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E  microRNAZ — R K #4922/ ML B G A %A% RNA, #8495 55 3|RNAE F LR 4 &
PR (RNA-induced silence complex, RISC) ¥, /~F45 5% /5 69 K H LK. microRNA A 5 4% 4 i 69 &
Ko ERA T, 5RIEN R EFZREA A BIOIKEA . Z L shmicroRNA 8 & 44 ) BEAE AL
microRNA 5 IV & 4 %k 2 B AR I 3 B 76 97 P 09 i A AR oA — 4734 .
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Abstract

via assembly into RNA-induced silence complex (RISC). MicroRNAs involve in regulation of cell growth,

microRNA is 22nt non-coding small RNA which can mediate post-transcriptional gene silencing

differentiation, apoptosis and relate to cancer development and progression. The biogenesis, functional mechanisms

of microRNA, and its roles playing in tumors and miRNA-based cancer gene therapy are introduced in this review.
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R RS Fex 22 SR (1) A8 4k, BLEE 49 JE R TG g
FER S PG~ PUIR T DR BT AH DG BRI Rk
FHFWT o, T EEREANLBARIE %
FlmicroRNAZ A 59 4 . JERIVR YT 7k — &4
il et 6 40 e st B SRR R DR, RNATH 1) R R
FEDERIA I B R AL T — MR T B

RNAT #L(RNA interference, RNAi) & J [A 3¢ 15
W e Sk e S R UER ) — P By 5K, 5 A AR
TZRh LAY T . RNALE ZHE 40 H - Egw g
RNA(non-coding RNA, ncRNA)5¢ fifi. ncRNAJE 2E4)
AN AN G B B 11 01— JRRINA, R A LB
e . W9 RIN, YFZncRNATEEYMANATIERS T 72
AT ER, Z5HURM S, IR R AR Y
YT G AR IR S5 R R R R 5 5 55 . AR HEncRNATH
N ] DU H 3 26 s (1)21-25 1% 15 1R [FIncRNA,
£ FimicroRNA(mMIRNA) AT 7 F HERNA(siRNA);
(2)100-200™ #% 17 2 1] /NRNA(small RNA, sRNA);
(3) K T10 000/ % H 1R IncRNAY, miRNAAE Ky
—MncRNA, & H 1 A fiy BF 27 AU 7T — AN 34
B 5P miRNAKERlin-42 LT 19934FM bt J5 78
AW, Y e RS IR E AN R I miRNA

2 miRNARYEIE B AT &E

miRNAGE —J KN 22 14T IR (VRN AR
F, 5 #% % BDicer. Argonaute#f [1. TRBP(TAR
RNA-binding protein)# 1. X #ERNALS & & H
PACT(protein activator of PKR)%§ /£ ilRNA 1 T 7T Bk
24 W)(RNA-induced silence complex, RISC). RISC
T KImiRNA L BEmRNAR) 35 A 7 55 X380 45
HMACKT, MmiRNA 5 mRNASE 4 fit % i, RISCH 1)
Argonautef [ [ FMRNA, 4 AN 5¢ 4 B X i, ) BH
EmRNA R BB, 75 5 5 5 1 58 T B0,
H AW I, 7EASE AR 15 3L T, RISCHE,
A LU B i mRNA: 56 #1 HlmRNARY %, 48 JTmRNA
#% 5= 4 3| P-bodies(RNA processing bodies)# [ fif .
P-bodies N Y fE F£ AFEMRNA, i (¢ fifi /FmRNA, & 4
(AT P mRIN AR T H >R

BE A B I AN BT RN, 332K K IR, miRNAA Y
A LA 3 5 55 05 () SR RO R AU, 34 R ok 3 ) ik
()3 BN 1 A7 sUOR A T e sk I SR R U ER .
0] 3 2 767 5 I miRNA, B8 W% 55 82 Ago-148 114
A 2 1P RN A e €2 5 5 oA, AT BEL 3

DIEE SR L AR . miRNAJE BB A (1 K0k, il :
(DAFERI A B0 T AU R SR IX 4545, P59 e s B
IEAHSGI B 5t B4 2 1 IR R B QM & T
JiA Bl AL KR S 5 B (anti-sense transcription) 45
1, WIS Ago-2 87 1 PR AAE e SUHE sl e ik 1E X
HE M,

2 A miRNA ) D5 A7 1) 7 2 DS 41 19 3 9
DX, A7 R A G AL B 10 0 BT AR P 2 1 R A k7 DX
BT S DR A b iR A1 B B A1) . miRNAGE
i FHRNAZE & BEIIELINE: 5% A pri-miRNA(primary-
miRNA). pri-miRNAZEELT'mRNA, HA7 5 ilE 145
Ty A3 1) 22 MR AT IR 2o pri-miRNATE 41 g #% v
2 1% 1% W Drosha BY Y] B%60-70/ ™A% 1 1R 1) 22 38 45 14,
B[l pre-miRNA (precursor-miRNA), 5% 117 3 W fR 5
1, 35 724 1% 1 1R 1) 58 Hi o DroshaXy pri-miRNA
HEAT w0 280K 8 16 T3 T ZEDGCRS(DiGeorge
syndrome critical region 8 protein) ¥} [F/EH . FE
JIt 49 pre-miRNA[#) 7 £ S 4K 46 T Drosha/DGCR8 %
B, A5 LYk b RN 5 5 n] DA 4 A
I RNA ) Bf 32 HL 6 A= ilipre-miRNA . pre-miRNATE
K 1 Expotin5 5 RanGTP I & &A1 T, M4 g
WA IZ i A A5, AR 40 M5 h, fETRBPAHED T, #
1% Wi Dicerff pre-miRNA BT 1] h 521~25 1% 15 12 11
RAHERNA , iZAEMIRNA ) — 2% 5| S5 R B )
miRNAF B[l 4 75 FIRISCH, JE i il A IRISCH &
A5 Iy SRR B e

3 miRNASEIERXR

miRNAT] DL #2403 FR 5. WE0E. ik
SRR, 2 AR AE K R B, miRNA
15 NI A Tl A ok R vl 45 7 S 4 180,
H AT, RIKZI3%0 N K s imiRNA, {H /& 1X
LemiRNAHI 546 N AT 30% 10 3 1 5 4 it 3 A
CalinZ506) H 117 2 &) Al 115 A 28186 miRNA
HEATHIFE, RILPEL E FmiRNA A, T4 ik
5 g A A O R DX SR IR 2 7 A, 2 e e
X, 2 PEEVRX . P, Wi, SR AL A
B LR R ST o S SR AR Je g 4 ok v 2
5 FImiRNA S 1E 5 4 2340 M A7 7548 B 1 2 0¥,
miRNAZE I 7K - 1 A% 1] E AL 15 2 i i 1 IR 36 Bk
FE AR RIS R AR miRNATRIVE HIVE 5T n] DL
LR 53 Sy Ao JE AR 3 IR
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Fig.1 The biogenesis and mechanism of miRNA (modified from references [16-17])

4 ETFmiRNAR I E R ETT

D R A B b 3R OA e I miRNA KA i 8
FEPIVEIT (PR sl H A7 H H I miRNAJE KR T
754 LR LR (1)anti-microRNA oligonucleo-
tides(AMOs). AMOs H 5 N 5 EmiRNAs L ARIC ) &5
A, MHImIRNAs g, (H 2 0 H R A, B A
A AT AMOSHEAT — A0 2 A, DABR my Ho A0 i 2
Ll tetn: 2-H R4, 2-0- I EAb iz 1. 3t
A TP R[] 15 (2) ) U E A% T IR (locked-nucleic-
acid antisense oligonucleotides, LNAs) & —Ff 45 7k [
MORIRAZFFIRAT £, LI DNABIRNA 1] 1) 252 5 Al
Ji5, BA RUFmAs ek, 1 HKE e, itk
fi%; (3)miRNAf 4 (microRNA sponges). microRNA
spongesse: N L& 5 A 2 A W PR PEmiIRNAZE &

A7 53 FImRNA, 15 N JEPEmIRNAZS &, 7T LA 2L
I DR G rh 2 1 Ok R L [P miRNA; (4)miRNA
Bt i £ R (miR-masking) 5 B% fig 6% )™ % 45 & T
mRNA_FmiRNASS & A7 54k 5 B3 41 (1) 55 e 1
NEAFIR T, 5 HEmRNATE A% 44 DL fi
mRNAE N J5 PEmiRNAZS 75 (5)miRNA mimic/z: {t.
2 TG PR RSEAUL P R TR R OB B EmERNA ) /NRNA,
A 1 o P Y EmIRN AT D) s (6)84) R IAmIRNAT)
Tod BEAAA, H R0 BE R AT IR BE 18 BRI
e S99 855 (T)miRNAZN 7 08570, 448 AR AE R
— Pl RE 7 PR I miRNAI ] 77, 7 LA A7 25040 il Hela
MCF-741 il i 35 ) miR-21

R P miRN AT 36 DR e ak $0 il i1 B 22, N T A
JR I miRNAZ B )2 N FH 182 g 1 B RR 7
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WSERwEI. HAr, ST —LrfaiE i & R T
miRNA ) 2 i 988 4 i v i 2808 (00 2 1 I
o
4.1 fbiE

it 9 A7 39F miRNAZK & 14 55, 33FmiRNA
B E N  AE K Al F-(vascular endothelial
growth factor, VEGF)fg % 75 3 Jif 98 1l 5 8 2, A
I IR A0 PR P B B AL . 20094, Lin 04 A,
miR-1267] DL # I VEGF (1) % ik, Ath 41144 & & ik
miR-126) 18 I 5 % 15 FARLV-miR-126FF J& 4 il
Ji6 20 JRLA549. Y-90FISPC-A1J5, 40 o A= K 2 il %
I T 41.3%. 29.1%F126.1%, 153 TG, 31 19 41
43 9 B8 0 T 23.64% 16%H18.7%; H5 43 il 4 T
LV-miR-1265 2= 8 14 [ A549 43 51 7 555 21 81 5 A7 %
IR, 25K J5 B G T LV-miR-126[%) 40 Jid 7 B (1) fif
o /N22.4%. 20104F, Incoronato5PV4f i, miR-212
AT DL G 0 A DR R PR R 54 e
] % I 45 I'115(phosphoprotein enriched in diabetes/
phosphoprotein enriched in astrocytes, PED/PEA-15)
FImRNAFE fi#. HImiRNA-212 mimics’% 4% JF /)y 41
Ja g 41 fiCalu-1, 48 hJE I 10 ng/mLIF R ¥R FE
F AR T8 T HC 44 (tumor necrosis factor-related
apoptosis-inducing ligand, TRAIL), 24 h/i5 i T 41l g
BT KLI3M%. 20104F, ChenZ5C2 4y 7t (1) ik miR-
1454108 9 B 28 B e 40 11 /1> 4t i fii 8 4t i A 549
FTH23 H I [R] 8 55 R e-My e R 3635, 5 40 it £
HTEGY/G, 4 M A KB Hi60% 2 47, FET& T A%
BB )43 3 B T R Z150%H115%. PI3K-Aktfs 5
I % AE 0% 155 5 41 4 5E AR B . 20124, Yang
LB miR-1263% 1A 3 AR pE-Mir126) H1| % 4% HE /s
2 It il 5 20 L AS49 FISK-MES-1)5, PI3KR2[1) 3% %
2 BN, 40 1 0 A=A A TR £53.06% A1
52.08%, %€ fE )70l T B T K Z136%4136.73%
W 5 e T pE-Mirl 26 /£ A549 FlISK-MES- 141 {2 43 5]
W BIRERU F, 35R)5, s AT 2 s 7oK
2146.67%147.22%, [ 1 3 5 ) 43 ) FEAIS T K2
46.81%H137.93%.
4.2 FLBRE

FL R 5 h B 17RmiRNAE I8 59 3%, 1135
miRNAFRIE T R, N SR 7 A R 1~ 52 A2 (human
epidermal growth factor receptor 2, HER2)HIHER3)&
THERJEIE N K. 20074F, ScottZ5PH3RiE, miR-

125aM1miR 125b3% 1] DA i HER2FTHER3 ) mRNA
AR HRIEAR o AT miR-125a8kmiR 125bfK)
T 3 g AR R BUA T G S 41 I SKBR3, 41
M IR RS e 0 B B T K 2960%E150%, 41 i 1) 42 2%
BE 11 R B T K A75%8865%. 20124, TangZE 4
1B miR-125bAE % 11 1) Jof J6 400 1) 5 [XISTARD 1 3(StAR-
related lipid transfer domain containing 13, X4 DLC?2)
(f2i% . FHmiR-125b mimics 4miR-125bfIL & IE ¥
FLI g A0 EMCF-7 )5, 40 Moo A4 A A1 )42 2 F i 7
fie 1 2 14 5k . HImiR-125b40 il 71 & #miR-125b 5
FRIE I LM 4N TEMDA-MB-231, 41 Jitd 75 74 Py 4M 1)
15 MR e ) W) 32 247 B, miR-125b57 3%
J AN g e DR 2 e B AL, G4 SR H miR-125b
BEAT RPN, I A E— 0o dl A AR
“F-1(stromal cell derived factor-1, SDF-1)-55 1k K -1
%2 & CXCR4[chemokine(C-X-C motif) receptor 4]4
AR5 S IL IR A1 L K E e # . 20074, Liang
GO 1 TR ) CXCR4M N T miRNA R L 804K,
Je FL IR 41 RMDA-MB-23 1), 41l L3 A 50 1%
T RAT5%, 1228 AN H0R T B T 85%; it i
JiKE S e T M A CXCRAM A T miRNAZ A 3 74
) L BR T8 40 IMDA-MB-23 1 21 /)8 UK Y, 508 5 %
e TG 17 (¥ 99 4 X6 FRERNA XU 19 MDA-MB-23 14
PE, 30K G e is 1 1 F% T K2189%.

4.3 HLEME

43.1 #AMBE  SEBEA3TRmMmIRNARIE
By 13FmIiRNAZR & T £, 20114F, Liu%sPk
e A% U0 5002 K e 440 M A R % % 1) 4 i ) 288 )R
HH & 142(cell division cycle 42, Cdc42) [\ mRNAF
A AR AL ImiR-13745 G 45 H i i 40 JISW 111641
LoVo, 4 o EA 7 A 1 33%A31% /547, 153
TGo/G YK 4l ML 73 S T 5 1 7.73%A016.87%, AbT-S
A% 40 B 23 31 R B T 9.36%815.8%, 4l il i i B
BE 750 ) T B T 80% M TS5% i A7 o & i i #H 5K B
% %t [A1(metastasis-associated in colon cancer 1,
MACCT )& &5 Jigp 92 J& BRI 3 5 AH 5C 5 (A, miR-143
A DL HIMACCT FmRNAFI £ (1K 15 K 7. 2012
4F, Zhang ZEPM HImiR-143 mimics Fl #E [1] MACCI ]
SIRNA [] I B G 45 E i i 40 IS W 620, mI LAY 5 41
Al A ITRE AR R RE Ty, Jerh, 4 i A Kl
i 7 30% 2 A7, 4L 4R 2R NI AL 52 134 T FE50%
JiAi. JoA AR 1 IF) & Y)(denticless protein homolog,
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DTL) Al DL FP537z Z A 4 B A, 5 804l i g v
BeHl. miR-30a-5p 1] L5 [EEDTLFmRNAFESE, M
A H A B R IE K. 20124F, BaraniskinZEB?
P T ik miR-30a-5p ) 18 9% & 4 A4 pLKO. 1-pure-
miR-30a-5p & 4 45 B 17 9 40 fRHCT 116 F1SW480,
AR T2 BT TR Z180%H190%, LI T 1)
HCT 11640 F 34 TN T 11.1%, 153 TG\ 39 5 40 A 384 T
120.46%.
432 BE AT 21 P miRNA K IA B . 315h
miRNAZIE T LY, 20064F, LigEHOR) @ 7 3L F /8
FRUmiR- 155K 4R 25 1) (1 418 i) Ji 988 % 3% AH D¢ 5k D51 JHF
P 2 % M W¥-3(phosphatase of regenerating liver-3,
PRL-3)If] N T.miRNAZ 1% 2 ApCMV-PRL3miRNA-
1249-A2, Ff M LL# 34 5 95 41 fuSGC7901 )5, Hef
75 FPRL-3 )mRNARE fift, 12 22 1) 40 Mo S 4 N B T
T1.43% /A7, I A0 BN 1% T 75.96% /i 475 4%
Yt T pCMV-PRL3miRNA-1249-A2[{]SGC7901 41 AU i+
U} FIBALB/cAR BUIE I, 215 J5 M 82 31, L5 v 5 4
T A AR HISGCT901 I AR BRUAH L, G s 3 1T %
(485 M BUR B T K Z166%. 20084, Xia 547 iH,
miR-15bHImiR-16HE % il i Bel2 [ (1) & ik . 73l
#miR-15b mimicsFImiR-16 mimics’% 4 & i % 24
2y Ak SGCT7901/VCR, REMS A &AL yT 29 K8
B AL B ) A0 WL T2 AT 20 il s R 2 1.9 A5 1.8 4%
JHF 4% 25 2 1 (liver-intestine cadherin, Ll-cardherin, X
% CDHI7)7E E R i RIA T S80S Fi g b
R A A= M5 59 4. 20104F, Zhang52 ] #4) 2t 1
FIL B 7 CDHI71) N\ T.miRNA ) 18 5 7% 2% A lenti-
CDHI17-miR-BJ 4t 15 9 4 fIBGC823 )5, REf% 15 3
CDHI7/WmRNA %, 40 Mo )iz s FIT % %35~
T 64% /A, A A KA AN EI35% /n A7 . 20124F, Xia
SEWIE S IE, miR-124n] LA B AT B0 15 H 1)
99 WL I 1 (sphingosine kinase 1, SPHK)FJmRNA
FHVE . H M E 10 2 1 miR- 12410 300 4 S50 25 30144
Sl SR G 9 40 IMGC803 FISGC7901 J=, 4 it 1) 2=
KIIPINE T K L46%, 575 T8 AR 5 Bl T
KEZI59%F152%; ¥4 1% %4 5 Befg e 8 K 1A miR-12411)
SGC7901 41 i 56 AR B2 T, 30K Ja M2 1 H B
S I AR R i Db 4 i 2 2 ) 4 i 4 )
> T KZI68%H175%
4.4 FHE

JH 93 47 44FmiRNAZ 1A 3 51, 30FmiRNAFK

IETNRER, i i AR (D 1(Cyclin D1)AIE A 14
8 1 P56 (cyclin-dependent kinase 6, CDK6) ¢ 4 i
FIAGY/SHAZ I G Bl 1, R IE A1 B2
AL SE . 20094, XuZE 05T & L, miR-195
AJ LL A0 6 Cyelin D1, CDKG6IE2F#: 5% X 1-3(E2F
transcription factor 3, E2F3)[fJmRNAF) ¥, K 73 7l
YL T miR-195 mimicst5 JG #8 a] 19 B 12 %5 BERNA
UG P JHF 8 40 IMHCC-97L 53 7] 7 5 I BALB/cHE
BUY R, 408 5 W 22 2% JemiR-195 mimics P e 4
LT B iR AR BN T K 2160%, 455 4 T miR-
195 mimics|¥) 45 [ ¥ 41 MUHCT- 1163 5 24 FL &% T
WA T IR A4 1 4% 7 miR-195 mimicsfyMHCC-
97LATHCT-1164H M 45 #i TG 35 4 4l Jfa 2 o) 34 I 1
KZ125%H118%. 4 Jfd i i H5 FID3(Cyclin D3) ik
FIE T RE S 40 R ) e, 5 S IR R AR
20124, WangZ5 i, miR-138AEHZ I Cyclin D3
w AW FIL, AT miR-138 mimicsi 4 JIT 9 41
MiHepG2F1Huh7, 4 il i) A= K 25 S A F0 6] 7 17% A0
25%75 A, 15 i T Go/Go B 16 40 i 43 591 386 i 7 K &4
10%F14%, 5 i TS 1R 4 B W) 353 92> 1 K 297.5%;
$4 43 9 % T miR-138 mimics 5 IEHE i ) T %
RNAXUEE [\ HepG2 43 5l v 45 £ i HEBALB/c#R FL
R, 5 JE DR kR AR B, miR-138 mimics ) 1R R
KZ17430%.
4.5 BISIRREE

TP R M T 2 I AT S TR miRN AR A 1
W A2FEmiRNA T [ e 3% A A6 1 i 471 e
HOFImMIRNAZK IA 55, 22FmiRNA T [£21, Bel2/
Jit % #2E1B 19-kDatH H.1E H £ [13(Bcl2/adenovirus
E1B 19-kDa interacting protein 3, BNIP3)#g i1l 4f
98 1215 3 A -1 (apotosis inducing factor, AIF)[1] #%
Ko 20104F, Chens5MH] 1) #t #) 32 1A miR-145 1) i
I £ 2% M pAdeasy-miR 1458 4 1 51) It 8 41 By PC-3
MIDU145, 7 LL4 | BINP3[F mRNARY 2%, i {5AIF
()20 B, NS T:. pAdeasy-miR145
K YLPC-3MIDU145 )5, 40 i A= K 23 il g 3 il T 40%
FI50% 25 A7, 4 Ha i T LA 43 S T s 12645 A6
o S hizeste ik A4 5 - 117 N 25 7] Y 42 (enhancer
of zeste homolog 2, Ezh2)J& T )i LA, & —Fn] LA
AR 20 e 40 P A KR RS () 41 2R 1 R A TS I
FE A, 20107F, Cao%El 4 1&, HImiR-101 mimics¥%
YLHT 41 I 40 fRDU 145, LNCapMIPC-3, ] DL
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Ezh2%E [1 475, DU145FILNCap4i fg 2 K43 51 1 30
T 45%AR135% 45 47, DU145RIPC-340 fitd ¥ 15 7% fit
193 R T K 2192%F155%, LNCapi il 11325 fit
JI N T RZ140%.
4.6 HIF

T PE 9k B 40 B 11 1 9 A 35 FPmiRNA R 1A
S 1SFPmIRNAF B, SUPE bk e 4 e o i s A 47
miRNA K i& B 58 7RmiRNA R (42, B4 i ik (=
J84/ 11 1ML 995 2(B-cell lymphoma/leukemia 2, Bel2)/& —
FRARPTI T A L. 20054F, CimminoZ5 14 i,
N T K 2 1) 22 5 miR-15a/miR-16-1 11 JFUKE g % 401 1
T8 B 40 M 1 10995 41 FEIMEG-01 71 Bel21¥ B3¢, i H:
WK T BERZ993%, i E0E APAF-1-caspase9-
PARP/5 5 1 %, 175 S 4l Mo 98 1=, 1608 -0 e 4k -
FT2f5 2. 14-3-30)8 TP 128 A KK, 201247,
ScheibnerZ5* R IEmiR-27afE W% 1 1]14-3-30 85 [ 1)
FIk Ko H ik miR-27al) 18 99 5 2 7 B e 18 v
T 41 0 7 00995 40 K562, 41 1 4 9% 1 i o
& T K Z12~615%. FMSFE B & 18 3 B3 (fms-like
tyrosine kinase 3, FLT3)FIMYB-L [ 1f1L.35 1) 1 1 25 1)
A%, miR-1508E 9% I HIFLT3IAIMYB £ ik. 2012
4, JangZ5PO T miR- 1507835 4403 % e Sk k%
F 11955 41 lEMOMOMAC-6+ 2 MET4H o 1 137 41 i
JURKATHH HUAZ 40 i 141 1f 3 40 fBU937 )5, 4 i 1
Oy EEE T OKZ136.36%. 14.28%H114.28%. 20124F,
L5018 7E1(8;21) 2 PR 74 1 1L (acute myeloid
leukemia, AML)"", miR-193an] UL #ll HlAML1/ETO.
DNMT3a. HDAC3. KIT. CCNDI. MDM2%: A [f]
ik MK EmiR-193alf 12 75 B 2 74 &K JeAML1/
ETORH P I AML4H s SKNO-1J5, 152 ¥ 1 G391 i1 4i
42 5 T 15.3%, SHT 40 i 0 R B T 13.8%. 11/
BRI B2 N e P SKINO- 141 M F 589, 987 A vE S miR-193a
mimics, 14K J&, 8 (1) H &2 9k > T K £183.04%.
Ji7 95 & [ PBX3FIMEISTAE 18 45 3% 2 11 1 95 (mixed
lineage leukemia, MLL)2& [ # HF fJAMLY 1 5%
Ko 20124F, Jiang %524 i miR-495 68 1% 1 i PBX3
FIMEISTI 223k, ]2 IEmiR-495 1) 18 9 w5 2 44 Jk e
VRO A0 I 1 I 40 flEMOMOMAC-6.F1 F. 1% 4
JHI 11 0975 40 MO THP- 15, 40 M A= K23 g i) 17 K2y
31.25%H135.71%, 40 B T2 il = 1 K Z930.76% A1
23.07%. miR-495A Y BEFMHIMLL-AF9i% - (1) /) Fl 7
BEHLARAN M ISy TE R e g, 1l FLE REfEE L0 1E

4.7 HIRBRE

P Y8 VAL b R 0 B AT A= T ke )RR IR AT 36
miRNAZ 1A 34 50, 15SFmiRNA R F£2, 20124F,
Esposito?F° 14 i, miR-25F1miR-30d /g % 111 il K 73
A FUAR B b i R IA I Ezh 23K 1 . B miR-2588miR-
30dFRIE AT Il e G FUIR 1 40 O FRO L 8505¢ i1
ACT-1, 4% T miR-25/JFROMI8505c 4l g I B () 4E
TR D T K Z135%M150%, B 4% T miR-30d )
FROFI8505c4H A 1 B 1) 4 7 £ ) 43 5l Je /b T K&
54%K168%; %% 4t T miR-251ACT-1518505¢4H ity [
TR HCE 73 R % T RZ154%HM137%, 4 T miR-
30dIPJACT-1F18505c4H i (1) 1T # K 2 43 ol BB 1K
2162%157%
4.8 SMHJE

B AT 8FmiRNAZR A% . 335 miRNA
Fk T KLY, 20124F, Lus PR i miR-26afE 1% 11
HIEZh2 (I mRNARY . % %t T miR-26a mimics] &
A 552 40 1 C666-1 MTHNE-1 11 25 K 23 il gl 30 ) 17 K
Z142%F146%, & Ye F ik miR-26all) 18 7% B 8 AALV-
miR26aji5, C666-1FHTHNE-141 i JE 1% 1) 48 % 5 & 5
> K 2952%F155%; K453 &4 T LV-miR26af!l
A 11 CO66- 140 H 43 77 4 G 21 ME 1E BALB/c#R i
RN, 208 5 W8 2% 31 B LV-miR 26a ) 41 il 1 B i
AT T K2165%, BT K4173%.

5 AIE A ImiRNARIESFF BT
Hwr, & F AN LmiRNAF FE K 6 97 WF 58 11
WA B4 5 (cytomegalovirus
immediately-early, CMV-IE)Jfi 21 1, H1 )i 2 1 U6
JA BN IR BE DR VR T IR P R DG B R 25 2 R L )
R S B ) R R Ak o bR R S Bl AR R AR
ISR 0 A R S M R S i T A LR A R A
SR T B A AR AR SRAE PRI B 31 IR R S 1
J By 0] AR 20 s A BT 75 10 e s DR 1 16 b e
I i v 4 DR A, DRI, ) DU G — ¢
S b gRg B DRV T IR e B ) M. 20114, Chen
SR T 52 e 4 MR S 1k (%) OB 2K 1 (alpha
fetoprotein, AFP)i7 #l) - F1 i 83 5 S 14 160 N\ it ot P
W % 3¢ B (human telomerase reverse transcriptase,
hTERT) i &) 1 3 [A] i % [ miR-26a3% 1A & A pATM,
K5 gy T pATM S 2% 204 1) I 40 i Huh-7 73 1) 7
SRR, SRR WS B 5 G T p ATMIT) 40 Jid 7
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BT IIRE AR N T K 2975%; Sl 7 AR BRURS A M
41 MU(SMMC-LTNM)BE B, 34 5120 pg pATM5 figt i
PRTY R TRV T, A 20, 48 J5 W58 3
FAATRIEN T RZIT70%

6 AImiRNAfEBE RS

H AT, %5 H N TmiRNAFE 38 25 F 2 AR g
JAR S o BERAR (T BN I B 300 B i 1
WEE) AKRLT o BR T B 3UA, i 2 Fh A m)
PRAAI . a0, 20104, ChenZ5CCHR 18, FH#EL i) i
Jod 1 L BE PUAAR F B (single-chain antibody fragment,
scFv) & i (1 g Jo 14— 2 5 B & 1 3% BT IR (LDH) 4
KL T AL 36 R G5 miR-34a, 30 3o i kot 56 3] /s
B B 2R B16F 10FS A A R, B 68 00 o il 2 % 9
A LUR P T B (I survivin (F) 22k, AR 6 A ik
150%, i LS5 HEC57TBL/6/ SR - 45 R 1
IL-6. IL-12F1IFN-y ) %2 2448, 20114F, Ibrahim
SEBTR E, B 4 M W % (polyethylenimine, PEI)
A FmiR-145%; 4L 45 )7 9 41 fLS174T )5, RE 68 Al
miR-145 )R IE KV T 1045, 41 A i A= Kl bl
T RZ160%, it x4 i A W 2 73 5 30 TG S 0 1
(1) 20 M 3 TH i 245 L b o ¥ELS174T 40 e v S5 21 #1
B R, FEVEST10 pg PEISmiR-145013E 54,
JA3UR, 23K 5 S U 45 AR, TR I AR R B TR
50%. 20124F, PanZsSIRF 55 41 1, M 1 AMS2
KK 1 25 9% B KL (virus-like particles, VLP)
- FmiR-146a/2 44 7 20 9% 4 MuHeLa. JH-J 40 A
HepG2#1Huh-7. 4N ML HAZ 40 U PBMCs i, SE I
et 5 B PCRI I i 7R miR-146a ) £ ik 7K 43 51
T T RZI8.8M% 16515 1452165, A
71 F(100~500 nmol/L)JMS2-miR146a VLP4} %
G Y, miR-146alf R IA /K1) Fi§0.92~14.76
i, FLAE B i L ) 5 (500 nmol/L) T 4H il 1) 47375
FAA90%. FFMS2-miR146a VLPZ & ikt 5 21
C57BL/6/N AR N, 254830 7% 3 At il s /N B I
iy J9AE RN PR IMS2-146a VLPS) 5] T 512284
1.944% . 2,075 FN12.234, 15 M5 o 1) 2 3 1 R 4378
o 140 35152 A4 OG0 1 (interleukin- 1 receptor-
associated kinase 1, IRAK 1) EmiR-146af#13E [K], &
JLMS2-miR146a VLP[{JHeLall fifd HIRAKI1#E [1 %
KK BB A, R Ik S T MS2-miR146a
VLP /] BB &b & 1 2 4% 40 i FH IR AK 12K (4 %

IETRZ B A

7 E@SRE

H AT, 55T miRNAs T & BV T7 ) 10 11— 24 i)
B, miRNALSFImRNAZ (8] (1 /E FHAKEE (1) 2 /5 41 )
(B AN, HLmiRNAWR] L 5 2 A58 4l
X PRSI DR () 3R 0A, DAL, — M miRNA RS DL 45 2
ANFEIEDR AL, o] Re AR ALY, . miR-masking
RE A A7 250 ak 20 M B8 0, A A5 B ) SR A% T IR P 41
BRI R 20 BAT IR R ek

BR] T i 2 I miRNA [ A% 3 2 48t S WF 5T
)5 — AN R HR BRI AL 28 R R AR LIS Ho ™
AR RE SN o I BE BRI B 805 v, AR B3 2R 11 4
SRR SR o I HGERRLF1E A f 1 R n]
DALYk 99 s I, Aot A 38 28 AE 6 AR HLT 2808
DAL, 508 T AN R 248 284 4 ek e 2SR FH AN [ 1R A 38 3%
Gt WEE WAL RGN T P,

Exosomes) {2 A7 7E T IfiL K JR =F /K H
e 5, AIF S A I, e /N BRI B8 K 40 Mt 43 6 1)
exosomesr AmiRNA. [A1], 7E20124F, i 5T4¢ H
A] fig 7] B HlexosomesfE 24 4 7 A\ L miRNA 1) /1 i,
1M H.exosomes & HLAA H 5 i 7= A4, ANEHLAA S HE
Jx, AR RER & R IR AP T 2R ia 7 T e
e

H BT, miRNAs 228 B IR 52 10— A,
FARAIAL T LR R SL 3 BB B, (RN B A+
L H R IE RN AT 5, fEA AR R ] g2
A miRNAsZ ) ] tH, 259 B K i a2
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