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microRNA-218 £ FF 40 B8 o B 3 i B T B 5
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(RITEEZEMFARER TS EERE. ) AR 518105)

# E:BH KT microRNA-218 £ m e (HCO F oy R A K-F R, Fik RIBGZRIF I F M6 46 ) HCC
FREL GFEE>AH LM R L0, FHE HepG2 9 249 microRNA-218 & ik A ATH L, A A Basd ik
Jo & A AL L 1(Bmi-1) A B 41 B @R itk s B 6(CDKE) g Rk KT, R AFHEALE T microRNA-218 & ik K -F#
BT E AR (P<0.05) ; microRNA218 ¢4 & ik K-F 5 HCC b8 X AP TNM 5 B 506 Rm i B4 £ (P<
0.05) ;4 %20 HepG2 w3 s L4 425 24 48 T2 h ¥ W B4R T A # £ 0 (P<{0.05) ;464 HepG2 it A =& W R & F &
354 40 (P<C0.05) ; HepG2 %m ML 2% % J5 49 Bim-1.CDK6 £ ik K-F 39 24 T R4 £ A (P<0.05), i microRNA-218 *Tid it
T A $e 8 69 Bim-1,CDKG6 & ik K F sk 47 5] AT /5 20 B0 38 78 5 2 20 8 =,

KB AT e % ;  microRNA-218; HepG2 faff; B et M LB RO hmBmAEB/AILE 1; BB GRBUILEE 6
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Expression and function of microRNA-218 in hepatocellular carcinoma
XIAO Jing 2YANG Yuanhao ,LI1U Wenyi . Hu Kelun
(Central Laboratory ,Songgang People’s Hospital of Baoan District  Shenzhen ,Guangdong 518105,China)

Abstract: Objective To study the expression level and function of micro RNA (microRNA) -218 in hepatocellular carcinoma
(HCC). Methods 46 cases of HCC surgery in the hepatobiliary surgery department of this hospital were selected and divided into
the transfection group and non-transfection group. The expression, proliferation and apoptosis of microRNA-218 and the expression
level of B cell specific Maloney leukemia virus insertion site 1 (Bmi-1) and cycling-dependented kinase 6 (CDK6) in HepG2 cells
were compared between the two groups. Results The expression level of microRNA-218 in HCC tissue was significantly lower than
that in paracancerous tissues(P<C0. 05) ; the microRNA218 expression level was closely correlated with the clinicopathological char-
acteristics such as tumor size and TNM stage(P<C0. 05) ; the HepG2 cell proliferation rates at 24,48,72 h after transfection in the
transfection group were significantly lower than those in the non-transfection group(P<C0. 05) ; the HepG2 cell apoptosis rate in the
transfection group was significantly higher than that in the non-transfection group(P<C0. 05) ;the Bim-1 and CDK6 expression lev-
els after HepG2 cell transfection in the transfection group were significantly lower than those in non-transfection group(P<C0. 05).
Conclusion microRNA-218 can suppress the proliferation of HCC cells and promotes HCC cells apoptosis by down-regulating the
Bim-1 and CDK6 expression level in potential targets.
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JHF 4 88 CHLCC) S — Fil B A 3 g S8 28 10 Jil & I8 U SAEHIGA Y 46 6] HCC FARBEIENDIFEX G HA 3 33 i,

FHWHEEME ., ERE—BRUAHIFAREN R ES T 2013 6451 33~69 5, P F4F I (50, 87 £13.42) %, Jir
Jod TSR VI AH G B B 6 F HCC R AN R EE  BHE T RETE LT ALST S ATRYT 5 R B UIBR 9 4 41
oW i AR R S8 2 BT HETY . microRNA J& F/Nr TIEMAD L FRAR 20 BLAN IR 2% 4G 25 UE 92 HCC, >R A microRNA-218 4}
HE RNA,Z 5 3040 g 58 A1k 00 T2 45 T L35 3l i sl 45 R ™, K] HepG2 4 %% Ye J5 5 B 52 % G 43 o 8 Y AL RN SR 5 e 41
AR SR TSR 43 T AR A MR B A T R A . AN 415 23 fi.
WFFEF W . microRNA £k R H 5 HCC A AEFAEEFY A 1.2 5K microRNA 5 Fk & . 906 L i & &
I, H & B microRNA-218 75 2 F % 1 i vh (1 2235 39 2 1 R A W4k S (qRT-PCRO I & L Trizol I g & 1l B 3¢
R OIR A A AT BE S 5 B R A 0 1 5 5 A T o R [ Invitrogen 2y 7], microRNA-218 %7 53 P 5| #) . microRNA-
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hAEUEAT T M A0 WA, LA O HCC B I HR 34 97 38 48 07 10 25 SRAP 3 0 B R 15 75 35 (DMEMD) 3k [ F 7 52 56 25, e g i
T8 (MT T Z H B3 B 38 B Roche 24 H] , S bi A Bim-
1 #ERE5RHE 1 ZF A bt A CDK6 £ i diik il H 26 [E Santa Cruz
11—kl #EER 2013 4F 1 A & 2016 4F 12 A ABEFM A6 b2 &6 (ECL) A & W B 35 B Milipore 24 #] ,
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1.3 ik WA I e 2 40 B i o5 A bR AR 1 8 F i R b
17 5% i qRT-PCR 4 A7 7 #7 A9 microRNA-218 £ ik K F,
% 1 Trizol 7] & 3R BWUPR A 1 1 RNA , $2 HUS #¢ #] microR-
NA 39 5 500 G W) 43 % RNA BR A #E 47 308 4 5% A B .0, 37
CF ML 60 min,5 C RN 5 min, 4 CF{RFER . %8
qRT-PCR & ) £ 19 %6 B 5 XF microRNA-218 $¢ 5451 9. N
2 U6.Bmi-1 5|4 .CDK6 5| ¥ #4172 i .50 ‘C FHFE WM E 2
min, 95°C FHFLE TS P 2 min, 95 C R L2815 5,60 'CF
FRSRAKIE M 1 min, LY 1E 40 NMEFR . RETOLE S X H
G PR B AT 43 BT 5 31 5% microRNA-218 7K 3, & & #& il 3 1k
DL AR A 3 2 L o Bmi-1 5148 5'-GTG CTT TGT GGA
GGG TAC TTC AT-3' CiF ) #1 5'-TTG GAC ATC ACA
AAT AGG ACA ATA CT T-3'(JZ ) ,CDK6 5| # 2k 5'-CCG
TGG ATC TCT GGA GTG TT-3' (iE ) 1 5-TCT CCT
GGG AGT CCA ATC AC-3" (i) . 7E8 1 4 I 7% i DMEM
Fr AR B IR NI ANtk HepG2, T 37 “C iy — &1L 3k 410 i
RS R EEMRGET 3 )5 B HepG2 4 it #F 473K
. SR MTT Wbk o =X 48 i 4053 590 % HepG2 48 fifd 3% 5%
AP T4 00 SEAT R, 5% F oRT-PCR i 4 1 5T B 15 X
microRNA J#7EH & 1 Bmi-1,CDK6 3 ik /K F #4740,
Bmi-1,CDK6 —#1% T 4 CTFHFLE, R TBST B H
Ve 6 YR G INAGE 24k BE i Bmi-1.CDK6 —#i.7E 37 “C F %
LEMFE 1 h, TR A TBST R B 8L 6 W, THE = N mA
ECL W # AT W O Ao

1.4 WETEbR  ELAH 6 41 8RR 55 41 2 microRNA-218 3
KI5 3 BT microRNA-218 K3k K P 5 HCC Il PR BLRFAE
P AE DG 5 FL AR B e 2 5 R %% e 41 HepG2 41 1) microRNA-
218 ik M JA T B0 & Bim-1 il CDK6 ) £ 15K T,

1.5 Ziitsssb il SR JH SPSS19. 0 R4 #4748 3124 Ak L5 mi-
croRNA-218.Bim-1 1 CDK6 ik /K X 55 UL T+ 5
PR LR TR LE BRI ¢ A6 36 5 AR DG MR ] Spearman's %8 4% 4 ¢
G307 s LA P<C0. 05 2 A G4 7 L,
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2.1 JFEAL w5 A4 microRNA-218 £k KF i N
5 LSRR 35 20 41 microRNA-218 2 ik 7K - 43 Bl oy 0. 46 £
0.20 # 1. 55+0. 67, 22 5 A 4 i+ % B X (1 =10, 573, P<<
0.05),

2.2 microRNA-218 ik /K F-5 HCC I K #LHE AE 1) AH 5
£ microRNA218 B £ ik K F 5 HCC 1Y i K/, i
TNM Z #5533 AR AE 25 U0 48 ¢ (P<C0. 05) . 17 5 P 0 | 4%
15 T % e AR AL L I v IR AR KT R RS T
ik 152 2% % Wi DR BLRRAIE TG 26 (P>>0. 05) ., TLE& 1,

2.3 Byl RFEYLA] HepG2 41 microRNA-218 ik /K
FH# R microRNA-218 #8125 %F HepG2 40 il %% Y J5 . 5%
Yeofl RFE Y 2] HepG2 40 L 9 microRNA-218 3% K 7K F 41 5
7 1.08+0.59 Fl 0.39+0. 24, 22 F A7 G242 L (1=5. 195,
P=0.000),

2.4 FEYLA REEYA] HepG2 4RI AL 1500 Fe k4l
HepG2 4 il 3% 58 R AE 55 Yo J5 24.48.72 h ¥ B AR F K 5% Y
20,2 B A Gt L (P<C0. 05) s ¥ YL 40 i) HepG2 40 M I3 7=
FUR®mTRERA, 2R AHIT¥E L (P<<0.05), I
1.2,

x1 microRNA-218 RikkFEH HCC Ik

R IR R ME R MR R 18

i P57 4 AR r P

gl 0.125 0.890
ke 0.131 0. 845
ST 7 I e —0.294 0.672
iRl —0. 265 0. 697
103 P IR 2 E kP 0.198 0.793
iEEDNAN —0.627 0. 005
TN —0.146 0.802
Ik R R —0.218 0.756
fif e TNM 73 4] —0.754 0. 003
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2.5 By OREEYL HepG2 1A Bim-1 F1 CDK6 33k /K
P Yl HepG2 1Y Bim-1.CDK6 %3k K V-3 8] AL T
REEYL ] (P<C0.05), WFE 2,
2 BWRAEREL HepG2 M Bim-1 F0
CDK6 FikK FLbE (TLs)

28 51 n Bim-1 CDK6
e gy 23 0.48+0. 31 0.294+0.17
KA Y2l 23 1.0940. 65 1.1340. 84
t 4,062 4,701

P 0. 000 0. 000

3 3 it

HCC J&— i Il i) T R . 22 % 22 T 2 B0 3 M IT R



« 3150 - Bl g [ o ¢

&£ 2017 48 11 A 45 38 %4 22 # Int ] Lab Med,November 2017, Vol. 38,No. 22

PN B T T S8 A T o e e T R I R R B — i s
AR, L9 A M AR 1 52 S0 P P HORHE S R LA AE T R i
FTOHEMEERR, AAREAEIEETY . BRELI. 2
BRI B P9 R 98 5 A 1 AN BB AR 2 7E 60 7 AL AR I
IR X% HCC W2 iR ik R 4 B B . HCC Y05 8 245 FF T %
{ELBGE 9 JFF 98 ST 56 4% R B W U AR AR R . IR L i
Tt — %5 HCC i & AL 647 VR AT 52 LA T 4R3R 97 19 0
g

microRNA J& — R0 72 3 i ¥ 1 4 T 32 A7 £ 18 /) 43 F A G
i gk RNA, A 580 mRNA 471 3'3E 4 i K 508 L 0817 25
& T4 mRNA P A 200 i - 2 5 30 o 40 M i 18 50
AL R T AR R SR MR 0 R A R R AR R B T R T
FFE AR G PR B 2 F 9T R, HCC #8319 microRNA
BRWER, RSB HCC #8514 44 e 248
FRAS AT RN, 2 BE 9 2 23 b microRNA-218 K kKB &
IS F4 55 41 21 (P<C0. 05) . X & H microRNA-218 £ fiffii p 2
k3235 . BT e S 5 B9 09 & AE ML . A9 55 X% microR-
NA-218 #ik5 HCC I B 5 B8 4% 4L #£ 47 20 7. & B microR-
NA218 [ F kAT HCC b 98 /N Mg TNM 43 81 % i
JAC 975 IR AIE 25 D1 AH 56 (P<C0. 05) 42 /5% microRNA-218 fIk % ik
W 0] B8 2 5 20 R 0 i 3 e o A e e

AWFFE K FH microRNA-218 )l & %} HepG2 41 My it 47 5%
Yo R BOR 5% P 41 microRNA-218 3 ik /K7 W b & T oK &%
YLt (P<<0.05) , 56 YL #H HepG2 4 i 4 4l R AL YL )7 24,48,
72 h B BAR TR YL (P<<0. 05) , Ho AN i YR TR W 8w T
AR Y2 (P<C0.05), X KWK microRNA-218 X JiF 4 4fl
AT i Yl T AT AR R U T L A0 o) RO B T DR R R R
B I microRNA-218 &3k /K ¥ 25 F X I g i85 647 BUR
697 . Bim-1.CDK6 # )8 F microRNA-218 [ /e 4 S
Horp Bim-1 A8 T A% 0 6 50 8 95 N 7 2 0 R KK
CDKS6 J& T £ $ R 2 1 Bl % 40 i 64 22 170 0 f F LR 350710,
A5 38 3 % microRNA 7 76 88 25 K & 3 HepG2 41 fifd 5%
PJ5 ) Bim-1, CDK6 3% 3% 7K V- ¥ 8] B A% T R ¥ e 240 (P <
0.05) .32 77% % F microRNA-218 F J Bim-1.CDK6 7k 3 A 7¢
— AR L g A B A O S LA

25 1 TR . microRNA-218 76 JH 40 fd o vh SRR 3k, vl @
3T VY AR R S Bim-1. CDK6 22 3 7K S 910 bl JHF 9 20 M 344 5
e AT R K P S B R ER G, A+
microRNA 18 ¥ Ll A1 X &2 2% . 2 4 microRNA AY 78 #2248 15
A g R A — A~ 1 — 4 microRNA [ F 788 & T gl 21 .
1 I PR | 38 B X% microRNA-218 #£ HCC Hr i1y 4 4 AL il 18 4
— 5.
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