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HZE: MicroRNA-133/4 M R 1 IE % AAmicroRNAR % R Z —, EZ2AFRIASIP £, Bkl
AR A LR HEmIRNA(myomiR). ALRMmIR-133: B R FF AV FAHRA SRR TAET KIE
TR REAEER, B BTETEFHEIERGMIR-133E8%, TRREEZHG EBRHERGEZMN
W2 —o ALHARAE B N ST B3 IUR MEmIR-13369 £ 45 k. R 32 4 32 & LR S 3 S miR-133
AR TAE R F T4,

FiIE: WURMmMIR-133; £F ik, REARKER; &3

Research progress in myogenic microRNA-133
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Abstract: MicroRNA-133 is a member of endogenous non coding miRNA family, which is mainly
expressed in skeletal muscle and myocardium, also known as myogenic miRNA (myomiR). Myogenic miR-
133 is closely related to the occurrence and development of many diseases through its rich biological functions.
Exercise can regulate the expression of skeletal muscle derived miR-133 to promote the crosstalk between
skeletal muscle and other tissues, which may be one of the essential mechanisms for exercise prevents chronic

diseases. In this review, we will reveal the biological function, pathophysiological significance of myogenic
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miR-133 and the regulation of exercise on miR-133 according to the research progress.

Key Words: myogenic miR-133; biological function; pathophysiological effects; exercise
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RIE IR, HUE S FLAE B N O URT B A% LA
Qs R EmERE, BHRANFEEMIiRNA

ks HER: 2021-09-01

(myomiR). ‘B #EHLFEIE I miR-133AMUAE H T8 %
WLE & A, dnl oWk N, 5%
EH AN A A G0 e g N MLVRIE A, B3 A1 A 1) 23 2%
B, MSEBISINEARNZHAER. TEX
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1 MiR-1330 £ W FHHER AR 3

ENFFERNA, miR-133FEKFEmiR-133a-1+
miR-133a-2MmiR-133b, EA15r AL T 18, 20F1
65 etk P, MiR-133a-1H1miR-133a-2/3 %1 #H
[, miR-133b5miR-133a7E3" 5 £ 3 H BAN I )
Z5, WE1FTR. MiR-133 15 5 1E A [8 Fi & 7]
FELRSF . MIR-133F BRIEFONFEHAL, H
PR E A A X ), HodmiR-133arE & 8 LA
WL 46 %3k, MmiR-133bM 32 B AE B g L&
K. S5EEULIK B R — 18] 78 5 40 i & i O 0 115
YA miR-133 1) ER LY, Jeah, LR
JEANE R, W BN LR AN R e A
M. Kipsdipuss, R T miR-1331%RIE.

2 MiR-133f9 EE FixiAE

B HULE AR S X miR-133 1 KA A H iz
PASTYEH . MiIRNAPES 5387 5 Northern E1325 256 1)
R, R FRILEE TR B3RS K, C2C12
JUVE 20 L H miR-133a/b I RIEIZH G 0. RG]/
BUARAT HmiR-133 /3R, B A=/ B O LA i
WA D EmiR-133Kik, A/ B0 L& 3% UL
miR-133FR AT R EIG I ASKMHE TR AT [R5
R, AR E#UmiR-133RIAFEE R, #
AmiR-133 13 5 L4070 A0 2 FE 25 DTAH 5%
% #5173 A A 5% ) B s IR 7 an LI 0 A TR T
(myogenic differentiation, MyoD)FIMILiF < 3. K -F
(serum response factor, SRF)}JZ 5 ' miR-133f1)%
KA. MyoD [ 5miR-133Z8 IR 45 0 (1) 13 A Bt
gity, BF EmiR-1330FRE. AW RiRkIETE
t, ZMIERIGRNANICircRNA IncRNAYJREL
miR-13345 4, AT miR-1337E 5 P I RIE . 1tk
Ab, BEFEL JORE. UL RIS miR-133 (1) ik
LR A

3 MiR-133894E¥)FIhRE

LA miRNA/ER —4, miR-133t 21t
H5HEWERE S, BT, s B
55 DRI P 2R R R 7 1 38 3 R R L AR ) - T e
1(E2).

30 ATERAER. EEMSL

WLEPE I miR-133 %5 5 UL H & A 45 3 221 1
TIEM . WG T4I LT 4G, miR-13352 5
P AR LI PR ) 208, gk o VS J2 A 4 B 1 T
B, FEE RS UL B A FE , miR-13338
A Prdm 16 Rk, {2k T 4 i 7 A BOUL
SN, TE VLN 23 Ak de e v R 1 AR T,
MiR-1333i& FiSRFIIFRIZE, {EidEC2C12/1JF 41 i
(f3%E; 5DIh3 3umdERiRX &5 G, fRiEc2Ci24y
M 5GH3M3 AR X 454, (2l
A, PP RIRE, EC2C2gifi, miR-
1334 N HARFERIGF- 1R 1A, #HIPI3K/Akt
(0, DT 0 ) JUL PR () B4 5 L a3 4k S DL AR
K, ZHIAEESREAERTRE g1,
JEMEmMIR-13358@ 5 T AR AEVIE R R L, &
AT EeIAEK. MR .

3.2 #PHLOALAE R

MR T BRI FL, B iTmiR-1337E.0 L
(Ve %2 288 2 vE . MiR-133i81d 5% /4> H Frdk
FAER, L OUAERR A 7Ep-F EIRER 2k
PSR E P R 25 -1 R385 5 (108 A AR /N BR G UL
JERAEAS Hf, ZhJEE 25 T miR-133 68 2 2 3 A K
AR EFEF M RIL, mHHImiR-133RIE 5, W
HPL RO UK. 78 FUIRIRE S 100 UIE
RABE B PR O LB R AR Y o 25 T M5 1 1
miR- 13328435 & 25 i T O WUIE K i & A1
W5 KB, RhoA. Cdc42. Nelf-A/WHSC2 A

Skeletal and cardise ——— miR-133a-1 [~ UUGGUCCCCUUCAACCAGCUGU |

muscle

Skeletal and cardisc ——— miR-133a-2 [— UUGGUCCCCUUCAACCAGCUGU

muscle

Skelotal muscle ———{ miR-133b [~ UUGGUCCCCUUCAACCAGCUA |

E1 MiR-133REREF T EHE



F2%2% ) 2%, LU PEmicroRNA-133 R 7 ik fi& 729 -
miR-133a/b
Erkl/2 Cdc42 TGF-p1 Adcy6 Oncogene 1,
TRAF3 Prdml6 Nelf-A CollAl Prkach MCLI, MET | | SLC3941 FGFRI Prdml6
Gli3 NFATe B-AR RACI MMP14 -
a-syn SRF CIGF AKT PKA Cyclin D2 EGFR. Flot2
snail Jfoxcl
e | | 3L s LTS I E i ifn A
1 ? Al i 1] s | Iy N JBT N
é o L %E%IJ‘LHIL g (R E8 48 it B 5 i 4
LRG| | (RN BEA il i W 15 By,
s || W Bl e
4 ST

E2 MiR-133M0EIT R R EEF IhEE

NFATc4#5 & miR-1331FE H i s s 1 45
b, miR-1333E 0] FR SRR H R, KIEM
Hil DU K HIPER -
3.3 I cT4ElL

MiR-133 T i 2435 O LT 4EA i & A 1
Fik, IHIAFLEA KA . MIR-133 5 454540 4E
K [AF(connective tissue growth factor, CTGF)3’
AR PR X S5, MIHICTGFI & A iR, Wi
O JUE J5 JiT B 98 0 P bk BE EE U ) ) A 4 A 00RR .
Snail & b 52 40 0 18] o7 5% B9 1) B, Rk
YR B E B F . MiR-133@ #0Hsnailff)
ik, ARk UL 2 4 B 1e) O JULRE A M S0 A, 410
IO LT E ! BEAN, miR-133 3845 5 k4 e
JR 4 F1al(collagen 1al, CollA1)FIEALA KK F--
B(transforming growth factor-B, TGF-B)fJFKiA, #lI
i Y1 7 S ==Y 1 A L
3.4 FTHMAT

MiR-1335%F 40 S8 T2 i 15 /E A R A . 72
B PSRN, miR- 1334 T2 A
MR A, miR-133ZEE Tk 4E; H
WRIERNE, B SCEN AR . ER1E EIRER %
PRFF SRS 5 3 IO WL SRR T, miR-133RE &2
FZHNHEE TR A, miR-1337 LR H60% Bl L
JI% 3 %4 (adbrl) mRNAMIFIL, H 2K i %
W IR R IA L B 6(adenylate cyclase6, AC6)F1E

I EEA C-P(catalytic subunit p of cAMP-dependent
protein kinase A, PKA C-B, prkacb)t235 AmiR-133
P E AT, miR-13340) 52 (i i s, K
PN T HERY . MiR-13338 58 i #1041
Caspase-9MFRIA, e & T 5% F 090 WA
T2 R KR R s 4 AR 4 i 5 e 4
AT, miR-1334EH] T AL & A RasHH S HIC3
R 5 2 ) 1 (ras-related C3 botulinum toxin substrate
1, RAC1), WA E g R A",

M, EME4If, miR-133F 5 K K2
TSRS . R KR 7 52 K (epidermal  growth
factor receptor, EGFR)/ZmiR-133 B4R M,
miR- 133 @ I HIEGFRI KL, A2k by 48 1)
T, IR, g R R e,
AR, miR-1331E RENHI YES Jim B R 1 Rk, {2
HEFLARE A A TR, 25, miR-13338 i
IEH AR, FIRE MR, Xt
B e K T AR A B DR AP A FH o
3.5 Hl M A& A

MiR-133 5 B 2F 4k 40 Mg A4 K B 7 2 1k 1
(fibroblast growth factor receptor 1, FGFRI1)[#]3"%i
FERIIEX 454, miR-1330d K3k B3] T FGF2/
FGFRI1V5 % (A B IR IR BB AERS , TIREA
I X P B, 300 ) 7 ) A . AR5 B 2
SEAT AN SR B A A AT IR S, M A R AEK
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Al ¥ 52 42 th 2 miR- 133 EEH 8T 1, miR-133/F
FF N5 L7 P R i, #ik FLAE A7 3865
ERUE S, S0 R A
3.6 HFIBEK

MiR-133 4 $ il B 40 i 731 B A g B 40
SACHIMER o #E 8 ¥ HiE H (bone  morphogenetic
proteins, BMPs)5 3 C2C1 241 i il & 1 73 fL i)
BMPsiE i i miR-133 15Kk, f#FR 1 miR-133%f
HELE A Runx2 M FEARIERT, R E 7. It
4h, miR-133a5# L8 HSLC39A145 A, 4] A A
oA BE FE s FERAW264.7FITHP-1c
R, miR-133REEMMBERFE ML, 5%
SE LM R R AP R R A,
miR-133aid it F A T #E 8 H 2 57 48 & B (matrix
metallo proteinases, MMPs), Z 540~ i 414
AR, 3T R i TR S A
3.7 #HIRE AR RE R

AXELL “RAK” KB mIR-133%] I 17 4
P EHHEIE R, 7" miR-1337E ML RE B AR T
A B SO A SRR 2R 148 € TR I 4
AL 5 LA s 2R A, I miR-133 /) Rk i3
et TR # At s34k . A, mimic-miR-133 0
AR S5 BEL T T M A etk 0 R R B,
Prdm16/2miR-133/E I AR 1, A M 2 T
g i A miR-133 1 RIB KK RA TN T
90%, Prdml6/f15Rik 5% AL L FiZ)5fE, &
B miR-1337E 301 A5 5 20 208 (b b R 35 T 50K
&-&&[SO]O

4 MiR-133805RIELIBEE W

MIR-133 48 AV - D Re e s 1 5 2 Fhysn
PR AR K REVIMEL . ZREPIRASR, miR-
I33RIE KA BFWRGRD), HRIEEER B
AFRAER .

4.1 Bl

R AUE # A4 RiE(Duchenne muscular
dystrophy, DMD)F L 3¢ L& F2 A KE (Becker
muscular dystrophies, BMD)& 4 # 7% 5 fr) 1#E 1T 14
WLZE G AL 5« KE IR TR, Bk B
M3 H 2 MEEgm B RNA R KPR A T ods, Hodp
MiEmiR-133 Rk & ETH = HH R, M

7EHmiR-1. miR-133HImiR-206 )21k 7K F 7] LAE
NDMD 2 W e b5 EULAH ImiR-133 /21
K5 M 3E AR AN F], DMD (3% 55 45 A Mdx
/NERULA i miR-133 (1 0K B3 FREP. WLZE4E
WAL AE (amyotrophic lateral sclerosis, ALS)H
H, WA REEE S, MEH miR-133b/KF
BEAEY. AEHEFESONBLENRA, T
WLET 4 8 2 i B B i L miR-133b R ik th 2 2
THim. H T2 HoE £ R P miR-133 1R IE K
ARG IR EAUE 2 Wi e bs, B ILTENURE B IR
HH R R S AN 2
4.2 1IMEERTR

1 % Fh R 25 5 S 000 B OO IR A, 0o L
miR-133 [ FRIE KT 23 PR AE RO
ff3a0 3 AL lmiR-133a 675 . 7688 L 3h ik
4 A UVVRI 2 B ik 5 46 A4 T O LR K /) BRUASE
R b imiR-133RIA 5% Tl EE S
gk 2 TV v 5 5 P (O LR K A A v
O L O AT 44T M P A miR- 133 TA B 3% B
B MO AEE MR EBOD I EEEE, A IR
R, AL mIR-133afR KK P50 FE )™ &
FERE B2 P, O UREZER B3, L miR-
133aff) 1A B3 ™. RO IUESE S PR
O L mIR-133 R IA [FIFE B0 R 3 P i
WA O AL ImiR-1337K P A8 - A —5, AE
ROIEREW, B OEEEY, MmiEHmiR-133
(W Rk B E T E . K& R ORT B ks 56
N, 3 FiEmiR- 133550 WLAH AL A 5358 K 1 R E
FI, miR- 13338 it 400 L2 B 08 T2 4 L AR 4 1
FC PR, miR-133 BN 2 FA T O I 24
PRI B 5030
4.3 By

MiRNAfEAHH G R EE T, EME
(R0 &7 iy 5 BN f (. MR- 13375 2 Ff e
PR PRI, B ZXBES SR
R AR FE . B FIWF T B A 3 LR 7t 2%
B, I3 B A8 2H 2t miR- 133 F) 6 3k 78 iR % A
IS0 A, SR IE R . B FLIRTE
FHIR - TR B 25, & miR-133b7k
SPR] DAAE A I A S8 2 i R 9 N 2 W AT TS A A

Fp,



g2 S LEEmicroRNA-133 1 7Lk - 731 -
F1 MiR-1337EEFRIT I RIZTKL
P Y FIEAA 1R STk
W2 RGP
AR NPT R If7EmiR-1337KF B B T [31]
LERE ST MPP* 75 S 1)1 4 AR 4H AR A MiR-133a335 B .55k /b> [18]
47k PEF A miR-133bA KL B & T 4 [32]
Wi
8 P BH SV Al 15 3 B LAY P S 2 il R 12 miR-133 F#1% [33]
WD
FERNUEFRA RAE FIRWUE FRA RAE B FH I miR-133 1k 2 F+ 5 [34]
WUE 7= A R & B 5k Z (Mdx)/» LA FFmiR-133a3R 1% 5 35 P AR [35]
B WLA HmiR-133b3 A P
INSE24 TS P AT TR 22 7 e/ JBEVY Sk LT 6 A F5 4T 1 )5 LA miR - [36]
133a/bRIA A%
WL 400 & AR VLS4 00 2R AL R 5 miR-133 318 [37]
JUUZE 45 000 2% B AR /) BRASL 2R &8 BT AL miR-133bFR A i, [38]
miR-133a%1k T 1
WLAIRE K Tytie e tar i T/ SRERIILAE KR ?MﬁMﬂWABMQ%iK?% [39]
N2
O L 255
R O ILAE K $F%%%%%%ﬁ%%kﬁ Lo JlmiR- 13335 B [12]
B
%K E 1T (Ang 11)% SR LolmiR-133a 2635 BRI [15]
WUAB KK B8
1 1] 3 B ik 4 72 5 10 LR L lmiR-1333KIE FFA% [40]
KK B
FE BBk 455 5 5 10 K 7 A o lmiR- 133334 PR [41]
Tof Lo LB R /I BRASE Y
A O IUIE K i S35 5 KB LIER o lmiR-133 (113855 St 2 3 [42]
LI 2B PR B2 B S SO UL DMFEH L P miR-133 K BEAE [43]
KEARAY
O JIEAH MR T %?%%%%@%%mwtk LA ZRMir-133 283 7K B A [44]
B
A IUESE WU ZE R O miR-133aRIE T i [45]
SR BBk A AY O mMIR- 133K IA 3% B [46]
TR B i b FLOK BRAR Y UL mIR-1333R1A &35 FA4% [47]
AL UL AEONUEAE S E 1M 2EmiR-133%3A &% Fh i [48]
W 0 73 3 v WA 3 vl SR A I FmiR-133-3p kK P [49]
SEEAR Bk SRR B K MiR- 133235 B K [50]
JE RS J5 R BN ik e I 3¢ miR-133a7K 7B AL T HEA [51]
JEIE
4 i SR 75 H i A 4 P miR-133a-3p. [52]
miR-133b-3pFK ik FEAK
GRS = MiR-1337E FL AR 2 21 rp 12 5 BRI [22]
SRR L A I Sk RELE M 5 L BB I A miR-133 452 AR [53]
=P HEEH I EmiR-133b7K - &2 P [54]
B
2% JoH JTE R ZIHEOVX)/NRAER B A 7S PR T4 miR-133 52 T [25]

Y28 J R

1§ tFrmiR-133ak% % -1

[26]
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MiR-1337] 5 Z FEiL R 454, 8 ZFigie
R LI BN . MiR-133 BEHH1 7968 41 B 1) 644,
A AT ) R e AN . (R L
T2V A A S B AR NP Bk Ab
miR-133b-5 §E 3 D] P i B Vi 2 B M2 & &,
VP98 S0 (R B AAAR A, DR FLRR AR R, B
$EWarburg U7, J R (4 R R
4.4 B RENR

Y22 JE BB RA B S miR-133a ) 7K1 &
EFhE, B R 7O T A0 miR-133 [ K T R
EFERY S o0 UIRRE S 0 MEVE R BR BT KR
TmiR-133/K P& T, 45T R X miR-133afE M
IR R R BRI, e 2 ™. MiR-133
SRS M ERS S, S BcE o, i
Wk, SECE B R
4.5 HEZRGHR

e RAIF TS B, A1 4 A% 28 2 106 34 H miR -
133bFRIEHIE TR, FFAImiR-133bA] LLE Ny
W 4= AR5 B A2 Widr B0 784 SO i £
O TR b 345 5 AR /N BRI S AR AR B b, i miR -
133bff K ik 3 AT, MiR-133b 5 -8 fil #% &
M (a-synuclein, a-syn)I3JERIFEX LS, BEA
PR AG s ANIEPEZS Fmimic-miR-133b I 2k
TARERE S A . 7E DAL SR 4R Tt
IE B ¥ (1-methyl-4-phenylpyridiniumion, MPP")4b
FHL D B b U R A PR PC- 124 5 -5 1 i 4 AR 4
MR, miR-133af Rk K B EFFK, miR-
13325 HARZEHFRACIZE &, W% T MPP -S4
B WER A T, AR T 4RI E T I R S
M B M S miR- 1330 KF &2 i . B T4
7~, miR-133a5 st 478 77 K 1~ (brain-derived
neurotrophic factor, BDNF)454 J5, #i#i] 7 BDNF
Ik, JE T i i F A

5 JEZH¥tmiR-1339E%

BENE N — TR T B, 7R 2 PR
PR E R R T BEEH .. B HIUERES N E
BTG NLAE, Hr AR LR P4 L IR L
PEZ K. microRNAKAREI/NF FECOHIEL S5
2RI A . MIR-133 2 L ZH 23 s e
IEMmiRNA, H & T2 3h % miR-133 (i 45 3 %

Eh T EBUAMOIAELA . EshxJENH g G
miR-133 (AT MR WiRkiE. 251, B3hiFSIN
L IR PEmiR-133, #i RS R4S
BRI A 5 1) 75 2N AR 3 2 A2 AR A A, T R A
HAEYEIhRE, 1T 6E I8 30 k3% {8 B i o< L
Z

5.1 BRIEE

MR AL 22 fmiR- 133 Rk 2 Az
BT — TR O 55 M B R Ra 38 Bl 01 AR AL
Bon, i 77383 L B miR-133a 3 I8 K P ££
LR b B fe BN, A RIS 3 5 N E
miR-133a Bl 5izzh i KA E . O % EkEJE
JE R EA G, PR AR B MG miR-133a
MR IE AN ERE I A Tabr 2 —10 fiE
R A B AL R 7 dh &5 Em 71l g E, ML
PIE A 4 SR R 2 71123053 h, H B JlmiR-
133a/bIf1 R IA 5 12 2 A 2 7 i A7 Lt E 8 35% 1
40%"7, NielsenZE"S i 5L HAEST, B 8% JlmiR-
1332l RIEFE60 minF s s 5 R T, et
1281 71450, B UlmiR-133af) R iE K F1E
BRI AR R A R . BRI 4R,
FEB ARSI 128 T 7701 25 5 5 5% L
miR-133a/bJRIAH B T, BIEIIZREE )2
JE R E ZINGRTKF, $E7-"miR-1330] G2 &5 31
E B WLE R E s 2 —

SRR, 8JEWFIKIZ 35 /N R0 HlmiR-
133FREHE LT, WEiSCArik, miR-1331EHR
OB B, fER AT OUUIE KT TH K% T H
EAEH . MiR-133E RIATMHLOIAE R, k2
miR-1335%5E N FE AT g5 18 M 0 ) 38 58 1) R A FUR
JEAISE . HEIEHEE EmiR-133 1) E 0O
EORIER, T ReAEIE BB ¥R O L 0 AL
Z—. WA ASER, @it 711831 PLE A
miR-133RETREE ¥ FH FMyoD.
myogenin, PI3K/AKT/mTOR(E 5 id % 21 F AL
*H 3\%[80,81] .

5 B AR miR- 13318 /K T RIEANFE, K
M TmiR-133 2 mRik, A %02 30 A 2 AR
TE¥F miR-1331 %% . PegoraroZ%™ [\ ik
82, 3~6 A AIZAME R EMENVE FRA R 1R
& MIEmIR-133a/bFRIEKFEH L RN, A KIZ3)H
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FTmiR-1337E A [R1 5 A5 2 v (1) R IA I8 75 5 2 R A
FLAESE
5.2 $iPRIEEN

EENE N E R, ARIMEsER. E3)
558 FE X miR- 133/ R IE 72 A A R4 . McCarthy
IO CSTBL/6J/IN BRIFEAT T ¥ Tl B 1 B 7 1T
gk, RER, milgE/ N REEmLAL H
i L pri-miRNA-133a-2 [ 5K PRI Uiz 3l fif
BN T Z124% , imiR-133aff) 3Kk 5 4512 2 R AH
Eb R % T 2150% . MiRNA A i — 2 Hpri-
miRNAZ%: Droshali 8 17] J5 5 Expotin5 45 & M 4H g #%
BEEMBFR A, FHEDicerE UIE] BN AL )
miRNA. Pri-miRNA 5 HXJ B {imiRNA K 1A /K F
ANVGHL R B L FHZ 3 AT B8 X miR-133 HJE Bt 72 &
FERYER; %— )71, miR-133af)FIERFK,
P 10 Ui B R R ) A s S A, kTR R T
RS WLAER B BE A L PR A7 A Il 25 P 3 AT i)
Z— o NWIFEFEZS5HF#HIEEREmiIRNARK L
#, Drummond ™7y 5l i B 53 14 (29 + 2%)
AIE SRR B PE(70 = 2.0 3T R i K 1 = Bt
BHNZR, FHAEBENE R G AT NIATER, 253RER
B, pri-miR-133a-1f1Pri-miR-133a-27F &4 J P
RIEE THER B, &RRXRERPIHEZES)E3 h
A6 h, F42HYERAMUNLF pri-miR-133a-1/2% 1A
HIL RS, RZEFHEAEIZE)E3 hFl6 hir)
pri-miR-133a-14 FFHE#, pri-miR-133a-27£123))
J53 W RIE &, #%4HmiR-133afE Pz sh a5
Yss B £ 5 . MiR-133 S LRl R 7 24 AFEAL
A 23 v i ek LA KA [B] N B AE P BEL Az B AN [R] (1)
SRR, miR-133 0 8 &8 sh 6 i 1T AL
PS40 (VB 7R 40 25, miR-1337EHPH I 415 S B 8%
WU R k4 TR ER .. ARKEaEA
J 38 2575 5 0N %o A [F) B PR BRI miR -
133K IK [ M iE A Rt — W 5T

6 FiESRE

ORI 2 (BT AR, AEHMEERNAZ S THL
R RIRIE PR, RV AL M. 4l
SR 2 R AT A TR 97 S5 AR 2 1 2 A B R R
EEAEM . HH AT ARG A RNA T F 1A RIS R
Sk — . WIEPEmIR-13342 H AT R B 785

JmicroRNAZ —, HATU5Z /> HAirmRNAZ;
G, REFEENEMFIR, 2252/
AEPERE . EA BT, B miR-1331E AR
PRI Wb EY), HRtmiR-133 5 H & AR IZRNA
A B, T RSN R 2 I miR-133 14E H LA
JemiR-1335 F e R W EER , B FEmiR-
1337512 3 5038 5 H AR F B AL 0K B A A o0
AR P A 2 . MIR-1334E A LA 44U S 1
miRNA, X AT RN 50K R LA 2 215 41
MRz R 28 EAE F LGRS 4
B

& E
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