FERRHIESY 20154 31 8% 3 - 273 -

B2l S B LXK, AN S TR FE RS TR B R T RS R
: HE RN AL]]. A E BB ,2009,22(2) :375 -376.
6 By FRRIT. ARG R AT IR (). R EE R R
% .2010,3(11) :1151 —1153.
T OWRIRLL, RIFEE. 4B R A AE TR R P R [T]. P BIRT ST,

OEHIy B AR B BB [T]. e B,
2012,24(3) :164 - 165.
2 B gk, ELW. AR [ M. J0R AR T4 AA, 2001

156 -160. 2010,24(14) :1263.
= g z e IR P =N o A -4 S
3 %%fﬁfﬁﬂ?ﬁ’%‘fﬁ*}**ﬁ%fl‘“-ib’f’*-ﬂﬁﬂiﬂ*’m’ 8 B . FRVES B LA B G o 1
2011.9 -10.

{J]. ¥z Bk 5 WFFT ,2008,5(19) 83 -85.

4 BB EhHRBE R BBy b R T P BRI R ). DR IR 2014 -09 ~02][ A A 3t ]

3 i REZ 94K ,2009,5(7) :69 - 70.

miRNAs 7E T4 fifd 28 40 i J&] 305 M ] T
& T 1 I 5 2k

FXh(mE), MER(FR)

fEFZ AL 530001 BT, PG EERSF(ZECH) ; 530021 [, T IR TLUERE B (i se)
R ZECHI(1987 - ) 35 AR AT A, WESS 1)« SR IEIRAA B 19 1236 o E-mail : liwwenei@ 163. com
TS BHAE(1966 - ) T} FAARL RS -):, ﬂmﬂx BRI SO 7 150 A SRS 11296 . E-mail :1637340358

@ gq. com

(=] FF4ME (HCC) B—Fh R MR 2R RIRSER I E WM P, I8 PR - L2 W7 R 9447 HCC 34448
YR, BIEFFREY, MicroRNAs( miRNAs) BRI R AT B R &N FT, S35 e F 1 X i m
MV, NT7E HCC RmHLEI P R RS E E W IE M. % 3X3T miRNAs 75 /40 i 58 40 B A 3 R i 1=
AV A RBR R R — iR ‘

[X#iA] MicroRNAs(miRNAs); 4IRS HHMEM, Mms

[hESZFES] R735.7 [XEHIRIAEE] A [XEHS] 1674 -3806(2015)03 -0273 -05

doi:10.3969/j. issn. 1674 —3806.2015.03.29

Research progress on the role of miRNAs in the regulation of cell cycle and apoptosis of hepatocellular careci-
noma LI Wen-wei, YANG Jian-rong. Guangxi University of Traditional Chinese Medicine, Nanning 530001, China

[ Abstract] The pathogenesis of hepatocellular carcinoma( HCC) is a cancer with high morbidity and mortali-
ty, its early diagnosis and treatment is still very difficult. Emerging evidences indicate that MicroRNAs ( miRNAs)
can play roles of oncogenes or tumor suppressor genes in the pathogenesis of HCC, by regulating all aspects of basic
cellular processes, including the regulation of cell cycle and apoptosis. This paper reviews the role of miRNAs in reg-
ulation of cell cycle and apoptosis of HCC.
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Al EEBWR. HKifXTF HCC RIFILENHR
FH L HCC WAL TR B 4 AE F1 DNA &AL 15
&, PR B A4 RAH WYk A <
BRI & B AL HCC 4upat . #F % MicroRNAs( miR-
NAS) WHESERMES S HCC 44 E .
A REBNEAHGER" . H4ER, miRNAs
e HCC 4R B BT HABIEARNRES T
PR — R, MR NIEE SN,
miRNAs 4 3 5% 0 % /9 HCC 2 Wi k5 i0 4 #3877
HCC f3EHR
1 miRNA i

miRNA Rtk _EAH X R SF /N T B B4 RNA
aF EHRKER 21 ~24 MEFMR. miRNAs 5 &
A BIRFE M¥E miRNA , {2 35 P A7 (2R ) 30 ) EL 3
# ) BT REE K M VRS, miRNA BB A
ML RS, B R A K a ARE
BT 4 kB8 miRNA 2 iE 1T 55 HAE miRNA
W3 UTR & MAHEREARER" . EBEREY
BEAMEEEMNAEESENRBALENEER
R, EMERNRRITIES , miRNA 13 5% miRNA
LA T EAEAT IR, T 2 2% R B R i 4
FEEMIEA, EB miRNAs 78 HCC & ¥% 1 4 F ol
M EEN HCC B KU TEAL . B BB 2 B B SR 9T
T HHRGEEA
2 miRNAs 3 HCC 400 Bl poigH

YA B R TR AR AIEE L HEIEAE N
MEFMEEMEEERBRNET £, HREM
TFFRIEHE R, £ HCC " — 283K K 1A ) miRNAs
A e I v 5 40 B R H5 P 9 S s R T IR T AR
HCC 4R s i . X4 miRNAs B ¥EHF 35 20
M E [ (cyclin) | 40 B J& ¥ & B 4K 31 7 8 B8
(CDK) 40 U J& 3 2 /3 40 00 1k 8 00 1) 590 ( CKT) A1
HAb M B A KA. ZE 4B R B 5+ CDK
BT K% L, eyclin X CDK B IF MV 4E
F, CKI & St Ra e A, SLE AL T 40 B R 3 4
B4 Fal
2.1 miRNAs/BHAE " (eyclins) 5 HCC 40 b gy
cyclins (3R 35 B #1Y (¥) J& 1 F0 BT A R R 0
miRNAs 7] LU AF #Z0 cyclins {40 Jf 7K S S 45 F
FHL ) CDK, X 40 f &) A ik 17 R 458 , DA AT &% #E 42 f
S HCC AR EMER., AT RAWIHLHY
MM cyclins F3E cyclin A-cyclin I # cyclin T,
2.1.1 cyclin D i@ 5400 CDK4 F1 CDK6 K4
& VRS MRA R G1/S BT YR LEIER. cye-

lin D A] 43 =Fh2E#0 | B cyclin D1.D2 1 D3, cye-
lin D1 f Fi8 2 £ 8 7R 0l 2 #F HCC A48 B bR 3
AR, 75 HCC 40 P i 2 %635 T I8 B9 miRNAs
847K eyclin D1, 40, miRNA-338-3p 3@ 5% 1 [4)
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AL, IR 40 MR B3 RE T E GL/S iR Ie
15 ( checkpoint) 1O miR-520b Fl miR-99a AT LA3E 1
P cyclin D1 #3235 T 0 %1 HCC 40 Jy & 3%
2 miRNA-195 ] 3@ 42 30 4 EH 3B AR cyclin
D1.CDK 6 f E2F3 )25 T RHE W40 i B3 G1/S BA
M4 ST miRNA-26a i &, — 5 B miRNA-
26a BEAEIN & EEAR = /) F -6 (interleukin-6 , IL-6 ) 1Y
Fik M IL-6 Al LI ML (E B R R M R BUEHE F
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BEOZEw R . 5B 2A ( phosphatase
2A,PP2A)B WHA(IAH KA 5L 3R 3K cyclin Gl fEAE #F
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2.2 miRNAs/CDKs 5 HCC 4Hffu¥% % CDKs Xf4H
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Wafl) .p27( Cip2) 1 p57 (Kip2), p21Cipl/Wafl #f
KB miRNA423-3P 1 miRNA-519d [T §FER4R
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B IR TR T . Garofalo 2552 % B, miRNA-
221,222 ¥R 4 V8 1 2L [ PTEN F1 TIMP-3 #1141
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H T 1o Bel-2 W3R SR8 AT 2 R i#F HCC 41
BT s miR-122 FI miR-195 & LL$B 4] Bel-w
M IA TR HCC grfgm T, 78 HCC 4hjfy
335 F Y85 miR-101 . miR-193b miR-125b i let-
Te #FAYIE T B0 A 5 Mcl-l & B4 TR
ﬂg[40~43] o let-7c Fl let-7 ¢ HEE i M Belxl YL
MR HCC 4 f TP, A L miRNA A]
LA HCC iR - R R B4 5L, 48 RNA-
29 AT LN Bel-2 F Mcl-1 RN S HET- %
714 miR-125b A | B 3340 | f R 45 Bel2 \ Mecl-1
#1 Bel-w, IR BT 3@ i fH B IL-6/STAT3 {553 B 1M 8]
FEAM ] Mcl-1 7 Bel-XL A 3534 7K 5, MR #E HCC
NPT, MR, B RO T Bel2 KRR
LT MR I miRNAs 78 HCC 41 &3k F, 4o
miRNA-224 B8R H# Bel2 #3357k S, M T 100 4
HCC 4 AR T 28 HCC R E R BN,



- 276 -

" Chinese Journal of New Clinical Medicine , March 2015, Volume 8 , Number 3

3.2.2 miRNAs 5 Bel2 FERERTRR XtF
2 5[] Bel-2 ZKIRHAR A - AL 5 B miRNAs, 2| H
BRIE RIE 2, 0 Bmf B miR-221 f93E &, Bmf
FBBLIE caspase-3, Hy L Bmf 333 #20Ma HCC 4 HE
M SRR MR R,
4 RE

£ FFTR , miRNAs 7E HCC 1 21 B 5 88 F R 1
FRETEENRYER, \RIFELAFRERIE
# miRNAs 25 T HCC fy &4 BB, #/ miRNA
A LARE A BRI, FET £ 4 miRNA B EEL
YERTR—BEFRT., WA, BHEIFSHRTEH,
miRNAs 15 BE7EBR 40 AR R B A T AN & 3R T
A5 S B P R R AP ] HCC MRk,
AREMIEIEERH, B ¥ KK miRNAs 50w i
MEERRE, I 5RBERMIGRIFMER —ERR
AR BFEH, miRNAs 7 HCC R4 R E& i

BPLEERER, QFE AR &AM E T

FIVERS . X7 HCC A P RIKX R H A miRNAs )
Ihee R SHER - FERMR B AR E LT
Hb T % miRNAs ZEBUR 5 508 B 0/ ARt
Tt , AT St — 25 B HR HCC &4 B R4S F 22015
PRALER B, A I FHE B2 W HCC WFiR &
YRR G HCC WV TE 7 iR 1) .
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