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FFIEmIR-2143 75 KF 5 2w TXHR4L (1= 1.928, P =0.040) . LX-240 % YemiR-2 145404 )5
miR-2143%3ik L1 (1=3.872, P=0.001) ; LX-240fa-SMA. K& [ o mRNAFIRIEKTF L (¢ =
1.952, P=0.039; t=2.926, P=0.006) , LX-24UfEFEFIER AL 1358, $0dE A Targetscan T ¥ 4E
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Effects of microRNA-214 on liver fibrosis

MO Shuang-yang', ZHAO Ying-wen’, LI Jing-qiang® (I.Department of Gastroenterology, Liuzhou People’s
Hospital, Liuzhou 545006, Guangxi, China; 2.School of Medicine, Tongji University, Shanghai 200049,
China; 3.College of Life Science, Shanghai University, Shanghai 200436, China)

Abstract: Objective To investigate the effects of miR-24 on liver fibrosis in vivo and in vitro. Methods
The model of liver fibrosis was established by intraperitoneal injection of CCl, into C57BL/6 mice and real-
time PCR was used to determinate the expression of miR-214. The expression of miR-214 in LX-2 cells
was regulated by liposome transfection, and the proliferation, activation and migration of LX-2 cells after
transfection of miR-214 mimics and miR-214 inhibitor were investigated by CCK-8, reverse transcriotion-
polymerase chain reaction (RT-PCR) and scratch test. The potential target gene of miR-214 was predicted in
the Targetscan database, and was verified by Western-blot. Results The expression of miR-214 in the liver of
the model group was significantly higher than that of the control group (¢ = 1.928, P =0.040). Compared with
the NC-mimics, the miR-214 mimics can promote the LX-2 cell proliferation and migration (¢ = 3.872, P =
0.001), increase the mRNA expression of a-SMA (1= 1.952, P = 0.039) and collagen [ a (¢=2.926, P=0.006).
The miR-214 mimics could also decrease the protein expression of PTEN which were predicted by Targetscan
database. Conclusions MiR-214 is involved in the activation, proliferation and migration of HSC and promotes
the formation of liver fibrosis. It is possible that the biological function of HSC is affected by inhibiting the
expression of PTEN.

Key words: Liver fibrosis; miR-214; Hepatic stellate cell
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B EDL . FEEFHASRNA, W54 NcDNA,
LLGAPDH AW ZXf ], 12 F SZif 9 't '8 ®PCREL
A, B2 NEHERE T oy a- P ALILEDE A
(alpha-smooth muscle actin, o-SMA) K miR-214H]
AN RIS &

1.2.3 4025058 % T BRI MLX -2 T 2 41
i, LX-24000 8 755 BRh T 10 em® 537 A, 8 M
K78 (DMEM + 10%8 4 L5+ 1% 5 % R /5%
) 9%, F2~3KH0.05% LR 2
FEARIIK, REFRAEh e s 7% . M REOR e 4r i 2k
KiaE ), BOSBAEK g T3k —2 s, @
g AR Y7 R, WL miR-21430HIY)2H . miR-
214 T & I IR, 3N E
fL, B RER, A ENMMAAE’T T, 5%
CO, P 1E 51 7248 th 4k 8235 7748 /N o T L Sz ¢

1 NEATAEES . ALT R ASTKE (x +9)

ik ﬂ? ff ;/ii;i ALT (U/L) AST (U/L)
AR (n=8) 39.6 £3.1 25.14+8.33 150 £17.2
FH (n=10) 456+5.9 62.40 £ 11.79 278 £32.2

Hh 1.924 7.630 10.784

Pl 0.042 < 0.001 < 0.001

CWE - 65

I 5 B PCREG A M B Y 1T fFmiR-214 mRNAE
B, VPR . R A CCK-8i i i Ye il
DY JELX-220 Mo (38 8, e ik Sy 9% % 8 S PCRHY
ARKMmiR-2 143815 /K F AR ST LX-241 fla-SMA .
J2 R T oo mRNAZRIE/KFII52m, Ji it KR Se 50 e
PE VA miR-2 145218 7K A8 A 6T LX -2 41 B il #% fig

iaf- AR

1.3 %t 3432 SZHSPSS 17048 Bk vt Fm k47
GAtForiT, IFERELL Y £ s8R, AR
PME LR R OSTAEAR AG 5, P << 0.05 1 BH s 22
i E, P<0.01UtAHHEZE IR e

2 #R

2.1 FFAEKARARA ., AT4840. AMILFRMRFE
1 SEEG2H /N BT IE JE AT UL RERS b K, B e B
ToeEE, RIAE M AT, b, g
WE SRR, B2/ R AT LB 3 SRR R X
MR/ NBRITIE S, FERRTIRAR /N . TS A
wiE, RIVHEEERK (F1D . sLRHADNRB
JF4E%0. ALTHIASTH) W & & T X R4 (r=1.924,
P=0.042; t=7.630, P < 0.001; t=10.784, P <
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