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Abstract: As a type of endogenous small non-coding RNA, microRNA (miRNA) can regulate gene expression and thereby
intervene against the development and progression of cardiovascular diseases, neurodegenerative diseases, metabolic diseases,
and autoimmune diseases. The pathogenesis of cholestasis is complex and is mainly associated with the metabolism and transport of
bile acids, oxidative stress, inflammatory response, and intestinal flora. Currently, ursodeoxycholic acid is the preferred drug for
the clinical treatment of cholestasis, but it may cause adverse reactions and exhibit poor efficacy in some patients. Studies have
shown that miRNA can intervene in the disease process of cholestasis through multiple mechanisms such as regulating bile acid
metabolism and transport, alleviating oxidative stress, inhibiting inflammatory response, improving cholangiocyte proliferation,
and regulating intestinal flora. It can be used as a new biomarker and action target for cholestasis, with high research potential and
value. Therefore, this article summarizes the role and mechanisms of miRNA in regulating cholestasis in recent years, in order to

provide a reference for further research on the prevention and treatment of cholestasis by targeting miRNA.
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METHRBURIRTE Z R N ZAE T, A9 73 AR
TR HEIE B A SO RE T AR P R JOTR IR
At A6 W, I HE A BRR S o AR IR B AT 45
173 JFF 240 A0 JIEL A5 200 B, 35 2 JHF I 2 SR R AR5 400 e 3 28
B2 T BN 7 A0 £E 2 PR Ak . R IR B 00 30 o G
RS PEIG PRI, Z 0GR I T ALP F1 GGT K F- Tt
1o 5 I AT BB T B = T RORE PR 8 IR R B S
R A 2 U ME R R 2 TG B 367 I R AR T 14
—25%, HA IR o3I S i is PR AL o i i
T e e E VA A 2 AT 2 (ELIG PR v 20 H
R AR, T REHBUIRTS A IR 9% %0 K b
I % 5 e 25 R RS o7 3 R R TR T A A B
I ACEPRG YW IEZTY/

% RNA (microRNA , miRNA ) J&— 28 P TR 33N 9
fith RNA, 7 338 38 00 4 2 10 5 12 A 2F mRINA R A 81 4
LR FEIR  FEANMIIE B A3 A AR T 55 A v & S ok
THRPER™ . miRNA k54 SE— R AR R
(A JE PR SRR T A | NTRT | % 20 s [R]st, oA e A AR
B e AR E M, VSR W Rl T 0 AR AR b
EWCL WIS, miRNA AL PR 2 F G S K S
S0 AR 2R TR AR & A B s
M 5 265 2 S RO VR AT AR S REL B A e
Yy AL IR FRRAZS VR AR R R T BRI
LT Al S5 BRI R S B PR i R SCREE T (H
H AT miRNA P58 a7 A AT AR TS 2 2, B RS
FERBAR A FF it — DR R B I R T B AR &
YT, ARSCEREE AN T H AT & B miRNA XHIR I
IR RPN R LR A HL] B 76 8 1) miRNA By iR
NRAHR TR R AR S

1 BB RARE R RILE

HEVHIA AR B & LR & 2, BARHIF 28 S, He Rk 2k
SRR R 18 LR R RE R R AL 8
I 30 T 5 DR 26 M)A O, L 22 8 I IR 4t 14
AN BB R AR e 1 A S B e TR R
TE P IR b 25 A, 51 2 JHF 200 0 JUEL S 450 40 % JHF U 46 5 I
37, 80T 2T 4 A PR A 5 28 T 58 3 1) 2k A KU
T 200 28 v 69 25 I A LA 7 A 93 0 8 45 4

A3 JFRE AT 5 6 S VR A, A0 B T T A 1 A AN e 1
FE 5T A S A AL AL 1T {1 7 P4 48 (reactive oxygen species,
ROS) /K- TH 55, 851 K ANMAET- RAL L0451 . %
i S AT IR AR UIAH G, RE IR AR By 2R AR T
TR AR NI B AR AR R, 175 5 JRE 40 B AN R AE IR 7119
TG A6, B DT 240 G R0 JIELAEY - R 240 L, R0 R R &4 A
A BRI, HETTT SO MR B e A e . A 4
JHRE RNz A8, DB BR AR IR A iU 8 o I T R e R 2
Jp i, FR4 BR T W i 35 v 171 i 5 485 W, 2 5 W 1 W R
(AR R 5 A TR A R I, P 3 A R AR SR IR T iR e s
FAZ O I B REZE L5 IR R & A B R o

2 S5 R A miRNA

miRNA Z: 5 845 Z R IH IR B OB o e & 1
RE P A4S % (primary biliary cirrhosis, PBC) J&—Ffi 2
PERE I IR AR5 , AH S 58 7 , PBC A8 27 I A8 4 i
H miR-506 FE7E R 3k i IS ] S BUIRAE 41 v Z
HE BRI, H miR-506 23 15 5 JH 45 4 i % 2544 B T IR
5 B A0 L 1 ) BEURRAE | 3 m fR2 2E PBC b L 20 1
ST, N DT 125 PBC AP HER , 271 miR-506
J& PBC % 93 HIL il H i 5 B PR 7, o 2 0 AE 1Y IR 9T
AU R O PR B, ARSI IR T AR
JiE (intrahepatic cholestasis of pregnancy , ICP) £ I.7&
miR-155 /KF- & THESRIAE 1CP 3% , ¥ % 1CP 41 miR-
155 K@ T ICP 4, KM miR-155 15 1CP 19 & AR K
JEFEIARC , ] REAE Jhy 1 2 A8 5 L™ 91 195 90 1) v 7
S, EREEREI miRNA 25 Z R0 TR B C 5
o B B A (ECHC B FAIL RS 75 1k — 2D PR R

3 miRNA X B R RS R ER R EALS

Wit RG R R T EMMN T 4% PubMed % 5C
BREE 1, B PRI A0 miRNA 2 5 4 IRV IR ER ) 18 e
SO A 530 B 11 SCHR IS & B, miRN A 7] 38 23 18 55 iR
TR 5 5518 G2 A S AL AT T SR E BN 0
JIELAS 240 B 386 A KR g TR S 22 R T O g
TR, BRI 1.

3.1 AV RFBRARM S HiE FEIFAEP, R i A
ff (6 2 PASO A& 1, 2 50 T E MR 915 5%
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x1 25+ R A miRNA

Table 1 miRNA involved in the regulation of cholestasis

PRI miRNA B R ME S PG
N BRI S s miR-let7a-5p | MRP2 1 [17]
miR-378a-5p | MDR3 1 [18]
miR-199a-5p | BSEP 1 [19]
miR-210 | MLL4 1 [20]
miR-194 | B-Catenin T .CYP7A1 | [21]
BN AR miR-21 | MIP-2 | [22]
SERE L miR-21 | HMGB1/TLR4 | [23]
JIFLAE 24 34 A miR-21 | PCNA | \Ki67 | [24]
miR-124 1 IL-6/STAT3 | [25]
miR-200c 1 SESNI | \IL-6/AKT | [26]
J 8 B miR-21 | FXR T .TGF-B 1 [27]

RIS P S

2o P BT 28T AR PRI B 0 A A A IR
JIFA5 05 % A o 2 Y . BRI 9T e B, T e 9
miRNA T HUIHH R G 55412 , o 0T SR B i
R

Z M 25K HE A 2 (multidrug resistance-associated
protein 2, MRP2)/E NSNS A ZEIR Tz v R 4 DG
PR, SR AR B AR I 0 B8R 5 2 A
PR S5 s, 5 OE R ALAE L, IRV 25 FL (bile duct
ligation , BDL) /)N ERUFFIE A7 miR-let7a-5p AU FE ik |- 824 4 4%,
Ifif MRP2 ) mRNA FI2E [F7KF 5 3 FAIR ZEAR SN 5230
988 40 B2 (Huh-7) %% % miR-let7a-Sp A5 48047 410 1 50 )
MRP2 () mRNA FlAE K g 5. FaR 45 RAIESE
miR-let7a-5p Z: 5 IR 2K MRP2 1 3R35 , AT+
WA 222 3 (multiple drug resistance
3, MDR3)E M W i i i 25 11, 76 4 MR IR R i 12 %2
JIELAE i ok R v R AR T, AT R AR AR R X A 2
H A FEPERO D Song 2518 6 BT 9 41 Y (HepG2) B
miR-378a-5p B IS e B, 5550 HRZH R % miR-378a-5p
T AR LG , 40 0 MDR3 9 mRNA 14K [ 2257k F- B
i FEAR, 7R miR-378a-5p 1] 11 [4] ¥ MDR3 ) 3% 35 ; ifF
— 5 YL miR-378a-5p Ml 71 5 , 41 il MDR3 (1) mRNA
MEHRIRYEZE L., LR REW, @ T
miR-378a-5p FIHE I MDR3 A3 1k , ZE i a4 I T R4z
TR AT CE -

JE 3k % 4 28 (bile salt export pump , BSEP) & 37 T i
AN AR /N R T Y ATP AR S HE RS s Ak, S AR R Sk
HEBE AL F2 2 50 7, 67 DK R ER DU 40 4 2% 22 RN
SRR DA S 15 MR 02 G BRs  Y ABEE R R
X C57BLO/I /N iEAT BDL F AR R4 dJ5 , 5IFAR4

HEE , BDL 41/ B AE o BSEP 9 mRNA F1EE (235 i
LA, miR-199a-5p B9 F LM B E T SRR
fi X 57 4K (farnesoid X receptor, FXR) B ) B U1 AH R
(obeticholic acid, OCA)L33J 697 5, BDL /) Bl BSEP [
mRNA I R BK 5 RTFARAME T B 2%, H
miR-199a-5p 1 FRILZ Bl . i — P58 A, FXR
JHF 20 B o S 1w B /N BRI ZH 48 b BSEP ) mRNA Fil
B F IR K O B3 R, miR-199a-5p Y15 B E T .
SR A5 SRR, OCA AT 3 i PG FXR #1i] miR-199a-5p
M RIK , 1755 BSEP B3R 1K, 2 JF A VTR S0 HE , 1 1M 2% fit
R R R 5 05

TR A 7 81 A I T 4 (mixed lineage leukemia 4,
MLLA)fE R —Fh EXR L5006 B 7, 0l 75 5/ S R AR A
(small heterodimer partner, SHP) #ll BSEP i) ik, 2= 5 HT
PR B AR Kim 22 BF5E % B, miR-210 3 ik
ANERR IR AR AR AR B A AT R KT R A K
FFHL RN G BRSO , B 5 AR R i
AH 14 SHP F1 BSEP Y mRNA 7K - i 35 F& A%, 42 75 TP
miR-210 i 35 1T G- O T B A 3 25 S0 A A IR
[F] B, miR-210 32 & 357N U Hh MLLA ) mRNA Fl14E
JKOF BT R B T4 ] miR-210 23455 S P3G I MLLA (19 3%
ik, F W] MLLA 7] i J& miR-210 (4 ELEEHE 5 . E— 5%
BN, a-Z8 SR E R S alpha-naphthylisothiocyanate , ANIT)
5 S A SRR/ BUFIE H miR-210 7K F T8, MLLA 1Y
mRNA ZK-FEAIG, 28 OCA T , miR-210 7K B ] sf
MLLA SHP 1 BSEP ) mRNA ik Tt kg R RV,
FEAR IRV INBL AP 0 FXR AT miR-210 263k , HE1 |
P& MLLA4, 753 SHP 1 BSEP [ 21K , S 0T FR & )l A
B[RS, M AR IR B
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JIE [ i 7 - 32 4K T (cholesterol 7-alpha hydroxylase ,

CYPTAL) J2& A AR R i JR ] st g 94 2 2 £ 1) 428 LR
R, I ik AT R T LA RE T R A A B
M H (B-Catenin ) A 5% 1Y Wnt/ B -Catenin 15 =5 18 2% 7] 74
ARG 5 ik, S SRR A AR A A
TR0 B P20 Chen 25121 %) miR-194 i 45 S 1 i
Fr (LKO) /N B A X i B A A8 (WT) /s B 47 BDL f&
ANIT ¥ A5 175 5 R AR VR BUS & B, #E BDL i 45 2 Ji]
A A R LKO /N B BE T 5% | IS8 B 458 475 , LA R i
5 ALT AST . TBil M I+ R 7K - 2 8 AT WT /N
7 ANIT 35 A% 48 h YRR b, 5 WT /)N UM FE , LKO /)N B
JHFA43 00 B2 5 A, I O R 1 KO- BH B RIS, LI N
CYPTAL EE FI/KF- T R AR, 78R 2 Ab 3 LKO /N B
41 ff i B-Catenin A 3635 L, H. 28 BDL &% /5 , LKO
/N B4R B-Catenin {555 B g% 06 . F— B 0F5%
B, miR-194 19 33 5% 35 Fl B -Catenin Y f {5 ¥4 7T | 74
CYP7A1 Y33k, HJH P IB IR BR AT F 94 miR-194 ) 3%
ik, 78 miR-194 ] GRAE W A VH R 0 I 228 L R . kT
5% 2, miR-194 B9 2 1A Bl 2k AT (838 i #0105 B-Catenin 17
53 IR B AR CYPTAL 3k, oess A0 T H IR BLA 5 19 I
it -
32 GBI FREITER A E RS BIA LW
SRR TP , o i 1) 480 PR B LAt ROS 9 5 vl s
58 200 60 e 20 i 5 B % A L, AR R a R RE A
JERE R . B9 e W, 3 iR 2 obr R 1 BT 484k 7 A8 B T Tl
U I U AR B W 6 AR 0 R T A e BT
BH ZEME AL TR R & A I SR 30 22 58 1 B K PR R TR
H 2 R Y B, S ECROS B L L0 R A A 1
(heme oxygenase-1, HO-1) /2 —Fh E 2 b A ALl , 76
SRV RN AN L8 405 2B S Rk A AT R R ) 4
AARGIRR S RIS, T P B R e B T 726 2 T 4
60 £ A L AP R B L, I oM R 1
M -2 (macrophage inflammatory protein-2, MIP-2) 42 4
0 M PR T, B U BB 9 IR . Afonso
Al 2R g s B, % WT /N B miR-21 2% (miR-2177) /s
AT BDLF ARG AR EUS , WT /N U420 20
AR AR MR IR AT, P A H IR 2R S 0 IR
i miR-21 .ROS {21k L, H HO-1 mRNA 3k i 7t
B 5 WT /N B EE , miR-2177 /)8 BURT 40 Jfd 99 725 el 4%
MIP-2 F1 HO-1 1 mRNA ik T, HJFFE ROS FIAR BTk
FAL KO B E FEAIG , 3278 miR-21 $R 4k 7] 2% fi% BDL /N f)L
4 A 0 D4 ) S A B

33 apdl R RS JHTHRBUR R R E R,
23RO M AN RS A0 B RO A A B, E T | R
JFHERSE . BACHETE R, miRNA 2 ALK L T 58 5E
PP B0 S B AT LS R AR v 4 4 i
fiﬂj%‘f)ﬁﬁj@mo BRI Bl (high mobility group
box-1 protein, HMGB1 VAL LR 5 R S B R AT S ) St
AP, AR A Bt HMGB L ] 3 5k 384075 Toll B 32
& 4 (Toll-like receptor 4, TLR4) , 15 5 & ¥ % A F-«B
(nuclear factor kappa-B, NF- kB) . 98 2R 46 K T o (tumour
necrosis factor-o., TNF-o ) F1 F- ZH 41 2% 6 (interleukin-6, 11-6)
SEGONE R TR A T & JRE SR . Nabih 251258
1% Wistar KBS BDL T AR ZE A7 AR s ey, Jf:
5T Hin A MY T (rosuvastatin, Rvs) ## B 1697 J5 & 3, BDL
KB ALP .GGT ALT AST . TBil & DBl 7KF- & 7+ ,
JFFE P miR-21 \TLR4 HI HMGB1 () 334 [ , [R5
JE bR 4 NF-kB  TNF-o i IL-6 (19 7K F- FH 15 s 28 Rs 1397
J& , R SE b B AR, H HMGB1 il miR-21 7 4 BF
FELH I RAT W EANSENE , 3271 Rvs Al 0 miR-21 36
K H HMGB1/TLRA {5 538 s A AR BT AN, B8 I I
R R A4 A543 R S E B o
3.4 ApHlfegmaeg A HASAHLE PBC AN EUR PR RS
A RS 28 S5 MRV R RR M TG 170 S BT 40 i, T JIEL A &4
388 7 SRR Y SRV AE 2 BETHRB BN SR
et B AR A ELT R AT IR A A g A4 L BHL I I R
{ELish 7 14 R4 1 T i 4175 FIRES AR ELRUIF £ A Ak

14 5 2 B 4% BT )R (proliferating cell nuclear antigen,
PCNA)7E DNA S ] 40 48 5 S 40 e o S0 80 42 v k4 o
SRR, Ki6T ME R — g 58 40 LA SCA% 26 1, R FEFE 40
BB e PSR4 B WT /N BRI miR-217 /)
B8 BDL FAE BRI DTS R , 5 AR A WT /)N B
L, SRS 0 WT /)N BUTE RN B A4S 400 i v miR-21 B9 K38
W18 E 9], JH P PCNA IR0, IH T Ki67 Rk o
1555 AT ALP /K- T, HUAF SN BT bk 58 4
B 20 B b P PR B0 R IE A 1 A A5 BSOS 5 T i
AL B W /1N BRURA L, S (9 miR-217" /0N BRUF 45 3
IR, PONA 3K & PR IR Ki67 R I , I
T ALT ALP ZKF R [, $2 78 miR-21 33k 2k s n] itk
AR B0 , i 0 IR S b A4

SE S NS E N 3 (signal transducer and
activator of transcription 3, STAT3) 7] & [T 41 ftd 84 55 Kz
] JHAE b e 20 M ) 5 Ak , 0 T T SRUIE IR AR BT B IR
BERENT Xiao S5 AT RN AN SRR B 9T R B 75
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RN Sz 8 38 L SD R B4 A i AR 41 . BDL 2 il
BDL+miR-124 41, T 1 /5 5 F AR 4 AH L, BDL 20 K B
IML3% o ALT . AST . GGT . TBil . DBil 7K F- 7} &5 , i 4H 241
1L-6 %35 59 /1, miR-124 mRNA /K °F- i 3 [% i ; BDL+
miR-124 20 K il miR-124 5 %3k, 5 BDL A AH EE, AT AE P
STAT3 . p-STAT3 Fl IL-6R (1L-6 32 14 ) (1 25 11 /K - 5. 35 W
e TEARANSEE H  BFE 4 X BRAR AH A A0 B R4 T miR-124
ey W R BHWT T 1L-615 5 B 4l M 3G 5, O B3 N R
T STAT3 FIIL-6R Y FE FH R IE K. BiRSLEe 45 R 3R
HH , TL-6 2% T A A0 6 A4 < R 3 17 o 82 9 45 R
M miR-124 A fE38 14 #0 [7] 1L-6/STAT3 {5 53 B0 i R v
DR FR S 35010 A A0 B aod R 3 A

Sestrin 1(SESN1) Ayl - ARST ) N8 s b 26 L, 2
5 9 2 B A R R Y PIBK (B NS e JULIEE 3-384
fif )/ AKT (ZR [0 B ) 5 5300 I 7 A 200 L3 i v & 46
SRR AKT 38500 2 IR 1R A 5 100 IR A7 200 1 1) S
Fff, HLTL-6 7] 38 PISK/AKT 3 i 344 58 41 ffa 33 i %
Song 212055 WT /N BUFT miR-200c #Z B% (miR-200¢77) /)
FU#EAT BDL 3 4 5 % B, BDL 3 B 1T {8 /) BT 40 g op
miR-200c MY 2% 3k Hfv B2 T8, (5 £t 25 e LRI 45 400 i o
miR-200c (Y735 ; 5 WT /N L, miR-200¢ ™/ BRUFF Y
R A B T FRURT PCN A BE A 4 S 338 o, ] A of 33 +p
IL-6 KT8 o dE—2 58 & 3, SESN T J& miR-200c [
ELE L, H SESNT AT 42 i 11-6 45 i) IH 77 240 Jifa 33
B . % SESNT i B (SESN177) /N B Fl SESN1 & it B
(SESN1™*) /Nt 4T BDL 3 458 )5 & BR, SESN 1™ /N B
IFE PR FIEL A ] Pl £ 4 A IR A5 86 A 2/, p-AKT 2K 1
F35 0 SRR, $7 SESNT Btk il il AKT I930E . I
RS BG 45 R B, BDL A S 19 I R AR mT 5 3500 48 40 i
t miR-200c 35 T [ M2 SESN1 35 b TF, #E M0 1L-6/
AKT {5538 8% , e JRA5 4 a3 A= o PRt , m] ol 18 5
miR-200c A SESN1 7K P Fl TL-6/AKT {5 538 i ,
B IR R A I A
3.5 AT A EA BRI I, 73 i i 4
Ab miRNA W]V B s R, i s i ARy R e, 55 HPE
PRI R A RS WRFE R, miR-21 A9 F K1 N
55 1 38 9 0E AR DG, T % Ak A4 4K - B (transforming growth
factor-B, TGF-P) AT I 5 ey S5 g R 495 )5 4 o B R 74
43 (4 B BT RE s FXR AT 3 CYPTAL P85 R e
FR R 4B 1, o BDIL 8 S 659 [ 45 7 EL A Ao
Santos %[27]5(",1' WT/NMRF miR-217/NRIEAT BDLFARIES:
REH IR R B, ST ARAA L, WT /N /N g o FXR

FUFFE AP CYP7AL B9 mRNA 7K i 2 B A% 5 WT /N
M H, miR-2177 /N BN FXR FIRFAE A CYP7AT #Y
mRNA 7K 58 8 F+ 7, H miR-217" /N B/ g TGF-B
mRNA K- T 55, W 1638 155 1 3 PG, 7R miR-21 Gkt
2R AT G2 ik BDL /N B S0 40 , L 2 0 41 4E AL, 4
FilpiE s . BDLF RS ES Y H -5 I R b i
IAH DG ) i 308 TR AR G ), R & B, B TR WT /N 1
PR R DT B R 4 BT R miR-217" /N U 3 R
B AOURT B T DRI RE BRI ] LU 91 34 4, L LR AT 7 g AF T
FRERINZ) 6%, F W miR-21 AY B AT /N B/
FURRFF R M FRE . LR SCIGUE S, 0] miR-21 23k A 38
b RS i A G R S SRR, T SRR AR s
i, miRNA 251 AR HILH L& 1.

4 INEE

AR RR I & 2R 2 Z R0 2 28 L 25 MR, 25 B iAok
3 3 45 miRNA IR VIR B AR DCAIEFE & B, miRNA
AL AR R S 08 | A A A S
SN I8 R/ A R A Rk 52 M i TR AR S SR s R R 1
THHEM . miRNA A S IR IR B B e 1 A= b
AR R FHE A0, A DG I By A SR AT 0 B i 5
oo AHMFTRF SR AE — 8 R B 1 58 IRV H IR AR A &
S ML A2 2 EL i A 52 4 WA , XY F R B s AR
B i RG29S 3 i T 4 3 BELRS , AR5 i e e
AL RS R T R A B2y s Ok e
WF5EFE H miRNA ATVE AR IR A AR W i Al IR 12
JPHS A H AT AR R A AL BT 3 M AT
B, Jo 22 R R Bk 2 RIS A AR P M S 56 o A BRI 5 S5
Ji  miRNA XFBE ) 1 F 3B (U i 5 — {5 5 3 [ & 4%
YER, BRICT 245 Sl Z a1 38 XAVE s X
Bro Ah, MR ceRNA (GESPE Y I RNA) 28, miRNA
5 mRNA ({5 RNA) IncRNA (KA IEZAS RNA) .circRNA
(IR RNA) ZE TR RNA 22 [ 7776 2 = A1 R 4%

2PN & PR, miR-21 A3 o P48 FXR  MIP-2
PCNA HMGB1/TLR4 %5 22/~ 8 5 s %, 72 IRy R
T 2 P % A AR A IO U DR A S A IR A 4
A R i R A 2 T AR A, R W [ — miRNA
AT ok 22 AL ] R 4 [A) — 2 o[RBT, miR-let7a-5p
miR-378a-5p . miR-199a-5p . miR-210, miR-194 % £ Ff
miRNA 35 0] 38 55 98 95 IR FR G 5 552 2 5 IR B Y
P, #5 S MRP2 . MDR3 . BSEP MLL4 . B-Catenin % £ />
A BN E %, IR ) miRNA 7] 38 3 40 [V P ML 8 4
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Figure 1 Mechanism of miRNA involved in the regulation of cholestasis

[F—%e . A BFFE 4T A miR-221 , miR-34a . miR-3614-5p
FE 1CP TP i 3838 B AR G MEHEA T 20 BT )5 & B, 1CP /8 35 41
Jei i B A 20 R G B 20 2P Y | 3A 3 miRNA 9 3R
IR T, HE R R T T W, =R R R B IEAR DG,
HEMHL AT BB A 2 5 1CP I R 5 SR R, Aok
T RARE Z TP miRNA Z [0 A5 7778 38 3 P ) 45 4T
SRR B B 05 T U )

25 LT, miRNA 57 H AR R RSB DG 12
Wt IEYT BT VA T LA bR s v AR AT
IGi# ZBkIK . AR TFIRAIEE miRNA I VE LS, #E3h
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