A2 R e FE R M LTI 5, —J7 Tl p53 AT LAfE
i miR-15a/16-1 [R5, J3—J51f, miR-15a/
16-1 ik 5 7P53 F: K 37-UTR 45 &30l ps3 12
E5ThEE. BRI 4, miR-15a/16-1 IS AETR Y p53
15 5 1B ) OB 4y 1, R I AR T BCL-2.
MCLI~ CCNDIF Wnt3A %52 AL A, 0 44 i
BB 5 AR T, AN BE AR B o] 3
SEEARERE 0 )

3.3 miR-192 1 miR-215

miR-192. miR-194 1 miR-215 J& 5 U1 % B )
—RHHEZ p53 WM miRNAs, HIALT 1 540
1 (1) miR-194-1/215 & A 5% AU 11 5 4% (5 44 (1)
miR-194-2/192 % A #% %i i . Braun 55 =4 i ,

miR-192/215 761 i 23 m ik, e 4
J A R IA I WA, Georges ST I A IR,
miR-192/215 7& B AL g M) o) fil i B &8 F
W, S M I R 0 R BRI
W R I, miR-192/215 7£ TP53 15 5 il i v i Py
F A, ARt 240 ] 39 BELT 5 350 20 Mgt p531 931,

miR-192/215 W11 p53 iy 08 HE N 5 EA0 45
— L8 DNA & 4 i 5 1 5L, a0 eper.
MAD2LI. CULS5 %%. miR-192/215 il il fF ] Tix 4k
BEBEDH, (eI B R R, ek bR e AR 3
HR R R ).
3.4 miR-145

miR-145 12 p53 MHLEE A, & 18 g b DAl 7
T YLt 4k 5q32-33, P FRASC & — AR
FEIMEPEAL 2T, ELi . FUE . AT
g o IBEER . SRS, B 4Rk EIR S 2
FhBhIR 20, miR-145 4K # AP, miR-145
RERL 4] c-Myc FLII. YES %2 Mg, K
FEAIR A 0058 R, e i Ay LA I g 14142
FEIERE T I JRa It A (1 A o7,

Sachdeva 25094 T miR-145 2 5 TP53 15 %5
T B 01 0 A M S O BEL R PR B 2 1, FRH: pS3—
P21 i 14F 4 ) 391 BHL ity 1) T 208 %, e-Miye AT LA
il p21 1L, T BHWT pS3—p21 75l %
p53 B miR-145 GEFE m 0] c-Myc, fRBR
JERF p21 B3], A p53—p21 15 5 A LUK 3%
EF (B 3 g o).
3.5 miR-372 1 miR-373

miR-372 F1 miR-373 [f) 4 i 5 (K47 T 4% £ 1
19q13.42. Voorhoeve %% ™ 1 X & Il miR-372/373
NREZS 5 TPS3 (5518 %, H AN e s B
i R AE I BUE SE R . B, A ORI E
miR-373 75 FLI b B AT (L 2 g i 7 1 1 FH veol,
R fpgg 40036 IR 7 [R) U5 4 2 (large tumor suppressor
homolog 2, LATS2) & — N £E (1) i g8 4100 i BE AT
TEVE 2 IR A 2R rh R A S8 AR B R IA ). LATS2
T o P AIG CDK 3 1 e 400 61 48 i F8 1 GL/S He ke,
[F I, &5 p53 Z B AFAE— /N IE RBHIE IR, Bl
LATS2-MDM2-p53 i, 7E4E e 4 (k% H 1 e
b ok B AR B /R IO miR-372/373 R
AP LATS2, T3 pS3 5 CDK #liili&12,
iRy b T R (SRR Y T EAR R 7 9 )
3.6 miR-155

miR-155 & — 1~ % ) fit miRNA, 7E 45
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925 SN K SR S 5 TR A T 1) A B B s e e
HEENHEEM, EramEIEREAeT 21 S 30
PRI ARG IS % A BIC 25 3 MR E T . miR-155
BATRERMAER, ©AEVE 2 Mg i Rk no,
i 98 & 1 pS3 W S M K% 28 [ 1 (tumor protein
53-induced nuclear protein 1, TP53INP1)#E p53.
p73 HEAER, 'S caspase-3 2k [ kA T 41
HIPHT. AN, BIRRES R I C 8 MRS,
G 2 MEAER, Y p53 i tE. miR-155
BEAE e ¢ 5 /K5 TPS3INPL, & AT g3 ik 401751
TP53INP1 [fJ315, W4l T, il 7Ps3
55 8 B, (e 0 IR ) R AR (B 3 iR B
#H51).
3.7 Hftht miRNAs

HoAth 2 5 p53 i ¥ M 4% ) miRNAs it
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Abstract The tumor suppressor TP53 gene, which encodes p53 protein, is a hotspot of all time in molecular
oncology. p53 suppresses tumor initiation and progression through its regulation of many downstream genes.
Recent studies have revealed that microRNAs (miRNAs) interact with the p53 pathway and form a complex
regulatory network. On one hand, p53 promotes cell cycle arrest and induces cell apoptosis and senescence to
suppress tumorigenesis by regulating the transcription and post-transcriptional maturation of multiple miRNAs. On
the other hand, many miRNAs fine-tune the p53 pathway through regulation of 7P53 and its upstream regulators or
downstream effectors. The miR-34s family, directly transactivated by p53 represents a large number of
p53-regulated miRNAs. They exert their tumor suppressing function viq targeted inhibition of multiple key
molecules in the p53 pathway. Furthermore, miR-34s enhance p53 activity through a feedback loop by inhibiting
silent information regulator 1(SIRT 1). Investigation on the interaction between miRNAs and p53 is essential to

fully understand the underline mechanisms of p53 tumor suppressing action.
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