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(=] BB ARLHFESE miRNA-138(miR-138) @ it 4% 20 12 & 41 & &g D3(CCND3) | ik % & & xF I
Tty Hok, ik AJA RT-PCR B 5% 4122 & 9% 5 20 22 (- B8) 4 #F BF 98 @ #e 2 (HepG2, HHCC,
HUH7.BEL-7402) & £ 28 it %2 HL-7702 (3F ) # miR-138 # mRNA & ik 3 /74 0 ; % 3+ 4 & miR-138
9 85 2 4 (mimics) & 47 4) 7 (inhibitor) . £ 513 = # AR (3 ) .miR-138 #9 B 4p & 49 4 7] 4 % £ HepG2
B, 5 A8 5 3t BB AR KL , 5 A7 miR-138 2 CCND3 AW & & LA R IR E heg%em, oK CCK-8 ik . 4 it 4
% 4 AKX 3 A= Transwell 28 B8 3T 459X 36 o 3 &1 %% 2 & 2K 4K .miR-138 mimics & inhibitor & & HepG2 AT % 49 je,
¥ 78 R it AL 4 H #4746, Western blot 4@ £ 38 X T 4 miR-138 J& miR-138 #8 X ¥& & & CCND3 & 3%k % &
B kik, R LSMENEAL mR-138 ¢ REKFEFBEARAMBEMICZ T2 HKP<0.01), %
miR-138 mimics # % AT & 20 JiL )& . HepG2 20 L6 & 1 4K, 0145 & f8 1 42 55 . it A5 4k A A RIS AK (P<<T0.01),
# Western blot & # , )% 7% & & F= CCND3 #4§ & ik /K -F BA&(P<{0. 01), # % miR-138 inhibitor /&, HepG2 %
G A D T BEMEGC G ESR A ERE NIRA(P<0.0D) . 5B, K BEEG F2 CCND3 8 £
®AKFIFHP<0.01), it @BTAF KB EGF CCND3 49 £k ,miR-138 EAF Bty E A T Bk
T BALHAE TR EEZGER,
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Regulation of miR-138 on cyclin D3 and vimentin and its effect on proliferation and
migration of hepatoma carcinoma cells”
WANG Baoyong , XIA Yanli , XIAO Hongli . YAN Yifan,ZHAO Qiaofei , ZHANG Yu ,CHEN Hongwei*
(Department of Gastroenterology ,Luoyang Central Hospital A f filiated to
Zhengzhou University ,Luoyang, Henan 471000,China)

[Abstract] Objective To study the influence of miR-138 on hepatocellular carcinoma (HCC) cells by
regulating cyclin D3 (CCND3) and vimentin. Methods The expression of miR-138 in HCC tissues, adjacent
liver tissues(control) ,four HCC cell lines (HepG2, HHCC, HUH7 and BEL-7402) and normal liver cell line
HL-7702(control) was determined by RT-PCR. miR-138 mimics and miR-138 inhibitor were designed synthe-
sis. Empty plasmid(control) ,miR-138 mimics and miR-138 inhibitor were transfected to HepG2 cells separate-
ly. The effects of miR-138 on cyclin D3, vimentin expression and HCC cell activity were analyzed compared
with the corresponding controls. Cell viability was determined by CCK-8 and cell migration ability was detec-
ted by wound healing assay and Transwell cell migration assay after transfection. Western blot was used to de-
tect the expressions of miR-138 related target protein cyclin D3 and vimentin after up-regulation or down-reg-
ulation of miR-138. Results Compared with the control group, the expression of miR-138 was significantly
down-regulated in HCC tissues and HCC cell lines (P<C0. 01). miR-138 mimics transfection significantly re-
duced the viability of HepG2 cells (P<C0. 01). The expression levels of vimentin and CCND3 decreased by
Western blot detection (P<C0. 01). On the other hand, miR-138 inhibitor transfection significantly enhanced
the viability of HepG2 cells, the ability of wound healing and migration of HCC cells obviously (P<C0.01). At
the same time,the expressions of vimentin and CCND3 increased (P<C0. 01). Conclusion miR-138 regulates vi-
mentin and CCND3 expressions and then plays an important role in the proliferation and migration of HCC cells.
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RT-PCR 5| ¥ & HE LA TAWA BRA " #4174 5.
SIYFS T miR-138:_EJiF514) 5'-ACACTCCAGCT-
GGGAGCTGGTGTTTGAATCA-3', F it 5] 4 5-CT-
CAACTGGTGTCGTGGAGTCGGCAATTCAGTTGAGC
GGCCTG-3', #E[i) miR-138 (5L IL 4y A i 751 . 4L
M A YA R T BT IS B FPAIITT  miR-138
Y (mimics) : 5~ AGCTGGTGTTGTGAATCAGGCCG-
3"s miR-138 #J ] 7 Cinhibitor) : 5'-CGGCCUGAUUCA-
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FZIXF| : SYBR Premix Ex Taq™ I 1 B K i#
FEWYAA) ;s RNeasy Plus Micro Kit 1y B 32 [# QIA-
GEN /24 7] ; SuperScript® IViX 7] & . i & 2000 g A
22 [ Invitrogen /A ] s —ME Mk B iR (BCA) 2 (& &= IR
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TR T EFE . ATHEAENT 24 h ¥ 40 i 31 35 76 A
TYUAEZRN 500 pL AR BE IR HE b, AT A 15 4 i AE
PEAT R YL PRI I B 30 %0 ~50 % Bl & s #& I/ Lipo-
fectamine™ 2000 U B 5 7 3b 25 SR AT 4524 . 4 01
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1.2.2 RT-PCR X% )W F RNeasy Plus Micro Kit
TR B0 98 55 T 2 40 TR AL 20 T A 1) 5 RNA
FHEEL. [ SuperScript® IV 7 &K RNA #E 47 J
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1.2.3 Western blot % | Western blot [ 5 &%
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i rp A RIPA buffer 20 i 24 ff W, Je &2 85 0 W 4E -
W . A A M35 W & (BCA) K7 & 6t BT 8 b i
W SR AT E . 1T BSA AR E i &ty
A SRR B R R A A T T S PR - R Y M
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F14) 24 E 3 B A TG I 3R R R A R AR 18~24 h, ffi ]
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PUPE (1 500 r/min, 10 min) . 40 g I £ 17 40 M 1
B, (A5 40 B0 R (0. 5~1.0) X 10° /mL, FH4 T J
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[ 38 54 R 7 A% (P<<0. 01) 524 miR-138 inhibitor #%
Ju 72 h )5, HepG2 21 i it 84 58 B J1 T & (P<<0. 01),
DLE 4,
2.5 T miR-138 X s 40 LT RS B 52 24 miR-
138 mimics % 4 HepG2 4l , #H4 T % B, HepG2 2 Jifd
H B BE T A ss . 1 B BE ) B R IR (P<<0. 01) 5
24 miR-138 inhibitor ¥4t HepG2 4, 158 F X} 18,
HepG2 41 (01 1 #1 & 68 1 6 5, iT#% R ) W] Ty
(P<<0.0D), LK 5.6,
2.6 T4 miR-138 Ay miR-138 #H L I 1Y £ A K
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1 5/Ran GTP ¥ miRNA i {43z i 2] 40 i Ji op -, 4%
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