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RHiEdpah miR-376c MRIZRESSERREER A2

IFHE, x&E, WL, FH, TAL, REL, R

(BZBRFHE—WBER FREIH, G H% 710061 )

W E B HIHAFAIRE (HCC) h miR-376c MRS . I PR A FIHLE
J ik H real-time PCR il miR-376¢ 76 HCC 4141 59 55 4140 . LI XA HCC 418 R 5 1E % JF 41
ML 3k, 8T miR-376c MR85 HCC B I R BLARRAE R TS /OG5 % HCC 40 1 43 ) 5% e
miR-376¢ B4 4 F B M % BEZH F 5 )5, i Transwell 32 R R 95 S 56 K6 0 400 JfL 1) 35 % M 222, Western
blot #:1 miR-376¢ AJ fEAYHD A B TR R EH 1 A2 (HMGA2) ML MM 4 LI Hee 414
HMGA2 335, IF041 miR-376c 5 HMGA2 Z [ Ay AH G H: .
R S5yEssH A EOEH T L8, miR-376¢ ££ HCC UK AR HCC 4N P (0 e ik 25 15 1 9
(¥ P<0.05) , miR-376¢ MEFE AL ST THEMKRIL (P=0.019) . TNM 43 (P=0.012) & Edmondson
439% (P=0.009) A 5%; miR-376¢ (RF£ LB L 3FEATFRE BT HE XL EE (P=0.0081) .
SRR RS A HCC 00 4%, %5 4t miR-376¢ B4 09 HCC 4 M 7Y 3T 7 M A= 2251 (56.00 vs.
26.00; 45.33 vs. 18.33) B> | R G R B 8AK (95.33% vs. 60.00% ) . HMGA2 [k i
T8 (4 P<0.05) ; miR-376¢ EEKIEM HCC 42 HMGA2 Fik i BAL T miR-376¢ 22350 HCC
H4 (P<0.05) , HCC HZh miR-376¢ 5 HMGA2 AR MK (r=-0.541, P<0.01) .
518 : miR-376¢ M HRJE —FHMIE R 7, HAE HCC " RBFEAL, MTMIHIES T X HMGA2 iyl 42 2k
T HCC A ER 512758,

X #17 i, BFAUME; % RNAs; @il R RaE s, Mg fziE
FESZES: R735.7

Expression of miR-376c¢ in hepatocellular carcinoma cells and its
relation with high mobility group A2
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(Department of Hepatobiliary Surgery, the First Affiliated Hospital, Xi'an Jiaotong University, Xi'an 710061, China)

Abstract Objective: To investigate the miR-376c expression in hepatocellular carcinoma (HCC) and its clinical
significance and action mechanism.
Methods: The miR-376¢ expressions in HCC tissues and tumor adjacent tissues as well as in different HCC cell

lines and normal hepatic cells were determined by real-time PCR, and the relations of miR-376¢ expression with
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the clinicopathologic features and prognosis of HCC patients were analyzed. After the HCC cells were transfected
with miR-376¢ mimics or negative control sequence, the cell migration and invasion were measured by Transwell
assay and wound healing assay respectively, and the protein expression of high mobility group A2 (HMGA2),
a potential downstream target of miR-376¢, was measured by Western blot analysis. The protein expressions of
HMGA2 in HCC tissues were also examined by immunohistochemical staining, and then the correlation between
miR-376¢c and HMGA2 expressions was analyzed.

Results: Compared with tumor adjacent tissues or normal hepatic cells, the miR-376c¢ expressions in HCC tissue
and different types of HCC cells were significantly down-regulated (all P<0.05); the miR-376c expression was
significantly related with the portal vein infiltration (P=0.019), advanced TNM stage (P=0.012) and advanced
Edmondson degree (P=0.009); the 3-year survival rate in patients with low miR-376c expression was significantly
lower than that in those with high miR-376c expression (P=0.0081). In HCC cells compared with HCC cells
transfected with negative control sequence, the numbers of migrating and invading cells (56.00 vs. 26.00;
45.33 vs. 18.33) and wound healing rate (95.3% vs. 60%) were significantly reduced, and the HMGA2 protein
expression was significantly down-regulated (all P<0.05); the HMGA2 protein expression in HCC tissues with
high miR-376c expression was significantly lower than that in those with low miR-376¢ expression (P<0.05), and the
miR-376¢ expression was negatively correlated with HMGA2 expression in HCC tissues (r=-0.541, P<0.01).
Conclusion: MiR-376c¢ is probably a tumor suppressor, and is down-regulated in HCC, which thereby weakens
the inhibition on HMGA2 and promotes the migration and invasion of HCC cells.

Carcinoma, Hepatocellular; MicroRNAs; High Mobility Group Proteins; Neoplasm Invasiveness

CLC number: R735.7

F 41 B g (hepatocellular carcinoma, HCC )
JE AR L g R UL B 2 Y I ARk B
H2IT TERIAKEL, HCCREEMMECH
—EMSE HEHCCEERES . 5%, 5
SRS SR HC C R 1Y 35 15 AN BE 2 A
B H I, BT HCC YN MR 28 R B 1 T
FEALE 5 HRBT 1Y e R A 2800036 7 48 k2 24 A $
THHCCZ Y7 K- EZAE 55 2 "7 MU/BRNA
(microRNA, miRNA ) & 3T 4 3 76 Al g 45 5l 0F 5%
MR Z —, ER—KKEY18~25MH R )T 5
I AS 2 % 26 1B A BRBE RN AN 71 1 miRNA
VE Shy i ik R 2 s S DY, AT DLSE o 5 T
PR AH AR Ok R 4 g i kR R R 0
miR-376c K H20~24 AT IR T 51, H AT L
i 2 5 Y 45 A DR B SR S TR R O 5 e i T Y 3R
AP B R BE, miR-376c7E Z iR b
(2 3k fa R — AR Sk B0RR @0k 4n gL e
g R e U VA R b SR AR TR, I 7 B
s SR IK BRI FLAE G TR /D A0 i g 1
ARV BEFE e, A R 20 b ) R Gk B AR —
Y B R IA I miR-376¢ A LI i R R
i 3 DAL Y 3 3K 7K - ok 52 e Jirb Jed A L A A2 2% L T
B . WEFH P T LA RO AR T 25 W Y B S AR )

© WA )T i [ & F I F 2P H

AT U AR R miR-37 6 7E AT 4N g v 2
KGO0 K L BLRAE T B A R A R OE . SRR
A2 (high mobility group A2, HMGA2) &
HHMGA2IEH g i 8 1 . HF9E & BIHMGA2
FEHCCH FRIE L, v LhaZlet-7. miR-107L4 K&
miR-663a%F Z FmiRN A Y J# #22 M1ii f2 2E HC C 41 i
M2, B ETZmiR-376c 4% HETH
W ARHRIE . AR E SEHTT THCCAL 2 miR-376¢
M FRBEN, RIF A PmiR-376c I K2 X,
It — W H A T A A miR-376c 5481 9 1 % ik
HCCZH 1 ¥ miR-376¢ M 43 #7 H: X H C.C 41 i 1
Mo sesh, BEHCCHA T M T HS5HMGA2#
INPAOCTE . Bz, AW ELERE T miR-376¢
FEHCCH Y BT 0 S G R & X, FHE01 25 5%
miR-376cX HCC 4 il 1= 28 5% % 1 52 ) S 7% 78 AL
i, BTEA IR BRI KA R HCCEE [n 3097 25 )
DL K B3 HCC 2 iR K7 S — o iy A 58 L il

1 MEERZE
1.1 HAFRKRFNY R

e 4 I 75 16 8 391 HL.C C 28 £ XT3 1) 95 55 21 41
FRAS, FrAFR AR H20124F7H —20134F12H
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Tk, & fPE T miR-376c BykA R 55T RIEER A2 KA 863

5 VY 2 A2 38 R 5 5 — B B2 B AT I AP B2 52 TR
HITHKHCCEE , o Besll, Li1s56l; 4Fik
30~74%, TALAEREA49% o FiT A B I IR bR A
) 2 BIAE S W HCC, X R 1 98 55 20 280 O B i 9
N%>2 em WIFHL, RETHREZ AT . U7
AR BIR YT, P AU R RO AE T
WA HE ZRTEE (40 g/L) P BHE ARGV
[ 2364 H o AR VY 42 A2 38 K 4 — M s =
B 18 PR 22 5% 2 o A% AL v O EL 5230 2R A5 S8 3 I (R
R IFRERY o 1E R 7K AR A T 40 L0255 JH-98 20
BEMHCC-97L, SMMC-7721. MHCC-97H . Hep-
3B. HepG2¥Ilg A i BB bt A= e 5 40 i 2k
LBV
1.2 KR

miR-376c4 7 ESIH . miRNA NZU67]
Y. miR-376cid RIABAY) . BIPEXS IEF 51
miRNA W 375 & (All-in-One™ miRNA First-
Strand ¢DNA Synthesis Kit) DA XmiRNA qPCR
K F & (All-in-One™ miRNA qPCR Kit) 1§
[ANE| Cenecopoeiaé}ﬁ] o TRIzolik 5| F1 g Bt i
(LipofectamineTM 2000 ) ¥y anvitrogen/z}ﬁjo
4= 1M (fetal bovine serum, FBS) 4 H Gibeo
Nd]l, DMEMIW H ThermoFisher Scientific/A A ;
ECLE R A Milipore A Hl; ®RITAHMGA2ZL
o EYUAR Y H Abcam /A ] 3 BCAE & il H &
W [ A RAEHEARARA A Matrigel 25T
e A BD A Bl RIPAZARWE (58 ) W A 74 2 ik
FrE MR A BRA A 5 TranswellZ/NE I H Becton
Dickinson LabwareZY#l; /NRITA B ~actin B TR
ik B RO EA Y ARG RA A
1.3 LEWHIE
1.3.1 e i b4 % IEW A L2
MHCC-97H. HepG2, MHCC-97L. Hep-3B.
SMMC-7721 4l 1 £ 100 mL/L i3 4= ifiL ¥ /) DMEM
W, BT 50 mL/L CO,. 37 CHYTE 1S 3544
AT R . YR AE R IR Lipofectamine™ 2000
AU B B R E e 6 FLARCKE 4n i
B 9% &l A R 50%~70% B, SR J5 K 100 nmol
miR-376¢ & 8L ¥ & 100 nmol [ ¥ XF & ¥ 51 4>
A 6 fLAR TG XU 100 mL/L i 4= i i /9
DMEM B FR W 9% 8 h Jo i ik 0 1 SR i Ak 2 1 57
Jo ST Qe RORAG I S AR TN RE SE 0 7E 55 Y 48 h S5 ik
A AT o
1.3.2 real-time PCR % TRIzol 5 U IH 45 1 1)
A R M2 S A0 ) S RN A, J 07 FH B o it

© WA )T i [ & F I F 2P H

R 2 B OGiE AL ( Thermo Nanodrop 1000 ) # il
RNA MY EERARE 30 5 Sk 45 /R 4% I miRNA 5%
SR G U B LR SR IE1T . real-time PCR #%
H miRNA qPCR {5 & Ui W1 45 F 20 B i 47, DU
U6 HNZ, 2722 “ 5 miR-376¢ RUAA R F k&
ST B S 3 K. miR-376¢ 1E ] 5 ¥: 5'-AAC
ATA GAG GAA ATT CCA CGT-3'; U6 snRNA iF [
5. 5'-CGC AAG GAT GAC ACG CAA ATT C-3',
1.3.3 Transwell D F it B Az £ £ (FHELK
Bf, Jedk 1:8 BAR B LK 50 mg/L 1Y Matrigel JiE
P B Al T/NE IR TR SR RA A o I
HUu 48 h J5 9441 MHCC-97H Z0f, 2.0, EE
P A0 A T RE N 1% 10° 4> /mL, 24 FLARCF %
A 600 pL 7 100 mL/L i 4 I ¥ B9 58 45 15 97 2%,
4% 4H 40 i 2 7 200 pL il A Transwell /NZE ) |
. BAEE 3 AR, 24 hJFEUB/ANE, Bk
JH PBS W WHF /N ETEVE 3 Ik, AR E AR & N &
ROGFLBE [ )2 ) Matrigel B8 M 40 2 52 6004, 12
HNZEWEE (40 g/L, 15 min) [EE, H4MmE
(1g/L, 5min) 6, JFH PBS IEWMES, &5
/N BT WA T T WS, AR
BEMLZE B 5 PR AT THEOT SR HF B8, DLy
fili 40 M i 1= 22 T AL BE T o

1.3.4 ffeXR %% FC SRR Him 3 4%
BEAT AT, MIFEZ 0.5 em, &M RIE XL, %
SEEGAH L X HEZH A A RIS AL . R ERS
YI5 R T 6 fLARC, 41 2 1 x 10° 4 /mL,
T 37 C. 5% CO, MR SR b MBS 3% S 4 g
VISR AR, HoM R Z e, B o R E
THFMR B, StricZed H, H 200 pL A&k H )
WIS R, ShRic&fifE g L. PBS ik
3, EBRERAM, A TCIME R SR, ke T
37 C. 5%CO, M FRA P E MR IR TRIRE 0.
48 h 7EE]E WA NS . AR,

1.3.5 Gzt Sl dISWbRATE TR BUBAK . A0
A, HIE 4 um U R, BURYI R & T 60 CHEA
20 min, HAL R BERS, B REEWAE K1k, 3%H,0,
REL BT X 3% P U5 1 ) AR AR ) g (37 °C, 10 min)
PrEB R (0.01 mmol/L A R 2% v, 96 C,
15 min) , 8 0l 3F OV W B (100 mL/L,
37 °C, 10 min) , %A1 HMGA2 Hip ik (1:200, 4 C
o), PBS YRS, A YR bRoad i =¥
(1:1 000, 37 °C, 60 min) ; HINGERE EME -
A ALY (SP) , 37 CWEH 40 min, DAB i
4 8 min, TEWHE TEBREFE, HRKPUE
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10 min ZE BB KRR E YL 2 min, H KB
15 min; WMWK, B T B wgdf
PEAy = Y B4y x BHPEZ0I & o eIk, 4
kYR e Z o S S AR RS 8 4. Gt
W (=) HOa, (+) A1, (++) K
24, (+++) R 3455 BHVEANAE (b2 40 o sk i
A ) B A eI 0 43 S BHAE AR L ] < 5%,
143 0 BH M 40 10 EE ) >5%~ < 25%, 2 43 M A I
M L ) >25%~ < 50%, 3 43 A A PE 40 B EE
50%>~ < 5%, 4 57 R B 40 L] >75%
1.3.6 w0 & & 3L % Western blot =8 4 %%
Y48 h J5, M RIPA Rt S&En, M
BCA #4785 H & & . Western blot SZEG R, 4G
PR I 2R AR A 4 30 pe/ FL B AEJS 1T SDS-PAGE
UK, R HREEREAESE 2 PVDF K E, H
5% PLAE WM ENA] 2.0 hJE, IWACHH N ) HMGA2
P&k (1:1 000) 5 #F B -actin L& (1:1 000) ,
4 CHEHR . WHBUHE, fEEEPFE 30 min,
JH TBST i # ( TBS, 1 mL/L Tween-20 ) JEMR 3 ¥,
10 min/ ¥, YRR —$0; 4500 HRP 451d
PPt R el BT/ R —=HT (1:5 000) , EHETFE 2 he
TBST( TBS, 1 mL/L Tween-20 )P 37,8 min/¥X,
VER B AR ) UG AE R E AT ORI H i E .
1.3.7 miRNA ¥e ik B ey Fanl W HEY G B F5%
f TargetScanHuman Fii miR-376c AYFE L .
1.4 Gitz4bE

N FISPSS 22,058 48 i1 F ab BB, i1 i %
RIS 8 = brifE2s (2 xs) Fon, MG %07
ARG . Pearson x K5 LA K Pearman At 56 1
Ki %% ; HGraphpad Prism 6 2 Adobe PhotoShop
CSSSEAERI A AT R R 4 . P<0.0SH 2R H
gt L.

2 & R

2.1 HCC AL miR-376c KIFKIE
real-time PCRZE R TN, STEmBHLFH
FIEAKF (3.433 0+£0.120 2) H#, miR-376c7E
HCCHHAUP R EIRKF (0.9 667 +0.1 217 ) B
T (P<0.01) (K1) .
2.2 HCC A4 miR-376¢c RIZEWIEKE X
PIHCCZHZ! FmiR-376¢ i F- 447K F (0.966 7 +
0.121 7) SNA, 836 FH B 4> FmiR-376c i FKik
4 (440]) FimiR-376cfkF IR (396 ) . 43HF
miR-376c 335 5 HCC B E 1 I AR HLARAF 2 18]

© WA )T i [ & F I F 2P H

B ZR, 250, miR-376c B KFE 517 H
kL5 . TNMr & EdmondsonZy 22 % (1
P<0.05) , WS4 . MmN BIGE
. A ECE X (BP>0.05) (1) o X4
BEMBEDT AT 00, 48R B8, SmiR-376¢%
FIRA B HF LA, miR-376c/RFILLH B H B34 K
A AR B 2K (P<0.01) (E2)

44 P<0.001
T

iz
X 3
i’
=
£ 2
<
\O
=
©
21
=

0 . .

St 55 2 HCC 4141

B 1 EEHELAT HCC AL H miR-376¢ HyRiX
Figure 1 The miR-376¢ expressions in HCC tissues and adjacent

normal tissues

*£1 HCCH miR-376c ERIZESHKRFEEREMXR

[n(%)]
Table 1 Relations of miR-376c¢ expression with clinicopathologic
features of HCC [n(%)]
b 2 rfliR-376c B35 lTliR-376c K3 X 2 B
B (n=44) K] (n=39)

el

3 38 (86.4) 30 (76.9)

@ 6 (13.6) 9(23.1) 1.2440265
il (%)

= 50 24 (545) 18 (46.2)

<50 20 (455) 21 (53.8) 0-582 0445
M EA% (em)

=5 5(114) 7(179)

<5 39 (88.6) 32 (82.1) 0.725 0395
FRE T (ng/ml)

= 400 31 (70.5) 29 (74.4)

< 400 13 (29.5) 10 (25.6) 0157 0.692
MiEgcH (A45)

1 38 (86.4) 32 (82.1)

=2 6 (13.6) 7(179) 02910590
fEdiicEat

G 41 (93.2) 29 (74.4)

H 3(638) 10 (25.6) 5:545 0.019
TNM 4314

I+11 40 (90.9) 27 (69.2)

MI+IV 4(9.1) 12 (30.8) 6-244 0012
Edmondson 432%

I+11 41 (93.2) 28 (71.8)

[I+IV 3(68) 11 (28.2) 6.7440.009
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—— HRIAH
kIR
P=0.0081

2 miR-376c BRIZSRFIARE 3 FRBETFERLR

Figure 2 Comparison of the 3-year overall survival rates between
HCC patients with high and low miR-376c expression

2.3 miR-376c EEAE R HCC A R i) FRixk

I Freal-time PCRAG I IF 7Kk 4=tk A 40 i
LO2LL KA R AHCCAI I ZFMHCC-97H . HepG2 .,
MHCC-97L, Hep-3B, SMMC-7721"%'miR-376¢H)
kA SR WIR, HELO24H M b Y 2 ik 4H
e, SFHCCHIIE R T miR-376c A R IKFHE T
P, S HAb4FFHCCA M R AL, MHCC-97HZH
Ml fmiR-376c R B BN &M, ZRIA5IT
¥ (¥P<0.05) (KE3) .

8 miR-376c A HCC 4l & 5 IE & BT 40 AR s Ay 3Ri%k
Figure 3 The of miR-376c expressions in different HCC cell

lines and normal hepatic cells

2.4 ¥ %3E miR-376¢ 3 HCC lEMER 5B ZE
kA
FEGTmiR-376¢XF HCC A W) 2417 /Y

© MR IT F EHFFNHFEIH

20, HmiR-376c BI04 L IMMHCC-97H 41 i
FImiR-376cH) kK, Hreal-time PCRAG M
M, SR ER, SREMA T miR-376cW
FIKAKF (0.400 0+0.577 4) W& T BHE X
M (15.170 0+0.441 0) , ZRAGIH¥EX
(P<0.01) (K4) .

P<0.001

B4 HRHREN

Figure4 Transfection efficiency determinations

Transwel iEF LI 45 R Wx, T EKEMHCC-
9THAN M M miR-376c)m , i 40 il %0 0 B
ST (56.00+2.00) vs. (26.00+1.16) ,
P<0.05] (FI5A-B ) ; Transwell{@ 225 %
B, FHLEXTHRA M F, o RIAMHCC-97HZ M
BImiR-376¢/5, 2720940 i % B B 5 b 7 il
[ (45.33+1.88) vs. (18.33+1.87) , P<0.01]
(E5C-D) o s, RWPYRSEREIR BN, Rk
MHCC-97H4 il i miR-376¢ )7, I8 HY A1 &
T FFAK] (95.33+1.45) % vs. (60.00+2.08) %,
P<0.01] (E6) .

2.5 miR-376c A[#l#l HMGA2 E BRI FRiX

HAEYE B 225 (TargetScanHuman ) 4347
KB, HMGA2W] fE A miR-376¢ iV AE 0 55 2 —
(E7A) o N THITmiR-376c/2&HAETFEHMGA2
B 235, 4 MIFEMHCC-97THZ 4% e miR-376¢
L0000 BT 6 B 2, SR R 0 ke 7 48 e
HMGA2E H KRB, 4R ExR, B H
4 H P R HM G A 238 H 3K 35 7K F B AR T B 4 XF
g4 (P<0.05) (K7B) .

http://pw.amegroups.com



866 o E 3 A A 4 26 %

|3ﬂ fiTJ‘ﬁﬁQ mlR 376c EU% Qﬂ

FH fiXT Hﬁﬁ miR- 376c E‘QU%ZE

D

l 5 miR- 37605!TMHCC 97H élﬂﬂ@ﬂ’]&f%u{zﬁﬁ'éﬁm n A: Transwell SZERKHMANAYIERGES ( x 100) 5 B: i
MBI GEITIE; C: Transwell SEEASANIEAIRZERES ( x100) 5 D: REMEHSITHE

Figure S Influence of miR-376¢ on migration and invasion abilities of MHCC-97H cells A: Cell migration ability measured by

Transwell assay (x100); B: Statistical plot of number of migrating cells; C: Cell invasion ability measured by Transwell assay (x100);
D: Statistical plot of numbers of invading cells

BT 2R miR-376¢ FU4L

A S e B =

B 6 XRZICNEMATEERES

Figure 6 Cell migration ability measured by wound scratch healing assay

B o R 21 miR-376¢ HEIUYI4H

— . V112
miR-376¢: 3'-ugcaccuuaaaggaGAUACAa-5' .
i ——
HMGA2: 5'-guguuucagcaugaCUAUGUa-3" A B

B 7 miR-376¢c Xt HMGA2 & MIFM  A: EYfE B5# 707 8 miR-376¢ 1] 5 HMGA2 JER Y 3' ARG IX 45 & B: iof
35 miR-376c (1) MHCC-97H i rh HMGA2 7K TR
Figure 7 Influence of miR-376c on HMGA2 expression A: Bioinformatics analysis showing that miR-376¢ binds to 3-UTR site of

HMGA2 gene; B: Overexpressed miR-376¢ decreasing HMGA?2 protein expression in MHCC-97H cells

Oh
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2.6 HCC A£dh miR-376¢c RixkF5 HMGA2

EARIEKFWHEXME

T — UL miR-376c ] I HMGA2 &
FIRYERIA, W s 41 46 3 43 A T miR-376¢
TR AL R B A M HCCHL P HMGA2 (1 3k
WL, 4R RH, HMGA2EHCCAH SR YL 5k
EEAmNEEE O, REEQTHMN A, A
oA AE T AN o o & A - ( BI8A-B) . Jf
H, miR-376cm R BT HHMGCA2HE MRk

C

8 HCC £ miR-376¢ 1 HMGA2 R iA 211X

FEW] AR T miR-376cliRIBZ4] (1.00£0.12) vs.
(6.50£0.13) ], ZRAZIT¥E X (P<0.01)
(K8C) .

AN, T B HimiR-376c FITHMGA 2R
PRIk g 22 A pg A o, %FﬁTSpearman*ﬁ?&ﬁ:}‘ﬁ
BT TSI, R B, fEHCCHS
miR-376c 5 HMGA2K FE LW B AR (r=
-0.541, P<0.01) (K8D) .

A-B: miR-376C flKZEik M3k HCC 44U HMGA2 Ay A

Kl ( x400) 5 C: HMGA2 A5 E2H bS5 5 D: Spearman 27347 miR-376¢ 55 HMGA2 ik (AH M

Figure 8 Correlation of miR-376c expression with HMGA2 expression in HCC tissues

A-B: The HMGA?2 expression in HCC tissues

with low and high miR-376C expression (x400); C: Immunohistochemistry score for HMGA?2; D: Spearman correlation analysis of

correlation between miR-376¢c and HMGA2 expression

3 it i’

HCCHE e 8 i g 22—, 45 R8T 4F
HCCMRIT FROESHA T2 uE, HEH
HCCHB A M AERRA R M 2 Wk, 4k
HAIR T L A, A RHE S HC CHE 1) 3R 7 1Y & R e
H A 230 ) e i ) 2, miRNAJE — 28R
i i 26 1 T P RN A /NG 1, 7T 78 g b 5 638
AT 8 42 B gge 1 e A o S0 BB O R B
miR-376cfEH W . W . §oRE . &5

© MR IT F EHFFNHFEIH

SO L S R h B O SR SRk AR s
Jik PRI B8 3 9 5 TR R T L2 55 0 T e 4 Y 3 A
I N N ¢ o AV o e a7 K S
%[12, 14-16, 19, 27]O Jin%[ZS]m%ﬁ}%’ miR'376CE%
PR R 20 RN A0 2R b ¥ g kR 35, JF HmiR-376¢
AL i B A2 0 AR T TGF- o S M1 A 98 10 2R
KAZZE; Twaki% HF58 & B, miR-376c7E A
S v R P 3k DR, B A0 T o EL A R AN R 1 42 28 R
T YeR" W9y &8, &8 31k U9 5190 40 i b iy
miR-376c Rl LLAE FF Il Jgg 20 i i 38 5, 1% i ok Jgg 4
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MO AT 250 B HK P PE . MmiR-376cfEHCCH Y
FEIRE B K H X HCC 4l i i 4 T R ML B A
FARE .

AWK, HCCH L miR-376¢ W £ ik K
IR R, HSHCCHTTEKRILS® . TNM
W K EdmondsonZy 2% W F A &, AN, miR-
376cim RIXAHCCHH WG 4. Lk gs R 42
N, TEHCCH, miR-376¢ ML, H Al fEXf
P R2E . TR EAMWEEM. b TIRE
miR-376cXTHCCH IR 28 . =B my s, At
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