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Abstract

Reproduction, hormone level, drug and alcohol abuse are the main risk factors for breast cancer. A large number

Breast cancer is one of the most common cancers and causes the highest mortality in women.

of recent studies find that the expression level of non-coding RNA are associated with the development, diagnosis,
treatment and prognosis of breast cancer. To help the readers understand the importance of non-coding RNA in the
pathology of breast cancer, this review summarize current state of knowledge about the association between non-
coding RNA and breast cancer, and the underlying mechanisms.

Key words non-coding RNA; breast cancer; miRNA

WRATAB R 388 KR S/ 1 2 R 5 3 DX 1 7L B o
G FEIG G, TR N L R G AR R X

1 FLERTEHEA
FL I 9 (esophageal cancer) 5 5 2 Y5 T 5L I 41

L — R MR, K2 Bl IR s sl L W 2
S0 M s AR LY T (R /N, B RO S, SRR
/N . FLIRE AT LT N B A FL R 3,
K2 BB R AAE Lok, DU E S Mt & e f L
W, PR R IR R L0 0 B PE 10045 BL B, FLIR
i A AR A M e L TR RIBE T 2R B v R 9B, A
20084F, KZIA1 380 0005 KW BI(Z) 15 MFE b4
ST A PR 5 91 1) 23%) F1458 4004E T3 19 (£ 15 24
SF AV A 0 R A8 T B 1K1 14%) 2. BRI, PE

Wk H A: 2013-01-15 B2 HH: 2013-02-26

SRS | LR TADNTEE B EIRIA7 BRI P e S5/ IS
(1o AN TR FE 5730 DX 2 T A0 36 ) 2 S 2 B
HEBE S PN RIS S A A R D B R e s D
ROBTo S8 T 2L i e e DU, P8 2B B DR 3 A R A
KIHG S K-id. B2 5 HE ARG 58Ul
FUARBEZ2 2. 15 AR AR I IR AT, il il
IR B0 7L pe PR R XU T

FE R AR, LB A o e LI
PESR, JF HoAW A B4 BT @SR o E Ly

K ARRIF A HHES: 30901216), WITLA HE TRHFFE S (S 1 Y201224146) R 5= i RHL GIHT A BAAEHES : 2011B82014) %% Bh (1) 15
M HAEE . Tel: 0574-87609603, E-mail: xujinl @nbu.edu.cn; Tel: 0574-87609951, E-mail: jilindan@nbu.edu.cn

Received: January 15, 2013 Accepted: February 26, 2013

This work was supported by the National Natural Science Foundation of China (Grant N0.30901216), the Science and Research Foundation of Zhejiang Provin-
cial Education Department (Grant No.Y201224146) and the Scientific Innovation Team Project of Ningbo (Grant No.2011B82014)
*Corresponding author. Tel: +86-574-87609603, E-mail: xujinl @nbu.edu.cn; Tel: +86-574-87609951, E-mail: jilindan@nbu.edu.cn

P 2% H JE 7] - 2013-05-16 15:28

URL: http://www.cnki.net/kcms/detail/31.2035.Q.20130516.1528.001.html



890

100 1

Age-standardized rates per 100 000

—&—Incidence
~#—- Mortality

0
¢ O & . R R S R X S S ¥ >
S & KN & K & K & 8 &L AP OGRS SRS G IS
& (\/ & \at & Qo & K\YV 33 @& Q’,(\\ & (9 c}@ \Yv é& {\6 @Q &0 &
& T F S §F F&F & & S
&8, N2 K F & F P & S o <F
RMIEN & < & > S C N
@36 &J & < <
&
ad QQ‘Q

1 RREH X FLARE IR L R R R AR LR (IR 1E S 5 SCAK 21 5 HE 44 F1)

Fig.1 Age-standardized breast cancer incidence and mortality rates by world area(data from reference [2])

e () oot R AR B ok 44~64%0 | JEHJE44~54% 2 1),
20004 £120054F, L P H 1 7L g 41 37 14 955 481
BN T 38.5%.  FLMEIE ¥ A A2 2 R0 S8 2 A I 4F
W BT i, R AE45~64% IX AN ERS B ok .
R LR, BRI B BUR I S4T B3
(A4 B R AR CT 1 A2 B R 1 19704E (195,91 %
19794 1112.9 K 20044 (1) 1.7 i) A AE 3 7 2 AR
(W RERE N PR R A VL AT &), H
(1) FLI e A 28 IE B AE 1S i, X ppia e db . B
Y2 TS M X Ay W g O

2 E4mASRNASZLRRERI RS, 2R

H 20054 3L g o A7 AEmiRNA K I (1) 15 I
RIEME, HE O ATV 2 07 miRNATE FL R 1 (1)
FIB VAR B JLAE g A A Rk e ok R v i A
FHRIRIE . Blenkiron 534 H A [] 8 8 1, e i 3
JEG: 240 A 7L O R T 3L R IO miRNAAFE AR %
FRIE, FEH MR AEA T AR B B DL S E
WA DL P miRNA ) RIE A S 2 o Bl
I () R AEAR T RE A T A miRNA ) 205 1 1 A1/
EEUEmMIRNAM R FiRS1E . HAT, miRNAE
R A % TV 2 70 LR h i Rk 1
miRNA(%1).

miRNA )2 7Y R 5 7K AR 10 5 LRI 1) K
A B YIAH O TorioS5 2 Yk N H S v 43 i T 5L

Ji 5 1 FUIRAL 2P (R miRNA K L 1%, & BLFL IR
FmiR-10b. miR-125bAImiR-145% & K i, iMmiR-
21 MImiR-1551 2 ik W 2% i, $2 75 W ZHmiRNA ]
B8 73 ) L A7 00 FH 250 7 - Sempere 5653 AT T
— RANZ TR 0 LN 40 M AR DL B R
P A0 LR 20 SR A FH 7R miRNA TR 3R A 15 I, 45 3
RIR, miR-145F1miR-205 1) 2 kAW PR T 15 5% WL iz
0, T AE DETC e 2 20 I8 TR B el ok o A
2, let-7a. miR-21. miR-141HImiR-2144F IF % & Jl
b R4 P 38 RIS R KT IR 08, A miR-2175 8%
P Ji 98 20 0 v e 2 3K T let-7a ) 0 PR AR . YanZg!S)
O3RT T JEUR M SR e RN 55 41 2 435 miRNAY)
FiE B, K BmiR-21. miR-365. miR-181b. let-
7f. miR-155. miR-29b. miR-181d. miR-98FImiR-
29¢55E9 M miRNATE FLIRAE th I8 T 51, imiR-497
miR-31. miR-355. miR-320. miR-140. miR-127
HImiR-30a-3p%5 74 miRNA [ A 5 3 i .

Bti i, Bockmeyer®:UV 2 48 7 AT T I 25
1 A A0 A LR b FZ 41 B, Luminal A%Y. Lu-
minal B RN = B PE F0 g DL A 3L B % L b R
I 1664 M miRNA M) KB Dl 45 K, let-Tc.
miR-125b. miR-126. miR-127-3p. miR-143. miR-
145, miR-146b-5p flmiR-199a-3p 2% 8 f miRNA 7
1E R SR A0 e FLIR b b s R A, SR IE KT
KA I FEFLIE bR 40 =4~1 0004%; 11 iX 87}
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Table 1 Abnormal miRNA expression profile in breast cancer

miRNA kAL [ORCREFN 27 Ik
MicroRNA Expression profile ~ Sample Reference
miR-10b, miR-125b and miR-145 ' Breast cancer [12]
miR-21 and miR-155 t Breast cancer [12]
miR-145 and miR-205 V=% Tumor specimens [14]
miR-21 t Malignant cells [14]
let-7a | Malignant cells [14]
miR-21, miR-365, miR-181b, let-7f, miR-155, miR-29b, miR- T Primary breast [15]
181d, miR-98 and miR-29¢ rimaty breast cancet
miR-497, miR-31, miR-355, miR-320, miR-140, miR-127 and .

. | Primary breast cancer [15]
miR-30a-3p
let-7¢, miR-125b, miR-126, miR-127-3p, miR-143, miR-145, ' Malienant myoepithelioma
miR-146b-5p and miR-199a-3p gt myoep [16]
mMiR-200¢ and miR-429 t Luminal and basal type of breast [16]

cancer
let-7d, miR-210 and miR -221 | In situ ductal carcinoma [17]
let-7d, miR-210 and miR -221 t Invasive ductal carcinoma [17]
let-7 | Tumor-initiating cells [18]
miR-31 | Invasion metastasis [21]
miR-126 | Invasion metastasis [22]
miR-200a, miR-200b, miR-200c, miR-141, miR-429 and miR-205 | Epithelial to mesenchymal [23]
transition
miR-373 and miR-520c t Invasion metastasis [25]
* e,

*: completely eliminated.

miRNATE WL B8 b 3 =818 . miR-200%K
W2 B B (miR-200c FImiR-429) 75 1F 5 &7 i 40 i
I, TR I R R RS 4 R SRR R
ko L, MmiRNARIERE KA, BPENL L8 S
TE TR A0 M A b 5z 4 B ARRA, T T 38 1) 4 i
P LR 1) 2R 0 1 B R0 T O A s R 4
Volinia®F " WL T EE T S8 B 58 AR A IE
LR A 2 mIRNA ) 2k 3%, K I miRNA ]
PLIX 3 23 1 R i A7 3 4 9, Herblet-7d . miR-210
HImiR-22 171 JgUA7 J v 2238 71 1T A 52 3 7 i Jieh
ik FR. AE R AR P, miR-2104 1] i BRCAL
FANCD. FANCF. PARP1. E-cadherinfIRb1, ifjiX
64N E (I LR I I B ). LIRS AN TR
miRNAYEA [F] A FUMR 1 5 40 A 11 9 A8 1k R v i)
YERWFU B8 E T 2o

LM AR AT AR YT LI R B ) e g
2 U 41 i (tumor-initiating cell, T-IC). {H J&, T-IC/&
WHTHEAT BEREHT . OREFZ ) 2340 RE ) AU 1 )
RAFFUG R TELE T FUIMR R 4a 40 B A 4
41 L 1) 22 fit 20 A4 40 i T %R 2310 41 B [ miRNA 26

K2 S, RINT-ICH let-7 miRNA B 2yl />, BE &
TR BE I I LSRR T iy o AET-ICH E i 1895 5
e Yelet-70] LA BE A0 JL 1) 26 K 73 4k. Let-7 miRNA
AR AT B8 E A 1) 0 71 22 AN 5 DR R R 45 T-IC I 40 e
FERFAETS, Let-7 miRNASR ¥ & I T 75 WH 2k &, 1
3G BE A A Ak, A R Dl RE R OR S, T AR K,
let-7 miRNA A T F50E R )12 FmiRNAZ % 2
—o IR, RNAIKS, &5 I Lin28 ARILin28B /2 let-
7 miRNAZEY) £ il 1 B B3 S 5 A+ AR
I R A it K 22 B R 38 ARy Y 1A Lin28 A
B{Lin28B: Lin28A 1= % ik /EHER 23T & 14 1) 3L
P 40 P PR, Lin28 B AE 4 Hh 26 08 1 = B FL IR g
PiskounovaZ&P4F 52 T Lin28AFILin28B 2 LL A [A]
(IHLHI B W Let-724E ) & B 1) Lin28A 3= 22 i 554
TUTase(Zcche11/TUT4) E let-7 R 784S AR i bR H AL,
AT BEL W7 40 i H Dicer ) Ak 3 5k R Fillet-7 (1) Bl 24 1
Lin28B I 2 75 41 i #% H LAZeche 11 HE A7 8 PE AL il BH
Wrlet-7 00 T A 53808 R W, {ELin28 AR 1L MR
iR 2R Zeche LTINS 74 i 1 25 400 1N 28 9o 40 it 1) 50789 7k
AL e o
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miRNAW, 5 F| 6 1) 17 28 R 8 4% D) AH oG
miR-3 Uil i #0811 0 FHIRHOA R WAVE 355 it i F Sk
(%) 2 225 0 910 551 L M s P A2 28 R 6 #5121, 4 A miR-
3L A 87 R A AL, WX Fh A A% i I 2% .
miR-1263 i 8 [5 #i6 /GFBP2, PITPNCIMIMERTK
S5 I A A1 i 3R R P 2 02K 1 400 o) e 40 L Py ot A P
Feanf s e i AR Sorn IR A6 5. miRNA-200
KWk i (miR-200a. miR-200b. miR-200c. miR-
141 F1miR-429)FImiR-2057F £ JJ] 3 J¥ 8] 78 it #% 1k
(epithelial-mesenchymal transition, EMT)F 4l Jfl 7 &
AW R, miR-200cn] LU I ¥ 5] 4014 ZEB 1/
ZEB2HIE-cadherin®: 8 [ 3¢ 1A Ifif 9 il % Bz - W) 78 Jit
HALEMT). I 4h, miR-200cid A] LLIE i 5% i 41 i
B 28 5 F1(FHOD 1 MTPPMLF) (1) 1 1) 3 1 422 41 o i
B gl f i DL e A A KR B(TGF-B) A 1K Y
IR AERI I R, AN T 5 L g 440 6 119 452 28 R 2 6 AT
Y miR-373 MImiR-520cth AE Lk PR 1% . £
FEmiRNAZR A SC P36 B 1t AR 42 28 0 N FL R 9 40 e
RIFHHATHERS RIS I, miR-373 FImiR-520c i 7~ g i
R A A SR R o A FLI I (R R A
H, miR-373 %3k 11 5 CD441) ik KT ki o, 47
ZRmiR-373 4 33 I RE 42 28 RN 5 7% (A4 FH nT fig 5 i
CD44 K,

AN, K AE 4 fSRNA(IncRNA)LE IR 8 1) &
A R R A R R, s H RIS X S
A4 1 51 28 8 25 InRN A XISTT] fig &5 38 4% P {1 BRCAT
S o 1 7L R ) R AR AR OGP, 3K 45 IneRNA
HOTAIRTEFL M Th ik Bl HOTAIRIE ik n]
DL Bh 5 55 Polycomb I il &2 A 42 (polycomb repres-
sive complex 2, PRC2)55 45 21| LA I [K] 1) 3 X 41 A7
AR AN HIPRC2 [ FIIE R, M T (A 38 7L e (1 2
%, R AP InCRNA GASS A LU S0 T 40 sk b
J68 2 NS, A LR A i AR DA R N S FL R 4 21
HERIR AT R BERO, hAh, 2 [ I 35 52 RARN A
1% Kl (the steroid receptor RNA activator, SRA)/&—
R e WS AR 2RI 5 FUIE 1) R AR 2 )
ARG G RN AP,

3 IE4mBZRNAS ZLAREHTIZHT

miRNA [ 2 78 1 48 1 7K T 25 4k 15 5L I 4 1
RAEBIMK . EFUIRA R . R R R ik
I % A I miRN AR T A Sy 318 97 16 16t ik

R TR P | 0 S (B U M = 5/ K v L i N 1 )
miRNAZRIA W AS A AR & I T 55 R4 53 I miRNA %
KPR P P4 Schrauder¥PY R 4 LUAL T HL 1
FUMRIEE 55 15 0 JE ) L miRN AR A 1 1 2 5,
H159 N miRNA ) 18 7K A7 7 22 Fe (LIRS 1 A rh
13/ miRNAFKIA 2% Fil, 4623 T i), T
112401 miRNA A% [n] e A% bR B SRR 1) A LRI 1045
A S AIE 45 BB VP A TIOI )R R 78.8%, R
B h92.5%, HEMGTE }185.6%. Ak, 1L K I 1K)
miRNA 1] DAE A 7R 02 W R 8 bR )

miRNA W RN IE KPR 5 LM 173
I AR DG AN ) 278 R AN [ S 252 1 27 o 4 e
I mIRNAZIL A7 22 5 . BockmeyerS5:! U I,
let-7c. miR-125b. miR-126. miR-127-3p. miR-143,
miR-145, miR-146b-5p AlmiR-199a-3p%5 8 F miRNA7E
FESENENLE B2 v 0k . miR-2005K i (1924 1 B2
(miR-200cFHmiR-429) 71 & [Ia A1 1 KL JEE 41 A L 1t e
W R I . Volinia® ' I, 9MmiRNAW] DL X 73 4%
T AR AT S, Hdlet-7d. miR-210F1-2217F J§
P Fak T AR P P ek B

miRNAW, 55 5 0 518 I PR s BEDS 232 iR
ZAKER. PREHER2)I 70 IR /33
MR B, 76 2 ImiRNA RS H s T
metaZ} 75 R I, BRFTER #1370 1 40 2 fHmiR N AT
TERGEINZE R RIA, MIAEER FUIRR Rl Rk 1 2 3%
PSP e 2L NGNS R 2 VT CRN iR WU
M E FHRT-PCREZ %8 T AH ¢ B miRNAE A LLIX
JyHER2'FIHER2 . ERFIER LA ZERo FIER o ] F,
i . Hod, miR-1557EERMIER (¥) 3, I i v A7 78
535 1 22 5 1k AP, miR-2064F ER o FL i i 95
2% FFPY ITERa mRNAK3-UTRIX #7452/ miR-
2061 &5 A5 A7 A5, B ZRERafImiR-206.2 (8] 7] fg
AEAE B T o Yan SS90 T 3L B Th 4354
miRNA L5 HL G A B AE (0 DS Bk, & BlmiR-215d
FIE G U] IR LS DO BT S5 I
PR G BUER AEAH 5% . T miR-7MImiR-516-3pth 5 F( it
e BRSSO R S DA OG, U TR
ERo' [ 5L i Hh o1,

4 JELRFIRNA S FLRRERYBTT
B B AT AE S YR T TR N Ok
15 i) 7% 2% PPk M MCE-7/ADRFL I 95 40 i tf, miR-
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221 KIE K 3% . miR-221 (1) Rk AP i
I8 20 R PRI R S AR S T 3 AR OC, miR-2215R3IA 7K
e ()RR ) T e a2 M. BRI FE miR-221 1]
DA by L g £ 6Bl v T 7 280 1) — T
e,

HH FP-# 25 [1(P-glycoprotein, P-gp)5 24 4 41 [
skt I8 5 1 ) 2 25N 52 (multidrug resistance,
MDR) & R il LB A 7 B R ) — A 2 ) . 3
i siIRNAHE [1] 41 [ P-gp ) 2 1k 7] LU i i 294
97 2% ) IS A F P-gp T sIRN AL [n) 41 1) mT LA i
R b 14 5 8 240 6 o6of B 6 2 1) A T 2 8 v B
B 2 M PURE SR, miR-451 FImiR-2983t % ik
AJ DU AP-BE 2 1 B e B LM s A PRk i
7 %% (doxorubicin) b F7 i B PB4, fEtamoxifen
PUPEIMCF-73L e 40 i P, miR-221 1 miR-222f]
Fik W2 B, 5407 R i1AmiR-221 FlmiR-22240 1] B
FEAEMCF-72 4% 41 B X tamoxifenfk ft. A I, miR-
221/miR-2227% 1% 7K~ 7] LU - 00300 L i g 583 %
tamoxifen B A I 7 R G141,

LS4l il (breast cancer stem cell, BCSC) & %L,
IR Te P KL L, AT S5 368 g 40 B A1 DR T R8O
SOEE7 N & PN BT DU R 7oA B At TACIRED NG S [ON®
ST TR T 0 — R R AT 250 RN o 38 i ShRNAKE
[ AHICD44 1) 2k v LMEBCSCAr Ak, HRF L T
ST P A0 L, AT T R (R R =

TEFUMR I R T I R R, MR R A RS R
BAMRKM . A MERER N MCF-7 3L 1% g 40
JLrh, ME T RE(E,) i I b E Y SR 2 ARER S 1, $0HI
miR-16. miR-143FImiR-20325miRNA{ %35, M i
75 Fbel2. i i H W 2 (D1 (cyclin D1)Mlsurvivintk
1 55 B R i 3 g P Jre B, A — 1k FL e 4
i, FIR = FmiRNA R R, #En e = A 3
YEF . PRI, AT DUE R siRNARE [ i R ER 032 A4
A5 FH R 7 S5 A BUMEBICR 2590 BREL I 1 E 1R AT
PUEIRIT . BEAb, W BRT-PCRAHTHE 7R, FLAE
miR-2065 1A 7K - 5 ERafy mRNAJK ¥ 5 I 2 3 1)
AR, IXHERmiR-206 1] LLE A FUBRRE R 9T Th BT X%
ERalf] N 7R ST (R HTHE R P

AL, 15 40 i T #% 4 1 ] - (macrophage mi-
gration inhibitory, MIF)n] DL it Jif 983 40 ffd 47 7%, 47
Ji 9 A0 g I MIE 2R 7K SF T v, T8 43 28 12 B o,
BE TG R 2. o HUHI A i I8 0 #K 7 2

FTHSP90) 1~ 148 5 MIF B 1 52 & 44 n] LB 1EMIF
W AR . DR, 3 sIRNAKE ] #0 HIHSP9OZ ik 1]
DA A8 firh 8 40 P o AOMITF R A, D035 FB 3 A TG M
T a0 78 FL 40 i RMDA-MB-231+, i i
shRN AL [7] )1 il 15 #r £ 11 (osteopontin, OPN)Z ik n]
DAF00 51 L T 00 PR B0 B8 o e A DK ol 8 22 A7 (1)
TR PER,

DNA LAY AL 43 4109 A5 PR FImiRNA ) B G T
BRAEFL M 1) R A T AR AR o XM B
AJ DL I 5- %0 0%-2"- i 28U H (5-aza-2"-deoxycytidine,
DAC)S5 24 2 I EAL 1 e, TRl AR A —Fiobn i)
VBT SR, AE BT AN M JE T IMCE-7TN-R 3L i
g M R, AE AR 125 SRR BRI M R RA
P24/, 22 miRNARIE 2% B L2 10
AmiRNARIA B3 1, 45043 I 87 4 Mo i) 300 1 %
KB,

5 JE4RAIRNASZEREITE

BEHE HARI A, 5 AR C A miRNAKN
3 MRl BLS. FH T 93 B Jd 1R S AR miRNA K G5 3,
I, miRNARI 2 TE R AE AR FL I 1) 7 ) vh 43 3
MU, FoekensZPF 5T T 185/ ERFI1141NER
S g RE 5 9249 miRNA Y 255 15 i 5 i 98
MR RGO R 45 R KL, 41 miRNA(miR-7.
miR-128a. miR-210f1miR-516-3p)5ER [ TG ik £
&8 1 A% L e S 1 i g 3 SR A OC, TimiR-2105
ER HJC T ik B2 45 56 75 1) DA e — 1P LI 28 3 1
JHIRE BE REAH OG0 A1 53 A TG T 43068 J R 1k L
It SR R SR R S T, A M 0 M K miRNA R
ik 4E 3% 49, FFmiR-10b. miR-21. miR-30a. miR-
30e. miR-125b. miR-141. miR-200b. miR-200c#/
miR-205%50%, miR-205 5 2328 % H i A6 A 40
B () — BT SR, PR 4 M (P miR- 1323804 |
WA AT LA 2 p120 RasGap ) 2 4 M ity 48 i 3L i
Tee B 2B LR 1 AR

FLM s TP miR-21 75 3R 1A 18 5 Fi5 7 i Jgg 16 11 A
Wi DL RO 2 AR R ARSI IR i &
B, miR-21 Rk Sk L4 FE78 « lg e 300 DA & i
AT 40 % DA RS, miR-215 i g a3k e 1
FAR Sy 7 WL ] BE AL S (1) L #8 1r) # ) TPM 1
PDCD4H maspin®s #1955 K, 3X L8635 K] [f13"-UTRY)
A miR-21 1) 45 A A7 50, ()i ik #8145 4
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B3 SE R I, 4 B -3 T LA/ A 4
ANIEJR. SRk, JE e i DRk L g 4= 28 A Uk
AR i miR-21 2 IA BT 1, ElinHer2!),
TGF-plo0%

miR-335. miR-206HMImiR-1267F & 43 i #5 % 1k
FORN R T A VNl N M (B NE 2 (0 W%
Jib 987 52 K B R v, miR-126 FImiR-335% ik ik 2k .
miR-126(miR-3351) F I8 B2k, W e S Aozt ik
YRR T R HR 3 10 AR A s DA o A 22
SEEGCHEFUR I, miR-335 1] LI ik $E ) 85 5 H A AH
R P — 2 R DR 2 08 St 0 o) e 4 AR 22 A A s
X4 3 R (1) 3-UTRIX A7 FEmiR-335 111 45 A5 47 s 1A
P SIZEGARR B, SR S R A0 L miR- 126 [ K04
D) ] 2 Jie 98 4 P A RN B, Mk R miR-335 113Kk
A A LI A A . BRI RR,
miR-126 MImiR-335 75 FL e b ml 4 i o 4 7%, 92
INAE VAl B TS IR, BR A% G2 (1) i R0 B4R A5 A1,
] LI R miRNAREAT 7L 2 S 50 J2 20 #0T,
Py 1F iR SR %

Volinia%F ' 78 TREPE S E R S8 A
RIE B PR 2L I miRNA 1) #k 1%, & BmiR-210.
miR-21. miR-106b*. miR-197fllet-7i5 Py it Ji 1)
GG 55 Ab— T AEMCF-73L 19 40 e %219
LR R AR S T R B, miR-2104%
IR TKT 5 R 1) A AR A 2R RTC 5008 AR A1 L 3%
PIAH G, $27-miR-210 42 FL R g (1) — AN A7 1 A
KO0 geAh, K ARG BRNA Y i 24 #5 IncRNA
HOTAIRTEFUNSE P 3205 1R, S VP0G SR i
() A E I 0 LA R TE 3 SR A5 18 DL I — AN P A
?[2910

6 FREE

H AT, JEZmiSRNAL FLIYE MWT L 22 TR,
AT T FEB A H5 B F ARG FSRNA ] e 5T
AL DR, S G ] £ P S0 R O 0 3 R e 5
W5 PR R 2R BRI ANTE 2R . I, IR
PR ARG A RN AT 7 f 55 D81 199 20 5 5 Bh AT THA 1t 5L
PRI 10 R R L IR HR B A 3& 1R 7 ik Bl Xtk
A TSRNAFE S AW, JEIGRNA -+ Fid A
AR BERCAIRTT LIRS TF B o TR EIX—
H AR, B3 5E73 mn B 2B P s 25 28 W) 1E i ik 55 7L
R RIE. B 2555 AR 9 URNA,

I 10 BB R L A LR, LA
A TRNA S S, LA £ S IA 7 L
Wi 7.
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