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(4 =] 8@ .55 miR-142-5p Xt 2 2% L B S5 10 IR 2 I 400 i g hepatocellular carcinoma, HCC ) 20 M 3R T Y R ) A
VEFIBLE . & & g T EE R [ s B2 5% 88 4] HCC 583 TR ) Ik (498 4H 2 e 9 55 21 20 BRI b8 %% 2 ~ 5
em AR o SR ASERT G B PCR M HCC L4V S S N IEF AN LA B HCC 41 5 miR-142-5p YRR E, [
HCC 4iiJfd SMMC-7721 3% Y% miR-142-5p mimics , Vi G A0 MK i 35 miR-142-5p J5 SMMC-7721 HiffI#E 2 52 b £( doxoru-
bicin X 1 wg/ml )% S TR T ; 2R M5 B2E 07 BT miR-142-5p AR A S5 & S 2R 4 KN T 2 mRNA 4548 1 3( in-
sulin-like growth factor 2 mRNA-binding protein 3, 1GF2BP3 )H: , 2R FHZe B ZE Wit 5 3 I SL 4G AT IR . R SERT 26 e i
PCR J Western blotting £l 1 %35 miR-142-5p () SMMC-7721 4iffi# IGF2BP3 1) mRNA K (R k1H0L . 4 & 5E5nd4
SUFNIE W T 4RBOAE LG, HCC 2040 ( -6.91 £2.61 vs —11.59 £2.59,P <0.01 )FIZF HCC 401 R i miR-142-5p 2 W] AR 323k
(¥ P<0.01 )3 ik miR-142-5p W] @ E (R LT L EIFEFHY HCC 404 SMMC-7721 BT (49.40 +3.47 )% vs (19.50 +
1.74)% ,P < 0. 01 ];33 383k miR-142-5p #] W i [% % HCC 40 il IGF2BP3 /) mRNA K H ik K F( P <0.01 ), Rk
IGF2BP3 FIk Al ik — AR 22 2 LU B U5 SMMC-7721 AP T-( P <0.01 ) DGR R B R F2 00 45 2 7R , miR-142-
5p FERSIMNTE IGF2BP3 9 3" UTR 5¢ G R EHR A HE N A% P . 48 4 : miR-142-5p 1E HCC 4 ZUbRA R Sh 15 37 40 i 2 v il 26 5k
IR Y 5 2 BRAG , 5 5% miR-142-5p mimics J& BERSIEHE L 2 LU LA T 19 HCC ARl T, HALHI FT 865 miR-142-5p $E 1 76 FH
IGF2BP3 N2t HCC fHRIAT- A 5%,
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dexorubicin with targetting IGF2BP3
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[ Abstract ] Objective:To investigate the function and molecular mechanisms of micro RNA-142-5p ( miR-142-5p ) on
the doxorubicin induced apoptosis of primary hepatocellular carcinoma ( HCC ). Methods: Paired HCC tissues and adja-
cent non-cancerous tissue specimens ( 2-5cm away from the lesion ) were surgically collected from 88 patients who were di-

agnosed with primary HCC in Tumor Hospital Affiliated to Guangxi Medical University between October 2001 and July
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2005. qRT-PCR was used to detect the miR-142-5p expressions in those HCC tissues, adjacent non-cancerous tissues,
normal hepatocellular cell line and HCC cell lines. HCC SMMC-7721 cells were transfected with miR-142-5p mimics, and
flow cytometry was used to determine the changes in doxorubicin ( 1 wg/ml ) induced apoptosis of SMMC-7721 cells.
Bioinformatics predicted that miR-142-5p could bind with insulin-like growth factor 2 Mrna-binding protein 3
( IGF2BP3 ), which was then validated by luciferase reporter gene assay. qRT-PCR and Western blotting were separately
used to detect the mRNA and protein expressions of IGF2BP3 in SMMC-7721 cells that over-express miR-142-5p. Re-
sults : Compared with the adjacent non-tumor tissues, miR-142-5p was significantly lower in HCC tissues ( —6.91 +2. 61
vs —11.59 £2.59, P <0.01 ) and this decrease was also found in HCC cell line compared with normal human liver cells
( P <0.01 ); over-expression of miR-142-5p significantly promoted the doxorubicin induced apoptosis of HCC SMMC-7721
cells ([49.4 +3.47 1% vs[ 19.50 £1.74 1% , P <0.01 ). miR-142-5p over-expression could obviously inhibit the mR-
NA and protein expressions of IGF2BP3 in SMMC-7721 cells. Luciferase reporter gene assay also showed that miR-142-5p
over-expression could inhibit the luciferase activity of 3'UTR of IGF2BP3. Conclusion: miR-142-5p expression signifi-
cantly decreased in both HCC tissues and HCC cell lines. miR-142-5p mimics transfection promoted doxorubicin induced

apoptosis of HCC cells, and the mechanism probably related with miR-142-5p targetting /GF2BP3 and further promote the

apoptosis of HCC cells.
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J& 2 M B 41 B 95 ( hepatocellular carcinoma,
HCC )& TR [ 58 WL R 2 — B &k T AR I
TEHLIX . FRE HCC BH W2 EFH 40 ~50 %7,
BRI RE Tk, HCC ZUk N RIRZ I L
a2 T AR YR F B,
HCC BV AN SRR Y 2R T, I L, R 02
MRS PG TSR BN EE, KiE
W5+ R, miRNA #2461 % WG % 3 L 4l i 404k
M EARKSEEENAY E R, WaE ] LUE R
AR i DR R s DR Tl 114 2 e ek 3
YEH . miR-142-5p H HI7E b K VR it 40 j 7 T
FRBIF S O AT AR G SCRY TS g . R A i A0 T
FRLER R B, 5 55 L SUH L, miR-142-5p 1E A
S A2 F IR W2 NI, $2/8 miR-142-5p Al fES 5
HCC ) & A T e J db R o A ik 5 2k 4G T 1ifs 1R
HCC HAFRAFUA [F] >R I 1) HCC 41 jE & H miR-
142-5p MRIEAKT, FFiE— ARSI HCC IR
Mg F3E miR-142-5p, #5957 miR-142-5p X 2L LA
(doxorubicin )75 5 4 JF-J8 41t 03 7= B4 5% i B HL AT g
() % HEBIL

1 RS

1.1 @iz £ L XA fF KAz A

WA T PG B B2 8 AR B Be 2005 4F 10 H
22012 47 H 88 il B3 FARYIER B HCC A
IR S A (PR N %% 2 ~5 em BRAR,
SRR AR BT AT SR , T A AR L IAF

BRI HLE , B B F S R . 88 1
BEIMIKTORIL R 10 AR 4 iis & HEK293T
J N\ HCC 4iiffi % HuH7 .HepG2 ¥Jlly § ATCC, A IE
W HFAIHEL R Chang liver X AFFE 409 2 SK-HEP-1 |
SMMC-7721 \BEL-7402 , PLC/PRF/5 #1 H f [¥ &}
FBE b AR O ST B A M I PG B B A
B E 5 i LY E H R UR A7 . INTERFERin siR-
NA #9050 H Polypus 23 Fl , miRNA J3#1 22 4t )
H Applied Biosystems 73 F, ReverTra Ace Qpecr-RT
kit 2 i R F & B TOYOBO /A #], miR-142-5p
B ( mimics ) M JC K JF 517y RNA( NC mimics )
WA I R By A R Al o B B AR A KA
F 2 mRNA %54 & H 3( insulin-like growth factor 2
mRNA-binding protein 3, IGF2BP3 YUK A Santa
Cruz 23 W), 35 F R )RR & v Rl B % IR w,
Z R Sigma 23], Dual-Luciferase® Reporter
Assay System 7% Y6 R B 45 IE K RS H Promega
3] jetPRIME B 345 | Polyplus 23 H] , 4 it 7
T-K 355 & PE Annexin V Apoptosis Detectin Kit
Wy H BD 23 Fl. SCI 2L E i PCR X ViiA7 Il H
Applied Biosystems /A Al , 18 17 FAF RS 73 B B 4
¥4 QuantStudio Real-time PCR Softwere, XU G
it 15 2 3R 0 4L #% VARIOSKAN FLASH 14 H
Thermo Scientific 23 7 , 247 F A FIECHE 73 B 14 44
4 Gen 5. FACS Aria Il Ji X4 H A 1 BD 24,
MR FACS Diva Software

1.2 5B & EZF PCR ol A HCC 21424 HCC
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w it %+ miR-142-5p 49 & ik

fdi ] TRIzol iRFHEHL HCC 44N JEaa 2l 4 M
HCC 40 g & ( HuH7 . HepG2 . SK-HEP-1, SMMC-
7721 ,BEL-7402 . PLC/PRF/5 ) K¢ N\ IF % AT 40 it &
Chang liver 4fl ifl & RNA, 36 % 5% & ¢cDNA, H
miR-142-5p 1Y 3 5% 5% 51 ¥ ¥ % R 5'-GTCGTATC-
CAGTGCAGGGTCCGAGGTATTCGCACTGGATACGAC
AGTAGT-3"; & it LiF5 |97 918 5'-CCGGTCATA-
AAGTAGAAAGC-3', N Ui 51 ¥ J¥ %1 A 5'-GTG-
CAGGGTCCGAGGT-3', U6 I % %% St 5] 1 )7 5 ly
5'-CGCTTCACGAATTTGCGTGTCAT-3" ; U6 E =514
¥ F S R 5'-CTCGCTTCGGCAGCACA-3', F 5]
YIF %) H 5'-AACGCTTCACGAATTTGCGT-3", i
ReverTra Ace Qper-RT Kit 2% 5305 & 1922 vhifk
FNBEEA T3 5%, IS AR T 4 :16 °C,5 min;37 C,
30 min;98 °C,5 min;4 CHEYIRTF. EH PCR Kl
¥ H:95 °C, 10 min; 95 °C 10 s; 60 C, 20 s;
72 °C 20 5,45 MMEH . HCC 4 miR-142-5p K
AT 35 R A 2724935 HCC d2URE i v miR-
142-5p 1 % 18 & DU log, transformed 11 % ( HJ
logZZ'MC' )o

F1 88 GIFFEEEIGKRER
Tab.1 Clinical characteristics of 88 HCC patients

Clinical variables Case number( n )

Sex ( male/female ) 75/13
Age( t/a, >55/<55) 41/47
Cirrhosis ( yes/no ) 41/57
Tumor size ( d/cm, >5/<5) 53/35
Tumor number ( >1/1) 8/80
TNM stage (M ~IV/ 1 ~ 1) 46/42
Histological grade ( > 1/ 1 ~ 11 ) 35/53

1.3 HCC 288 % 3% <= miR-142-5p mimics % 4%

A HCC 4fl it % SMMC-7721 , BEL-7402 , PLC/
PRF/5 .HuH7 , HepG2 . SK-HEP-1 i Fi 10% Jifi 4 IfiL
T RPMI 1640 555, HepG2 4L & 10% a4
I35 ) DMEM 35529 , A% ARHH 5 HBRBEH AL 2 min,
YIET 37 C.5% CO, 1MW 55 7546 AL Q85
F%o HCC 21 Z A0 T XA A Ry 4 i 320 T 6
FLAR , BFL 6 x 10° 4, 55 5% 12 h 40 J I RE )
o, AT O . R UA R 200 wl B OPTI-MEM,
IMAL M FEH 10 nmol/L HY mimics, 5 L7 IN-

TERFERin & 8 pl/fL, %44 48 h, H sz ik i
Wi, BAPEXT BRZH 55 G4 NC mimics , SCH6 2055 4 miR-
142-5p 1Y mimics, SCEIHIE 3 K,
1.4 AN AR # 4 miR-142-5p mimics 4 %
ZIEF 50 HCC ae A T og%

SMMC-7721 4 A 6 FLAT, #% 4% miR-142-5p
mimics A SCK2H FHE Y NC mimics A B X FR4H ,
48 h J5 , IMAZZFZILECT pg/ml)iES 8 h, g
JiL o % FRA M T4 I AR & PE Annexin V. Apop-
tosis Detectin Kit UL #ERAVE, 1 x 10° />4 i ] 7 %
PBS VRGP, A 200 pl 45 & 2% il R
JIA 1l [ PE Annexin V Al 1l [ 7-AAD,IRA), =
TREEIEE 15 min, BEHA 400 pl 456 2% il &
B, T SR I 4 M 8 T, I FACS
Diva BT EdE . LREE 3 K,

1.5 Western blotting # ] 4% % miR-142-5p mimics
#F HCC 2 IGF2BP3 4.4 44 %R

FIFHA 015 B2 M v TargetScan ( http ://www.
Targetscan. org ) Fil MicroRNA( http ://www. microrna.
org/ ) HATEEG M AEYE BTN . HCC 4 M
72 h JE WA L e 4 RN T ZE 41, FH 41 2 A i
fif AN, BCA ¥R 4 R, L& 30 ~ 50 pg 4K
HRER . 10% SDS-PAGE B84y 55 J5 , ' & NC
S, FH A BSA 9 TBST =& EHA 1 h, 43 51Jm A
IGF2BP3 4{&( 1:500 ) .B-actin HLfA&( 1:10 000 ) ,
4 CWFE R, VeSS it A AL D B bR it i — 40, =
EIFE 1 h, e, i )5 F ECL 325 . Gene gnome
SKAE R IE I Tmage] FAFIEAT I B 50 #r , 1158
B RRE, LREL 3 K,

1.6 %R FBIRE LR EHB Tk

HEK293T 40 i3 4% 3 x 10° 4A>/fL#EF T 96 L
M, AL 100 wlo FRUESRMF T RIS 12 h J5, Z IR
W14 1 jetPRIME %% 43X, & fL 3L %% 40 ng
IGF2BP3 3'UTR % % il e 4 3k A sl HE 58 A8 24K
10 ng pRL-TK ZCER BN S BORL, DL 2R R 20
nmol/L 1 miRNA-142-5p mimics, Pk NC mimics X}
W UL 24 h 5, TRUI O 28 T 2 L R A ] 3%
SR ETEE A Firefly 7 ¢G(H 5 N2 Renilla
BENCAH M HEAH, B R 3" UTR 5 3 RS PR
1.7 AR @i AR 4 % silGF2BP3 2t HCC 2w fie
BT %R

5 x10° 4~ SMMC-7721 4ifdli A 6 FLAIF 8557
w5, d Fl INTERFERin %% 4435 5 ( Polyplus 2%
A ) % gy siRNA, RNA & 4¢ 2 it & Wk £ o 50
nmol/L, 36 h J5, IMAZZ AT pg/ml )iFEFS h,
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WA A B ARSI Tk R 1.4 95
1.8 %itsam

N SPSS 13. 0 Geit=# 5 Bl L x £5 T,
SR ECXT BANEL XS 1 ¢ K56 40 A B diE , DL P < 0. 05
P <0.01 BAREFAGIEE L,

2 & R

2.1 miR-142-5p A HCC ZH28 B m it & PAK KX

SERF 7 E B PCR Rzl 455 &l 1) 7R, HCC
ZHAU miR-142-5p 3R 38 B W 1% T [A] — 8 3 nd
BRI -8.02 £2.17 vs —10. 11 +3.39,P <
0.01 ), H miR-142-5p 7£ HCC 4l ig & i F ik
AR T HAE IR T A R rh k(P <0.01 ),
2.2 HCC @ % i &% miR-142-5p

FIH Real-time PCR A5 I %4 miR-142-5p 41
KXt B2 HCC( SMMC-7721 \BEL-7402 .\ HuH7 .PLC/
PRE/5 il HepG2 )t miR-142-5p FAHNfFeik 5, 45
RCOE 2) Bn, Y ALY miR-142-5p k& B
FTE YA T R ALY 1 200 ~4 500 1%,
2.3 i kA miR-142-5p 3 5 FH EZF T
SMMC-7721 mféL 8 =

Annexin V FH{% PL B A9 40 i g0 o 2 - 101 0
TZHIAN, Annexin V FHTE PL BHPE A4 240 90N 0 2
IFEIANI . AR S5 5 18 3) BoR, #%
Yt miR-142-5p mimics 215 X%} FEZH NC mimics L3S,
S0 M T 2RI W (49.40 +3.47 )% wvs (19.50
+1.74 )% ,P <0.01 ], #&/5 miR-142-5p H A e i
2 EE AT ER
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1 88l HCC BEBEZAHARBALRF
miR-142-5p HHEX RIEE
Fig.1 Relative expression of miR-142-5p in 88 paired

HCC tissues and adjacent non-tumor tissues

2.4 miR-142-5p ¥4 3 T IGF2BP3 mRNA #=%
& Fir# Rk

i TargetScan £ MicroRNA AT HEYIE B2
ZEA ST, miR-142-5p A LI ] IGF2BP3 1) 3'UTR
X f, N K E miR-142-5p fE % 50 16 4 T
IGF2BP3 ,7E HCC 4l % HepG2 Fl SMMC-7721 th
S EE G miR-142-5p mimics M X FEZH NC mimics,
i 1 92 15 5 % E B PCR )y 36 A6 00 265 % I 4 it v
IGF2BP3 1) mRNA 7K, 25 5 1K 4A ) s, S250 40
YL IGF2BP3 mRNA 7K B WAL F X5 BAL( P <
0.01 ); Western blotting 7774 IGF2BP3 £ Jii 7K
LG5 E 4B ) s, SCE A A M IGF2BP3 2 1
FE IR AR T X B ZH( SMMC-7721: 0.08 +0. 02 vs
0.34 +0.01, HepG2: 0.32 +0.03 vs 0.42 0. 02,3
P<0.01),

6 000 O NC mimics e
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P <0.01 vs NC mimics group
2 HCC HMREHFEFRE miR-142-5p
Fig.2 MiR-142-5p was over-expressed

in HCC cells after transfection
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Fig.3 miR-142-5p over-expression promotes
the apoptosis of SMMC-7721 cell
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A

L5 [1 NC mimics [l miR-142 mimics
< 8
Z 310t
E &
g = e
g:‘; & 05 *k
o

0

SMMC-7721 HepG2
B
SMMC-7721 HepG2

NC miR-142 NC miR-142
mimics mimics mimics mimics

IGF2BP; | . d—
p-actin —--ﬂ

“* P<0.01 vs NC mimics line
A: Detection of IGF2BP3 mRNA level by Real-time PCR;
B: Detection of IGF2BP3 protein level by Western blotting

4 miR-142-5p X FMER [E 4> F IGF2BP3 WKL+ TEER

Fig.4 IGF2BP3 expression was down-regulated in HCC

cells with miR-142-5p over-expression

2.5 miR-142-5p i@ A3E# A IGF2BP3 44 F M
UERTE % S

P IGF2BP3 1 7%¢ 6T A e IR 444 B 98 7% 1k
FAG , AL YL IGF2BP3 11 3'UTR 986 E R 5 5
[ESE=R LN miR-142-5p mimics, SR 2 (K 5A ) i
/R, miR-142-5p REMSINH] IGF2BP3 1) 3'UTR 286 %
A A R A TE 4 P <0.01 ), 17 24 miR-142-5p 1
G AR R T XA HIE AR 1E 5B ),
2.6 IGF2BP3 A 54A% HCC oA it 42

SHEHIE IGF2BP3 ZER = 4 fgd T rh A VE L 7
HCC 40 il & SMMC-7721 T 4 H F ik, Western
blotting Kl IGF2BP3 85 T 1L, 45 R ( & 6A )
YR, siIGF2BP3 41 SMMC-7721 40 g ' IGF2BP3 1)
AIXT 235 B AT X B4 (30.42 0. 03 ) ws
(69.26 +0.04), P<0.01 ], ¥ill£FILkE
(1 pg/ml)iFES 8 h J5 SMMC-7721 £ i U8 7= 1 15
L, 45 81K 6B ) on, T4 IGF2BP3 K3k )5, HCC
YA R T R B R (4,32 £0.25 )% ws (8.57
+0.62 )% ,P <0. 01 1,

3 3t it
FHF5E R, miRNA 25 HCC k4R R,

FHREMS T B E A TS , DR HA 2808 HCC iRy

A

IGF2BP33'UTR:  5"-AAAAUUUUAUAUACUUUAUA U -3
AR RRN

miR-142-5p: 31 UCAUCACGAAAGAUGAAAUAC -5
Tt

miR-142-mut: 3'- UCAUCACGAAAGAUGAAIUALC -5
B IGF2BP3
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2 20
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NC miR-142-mut  miR-142-5p

**P<0.01 vs NC or miR-142-mut line
A': Possible binding sites of predicted IGF2BP3 3 '"UTR region
with miR-142-5p and binding sites mutations ;

B: MiR-142-5p can inhibit the luciferase activity of IGF2BP3 3 '"UTR
5 N EMIREEEIESE miR-142-5p $B[E €A F IGF2BP3
Fig.5 miR-142-5p targeting gene IGF2BP3 in hepatocytes

was confirmed by luciferase reporter gene assay
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Annexin V

A: IGF2BP3 knock-down; B: Detection of apoptosis
rate of HCC cell line after interference
6 T IGF2BP3 i HCC 4Hi & 4Hkf
SMMC-7721 B 1=
Fig. 6 Knock-down of IGF2BP3 promotes
the apoptosis of SMMC-7721 cell
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VEFHHE 5 s B TR E IR I AR b, (2 DG T miRNA 2
5 HCC & A K R AR FHLHIA A IR A
RIE . miR-142 FNE 1 Jore i R 40 h g =k S
£ 4% miR-142-5p Fl miR-142-3p, B H A AH LB 57 40
AL G i PR B 434 O LA I Y & DL STEAS
[ Ay fre 8 40 e v B Y R T miR-142-5p
IR AR R 5 /D, 32 AR L Jied B A 9 A DG SRR,
HAEAR R bR b Ih E AR AR ], AT g
3, 76 &S B e b, miR-142-5p (9335 TR,
FF T REFO ] S5 R TR G S R AR SR T, e
R ANAE P, miR-142-5p & ¥ 4098 5L R 9 VE T, T
ARG B TR 968 40 L 1 34 7 L 1R 28 DA K o 4 B O
T2 ZEE T, miR-142-5p BIMRZEIA W] LI M T
A G % B RS e AR . R R TR
FI T, miR-142-5p YRIBH B WG HAMHC
,@{ 141O
FELE I b A RGE D B, 24k I SN38 iR
JPJE B R, LW PRI miR-142-5p S EKR R A,
$2/R miR-142-5p EZFEARFETIRE , I vl fgid i 97 15 240
PR T A R AR D B . ST SClR ' RaE , 7E
S B B LW P, miRNA-142-5p (k& F
K, $27~ miR-142-5p 7645 W o nl g & 7 0 09 2
Al , PRI AH S ) 25 5 1T BE 5 R 3 e R LA B o B R
T 5, W /R miR-142-5p AHXF & 22 B9 4E FIHLEI
TEM i 220, miR-142-5p Fl miR-9 AUk iR,
PR E IR miR-142-5p WA E TR B2, S 5
PEAUMLEA ) AN, miR-142-5p ¥ AT L3 32 40 7
SMAD3 K 1875 TGF-B 38 & 1 17 4 57 240 A 94 73
L ATRESE Y s 7 Bl I R R A Ak
R RRE AT, LA miR-142-5p 7T LAY H 1
AT, AWFFCE X 88 FIFL XTI K HCC 24
SUREAKE I miR-142-5p Y 33k, UESL T HAE HCC
LR RIR W E R 78 HCC 4 2 v 56 I 25
SEFIREUESE T HAE N E 5 AR HCC i &
HFBEA B EES, #E8 miR-142-5p 7F HCC 41
Wb AT R R M AR . o — 2K miR-142-5p
£ HCC A A FETIRE , K] IR HE 2 2 th 2
PSR HCC 4ME A 98 7=, Di W] miR-142-5p 7E HCC
Hh R I g 3 R A

[i) IS} AS AF 2 30E 52, miR-142-5p w] L3 3= 4170 41
IGF2BP3 WA 2 HCC 40U 1. IGF2BP3 b
& A IMP3 ( IGFII mRNA-binding protein ) &%, KOC
( KH-domain containing protein ), j&— 1 & 77 Jjk & 2
FEAE K7 2( IGF2 )HT ACBT( beta-actin ) ik RNA
255 . IGF2BP3 TE AJE (HCC | fi 200 i Ji 9 |

LI 2 i A R AR 2 0 i A1 21
TR IR TR IE B 48U P R AR I 2 7F
B R ANIE T, IGF2BP2 F2ik 1A, v LI i & 5 3
N5 AL “AAE AR A T Al BB 8 T4 FH, A £ a2F
IR R T R T il e A WIS 2 B, A 3
RGN IE A, IGF2BP3 W] L3 5o A1 7 A ik
Kl MYC F1 CDK6 ()33 , 3FE 111752 e [/ 92 240 el %) 34
FYET-. BB W IGF2BP3 3 [H H AT J5 e 5
LR )2 D BE B 56 T IGF2BP3 2 4] 2 )8 ¥
BT D o AL SRR W], miR-142-5p 38 & #1)
il IGF2BP3 (A FRIRAN I hIEg 3458 5% % , iy HCC
YR TT B AL T BT I AR RS
L LR, A SC 5 K ) AE N HCC 41 40
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