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Abstract MicroRNAs (miRNAs) are endogenous non-coding RNAs, participating in diverse pathways that regulate tumor
occurrence and progression. Hepatocellular carcinoma (HCC) is one of the most common malignancies, with
poor prognosis due to lack of effective treatment modalities at present. Studies have showed that miR-122 plays an
important suppressive role in genesis and progression of HCC, so it may probably become a novel biomarker for
diagnosis and prognosis as well as therapeutic target of HCC. Here, the authors present the research progress in
relationship between miR-122 and HCC.
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MVEHT, R B Z AR 7 e 1, 2oy &
B, miR-1225HCCH & EREXRET, EA
AR S0, ZERAS IEH 40 A7 2966 0001
PEUL, AP i E & B miRNA, & FIEmiRNA S
HAIT0% , {HFE BT 40 e 41 20 3k g R AT
X SR Fe IR HE R miR-122 5 7 40 58 10 242 W) 22 AT
B YIRE G

1 miR-122 £ HCC iy FRKiA

BB F s R, DN A GRS 51 B AR A
TE N AR P miR-1228 B KF- B E T, &
2 B NOIXT AS I HC C R T 3 985 55 20 20 A A6 T .45 14 ]
FEIZE SR, HCC P miR-122% 535 8 T HE 55 41 41
HAH41H) (P<0.05) , MWiH, HCCHZ HmiR-122
ik 5E-cadherin 2 1EMX, 5TGF-B 1RIAE M
MK VERIFIE T i 5 I miRNA, miR-1227F
HCCHR IR 2 T, WWmiR-1227EHCCHY &1k &
JE b EEAER .

2 miR-122 5 HCC WX &

2.1 miR-122 5 HCC W& 4%

HCCHM EA R —ME M0 FMEHE, 8
KL B EY, miR-1228 4 #5245 5 H
e N R AR T RE Y. H TN N 22 E R/ 9 R
P (Akt) 2S5 A MNE LR EER, =
55 40 M A LA K I8 T AE Y 2 R A A G Bh g
T Ak AMRIEER, miR-1220 5Akt3 /)
3'UTRES G FLFRak, 10 40 ff 3 58 F i 5%, i
HEAN ML TS, TR HCCH &K A", ChengZs!"
KA R RS 8 (fucosyltransferase 8,
FUTS8 ) RE i PI3K/Aktf5 5 i % 34 58 HC C 1Y i 24
PE, ULBAFUTS W B AT Ei DIk, BernardifE™"'fH
S WIUE BT T miR- 12288 X FU T8 1) & 35 i 31 45 22
AR T, TS EHI SR HCC R BUR o Tsai 2!
i /N BRI & BlmiR- 122 B Bk 2 2 fie ik 1 Jz [
FiAe (EMT) , IFSEHCCH k4. BumH
CCNG1FWrr EZ i AHCCHEMT of #2122,
miR-1227] DL $ E B BRI CONG T, 540
MO T, LAIHIHCC Y A >,

HCCH EERED 24 8, % 18
REEMAK, HLMHE (HBV ) FN K
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(HCV ) 5] (412 vk 2 F Fig vk 75 B e oh
Wo Li%E™IFsg kB, 1@ FMHCCHfEF £
HRIR MM miRNAFR LB E, XEmiRNATEE P
O MHCCH AR Rl R HEZEM . M
Mg L B, 5IE® XA, 7E2 Pk
I miR-122 B, ZEHCCHUME P miR-122
T, $ERmiR-1227] G HE M M HCCHY
AR 0 LKO (miR-1223& @R ) FMKO (IG5
PR ) /N BRUSZBRIE S, miR-122f0 18 Bk &5
G i PR R I RE S, A S HHCCY,
TR PR, BREEAE L KT W
LKO/NE, miR-12289 8% 25 F A5 AxITE N 1Y
ZAEUESER, RAEREAEEMN, ERHCC,
B T miR-122 6K SR FHCCHY A A 4h, HJE
PR 5% AR Al 25 1 A BL A JE SR o BT — T Y 4R
H, miR-1223E B b Xk 1 — > T iR 2 50k
(154309483 ) 1 C— AGRIE Y M 25 miR-122
223k, T s /D HB VS 1 LR, (& & 34 m
HBV#EH % BHCCHI KR,
2.2 miR-122 5 HCC pyi&sE. #EBMAT
HCCHHEB EFHEWMEREM R FEEHRNE,
o2& H AT 23697 T B L B v e ¢ o i A
2 WF 5% 2 B BT IE 4 S P B miR- 122 0] il HC C 1Y
P MR IR T Chen PR BIZEHCC
G R IE miR- 1220 A R 35 v LI 55 HC C 1Y
BB RS, Tsai®F ™ % HlmiR-1223 1 4 1 1
BRI HCCH R . M S R o e T
miR-122 (P2 8 kL, (5 I miR- 12268 F e %
ik H BA M HCC AR M8 58 /93575 . CoulouarnEl!
&I miR-122 1 65 23 38 5 40 M 0 7% B v iR 28
PR, MimiR-122A9F RT3 % sk Fp 3R 7, miR-122
()R P A E R miR-122 ) BUE L RINDRG3(N-
myc FIFEERA3), MimiR-12289F 20 UG R
MHINDRG3 W &% M8 . HBV I il #1240 i 1
B, ARMimiR-122W A LIS HCVIEH 5 UTRSE
HAEPEHCV RNAM A H127, miR-12209 X Fp
TR AR 2 3 5 22 A S B . T AR Y
AYMERFN R R, EHCCH &Rt i,
hsa-miR-122% %% 5% T CXADR M PTPN 1 ] 4% 1§
[y, NS N IE N HAMPAIPTTGL, PBF
(PTTGI1 binding factor, I Rl &% fb 3 A 1
AT ) WEHEHCCH A AL, miR-122f8
X HE AT 4%, (HJZHBV S § ol $2 & PBF
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KAEPY RhoAJEEMTH M HEZEJH 1 H 7, miR-
12257 e 55 FHNF4a 4 . WangZEP0%
PAmiR-1227F 285 F B RhoA/Rock B A2 0%, 1
Y1 i 8 BfF PR S 5, B RIE I HNF4a/miR-122/RhoA
P 2 AT EMTRIHCC Y B M6 . Xa 2l
FEHmiR-122:FRAE ST Wntl, B -cateninfl
TCF-4, 5#iFWnt/ B -catenin-TCF{5 58 %, miR-1227]
MR HCCHT M A= K A 5E , 2 FHepG2 AT Hep3B
T BR T ER AR ZAM, miR-122140 7]
0 3 F0 ] Bel-w Ik PR BT 223K (W RN A R 11 5 36 A1 240 it
15 714 30 ATPase-3 9 7 M4 DI 2E 41 i g -2 %%,
ANARB TR R W ( PK, pyruvate kinase ) /5 M1l
M2 Fh, PKM27EHCC 20 A SN 9% A b & 4% G i
YER, AHCCHIA KRR AL S 4%, MLinE™ %
MmiR-122 5PKM2JE I B I e &, IR miR-122
B ) A BTHCCHY AT AT AE 0 HCC 48 M i) A7 4800
Pz, A LA ) I 2R BRI A

p53JE HETWFoT b Z B3, &2 AR
s L B o T p 538 YRR 1 32 A0 it R 0 A
GBI, MimiR-1227] P42 F @40 A EAG,
Ik, P, miR-1220 42 & p53 B 5 i 1k,
W pS3 3k, DI 4 56 G o/ MU I B8 AR JHF 968 41 i
B =26 1Y Bum LN e-my e #ESE S miR-122
Z A AE A R T R, c-mye Rl Ll 5 miR-122
B L IE s F KRGS A, BT 48 miR-122
N H LR EAL I FHof-3 B (UE L, imiR-1220) "]
i 3 1 T E261 M TEdp2 (8] B2 90 i c-my e Al 2 1
2.3 miR-122 5 HCC o #

TG B 348 B 2 b 0 A0 A e R AL 2 — Al
Ay A0 AT Ll LSt O 3G B B BE D, ol R Y
PR, W A B, miR-12270] 5 i £ Fh ik 142 4E
HEHCCAMb, M & FE DA VE F o ok 2 A 1205 2o %o
S50BIHCCLHEUIFFE K B, miR-1227EHCCZH 4!
EARKIL, HARIKIKV G g o A0 AR B 0 B AR T
BEAG, X Ah A R THCCRY 34 . Xu 25
KM miR-1224F 2 B WE & 4R 5% 5k R 5 1 %00 4% 0]
DL 45 T I 40 O A 16 %8 #1434k . LaudadioZE™*VFn
Deng 4R % BmiR-122 0] $) 38 I 20 j (4 43 1L .
AR, Laudadio "L HlmiR-1225HNF6
(Hepatocyte Nuclear Factor, AFARIEAZIN T ) 4
B IE e 2 B Deng % & BmiR-1220] 5
HNF4att 5l iF B8 458 1] ¢ o i G HEDN , miR-122
A g5 H B HNF R A% OE B2 457 08 3 81 %, DT T
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D E 24 B miR-122/HNF M 4% 3 I 42 7 20 it 1
434t . DoddapaneniZE™* % MmiR-1224F 3235 7] LA
A 0 B A 40 B 1) 40 i o Ak, Cud 1R BAY
A miR-1224 3 35 A8 fih & A 18] 75 55 240 it 1) - 240
Mis34k, {Hh0 FEmiR-1246, miR-1290, miR-148a,
miR-30a, miR-424HImiR-542-5p )52 3A ] LLfd X
Pl ok &A= o

3 miR-122 2N FHREY

W, AR AR AL 41 P AR 2 miRN A fY
FAR T LT HCC & A 0 KU o Takaki®s!™ % #)
FE AR TS M s 0 PEF R (NASH) F b siHC Cit
PR A& AmiR-12209 008, X /AmiR-122
A RE A2 IE AL N A SH AR 2 988 KU 16— 38 19 20 4%
o ZWUXEIEVIHCCHE M E miR-122 /9 K- ]
B HIE H O B4 0 HCCRFE AT IF IR AR R
ML7EmiR-1227KF X8 AR, Koberle 25!
KPS FmiR-1HimiR-1227K 3 & A9 8 Mk A
TER B E A miR-1FmiR-12200 B & & . L
HmiR-1227KF 8 5 175 AFP(F iR 2 1) K7 i i
HEPY ) Kojima 251 % BlmiR-122 7] il i miR-122/
CUX1/miR-214/ZBTB20f5 % i [ 1T AFPIY 3k
XEERF R4 R KW, fEHCCHRFR N, miR-122
KFERAET BEFWZA, HIEETREIHCCE
Wr. BUR B Fhrads, AFPUBBERE —ERIE B
PR AE T

miRNAAH Fb B O A0 8 2 E fe R B 3 45
ZAEATMEZANESEE, © RN E
i FE AL TR B R Ok . MFRRIHHCCR & A
KIEZ— NI 0 TR, MimiR-1221R
A A REAL T HCC A 8 45 9 2% 1) C AL J 22—,
EANIERKRBE g FEHCCH TS, i H Al
BEAE H C C 1412 W A0 XU RS B 5 b & 4% 8 2R
B TmiR-1227 LLESEHCV & 15, F7 LL7E F]
FAmiR-122XHCCE & #E AT iR y7 i, &y &l
ERATT 240, A2, IEHCCH 585 M 45 ih R
R, DR TG YR R IR b X SR A2 W R T .
HHT, R i R i ] B2 8 ST 8 A 5 2R 4 &
R, AT A R AR GE B R AR, O R — 8
% 110 F 5% T ) 22 3 I B B IR g, AT 42 i H 5
BTHCCHr TR M 4535 1B . XK 48 = Im IR B 4R
XHREFH 25, #ER it mya TR CE - R &g
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