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# E . JFURMESME (essential hypertension, EH) J& —ANH 21 A 3L A [0 J, & 22 ot ML 200 1) S s
F . /N RNA (microRNA, miRNA) J2 — M4SN RNA, 7R3 55 /K F IR mRNA (151K, TF
RREMFARY, miRNA @EZFIEESE 2GR RA KRS, Q5 RN AN A D ReREaG . il
EPE VAR R B AL RN T &R - A RERERRWEBR NS ZC5FR T IEFRK miRNA 785 il &
R TRk g, DA I IR LA v I A A K R R AR FE LA, PR v T BT R v 7 S AR R
KA« I s T/ RNA OIS « ShiKRFEREfL
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Research progress on the relationship between miRNA and hypertension

TAO Zhen-Bo, ZHANG Ze-Bo, HE Xin, ZHANG Li-Na*
(Zhejiang Provincial Key Laboratory of Pathophysiology, School of Medicine, Ningbo University, Ningbo 315211, China)

Abstract: Essential hypertension is an important public health problem, and is a risk factor for many kinds of
cardiovascular diseases. MicroRNAs (miRNAs) are small non-coding RNAs that regulate the expression of target
mRNAs at the post-transcriptional level. In recent years, a large number of studies have shown that miRNAs are
involved in the occurrence and development of hypertension through a variety of ways, including triggering
vascular endothelial cell dysfunction, phenotype transformation of vascular smooth muscle cell, and overreaction to
renin-angiotensin system, etc. In this article, the research progress of miRNA in hypertension in recent years is
reviewed, with a view to elucidate its mechanism in the occurrence and development of hypertension and to provide

ideas for exploring new therapeutic targets for hypertension.
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Ji % P v ML (essential hypertension, EH) /& —
Fhves W 2 IR, FH A DR 3R A s A% R 25 L )
TERPEL RWHLHIE A B e E, &0 mE %R
WEENGREER. EEAMVEEKFRRS, &
MR PRI FEWAEBE E T, 2016 1) — ik T4
BRoE s AR g R BoR, 2IRAH 13912
(31.1%) N Vs WifE 2017 45, SEE O M
T3 27 5 M 5 [ o JFE 2 6 v UL PR 92 W s v DA JER SR
ff] 140/90 mmHg [% % 130/80 mmHg, & 7£ 7 i &
L 5 ARG 0 7 A R A P JE 4R RS RNA
(non-coding RNA, ncRNA) & & A 9w 19 28 A i )
RNA, 7£ RNA 7K¥ BRlaeAT i B A2 DIfe .
M 28 ncRNA — B #A N 2 “Hik RNA”, {HEEE

FE RS B 5 R R B8 = AR PP 50 R B 8 K R
ncRNA 5595 1) 5% Z BRI 32 B AL {7y RNA
(microRNA, miRNA) & ncRNA (] —Flr, H 3= E 1)
AE/E 54 mRNA [ 3" 4R IX X 45 &, 1] mRNA
(B e e L R AR . R FE DR TR
T3 AR G (1) miRNA 2 8] (IR &, Rp ) g2 O I 45 9%
93 Mo AR SOH 538 miRNA R &y i 96 2R A o ik g
LIS B fe i PR vy oL e A LR TR R i AR,
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BRI T A LS T I 5 AR
1  miRNAHER

miRNA J2& (K J& 2y 19~25 /> nt (1) P9 IV JE G D
/NRNA, B IREILT 1993 48 B9, #8241, X
RNA # I\ A2 JE K g BY 10 &1 7= 0. T 78 28 = A
miRNA (Let-7) #% & )5, miRNA —E &4
LRI R A T fEARERAH, 24 1500 4
miRNA # % & H B A BT A 2E oRe Y. miRNA
P G R WL 1. B %, 4% N Y miRNA 2
[KI7E RNA & EE /R T4 I miRNA, Bl f5
RNA A )l 114 H 2 i BT 48 miRNA. R38R
F15 EH T, BT miRNA M40 A% IZ 1 2 40 L
R T, FI{E miRNA # 5 — A VI (Dicer) %4
fiff, AR miRNA XUBEE S8, &5, miRNA XU
A RTE RNA fift BERG I /E F A2 BB 1) miRNA
FLgE, miRNA B8 5 RNA NS VR FE &K
(RISC) &, MIMATAE I I AE, 4] %2 mRNA 1)
VRS A S g P

2 miRNASSME

eI A AR AL B B 2%, H RTA DY R
Wk Ad B S A N R Th RERRAS . &1 AL
MR, B R - I8 RKER - BRE RS

LREAL. MHREYH, miRNA B & #iEKF S
HalEmmEREKESY, G125 08N K4 8R
AL P~V UL B0 25 4 5 D e A, AR A A
AR EAR A
2.1 miRNAXT MR L 48RRI F2 00

ML N 7 41 B (vascular endothelial cell, EC) &
FEBILE IS S50 N B SR TR = R i, AE4E+y
MERSHESEEN, AFlLERE. MEKD
VAT, I BR AN M Th e U, 4ERF EC IEH Th
ReW P2 00 1, in—% 468 (NO). WA —%
& &1 (endothelial nitric oxide synthase, eNOS).
L- A5 R AME N R AEK 745, ECHIMEY 7k
FURBE RN L, PRI A B9 FE g, T IR 35
1M EC B RE G 2 i/ NO 2R 15, B inyE v & &=,
iEpls o5 011 =1 AR )| B NS A =

AR, KW FIUE Y] miRNA 7E 775 EC 1)
RE R et /E . WFZC KRB, KRIEST miR-214-3p
RS, eNOS & G,  [Fi A B I PR A
N T #E— B miR-214-3p ELIEHL [ eNOS, W%t
ANRFEE 7 — P eNOS fa g IR K, Z%FK
BV S miR-214-3p 11l 771 f5, AT Azl £ () miR-
214-3p M & EEAC, 1K eNOS & &AL &)
e e As M, Py R4 R eNOS [ ER kR 5 i
JE B AR B )k 55 . miR-27a AJ LA P Bz 40 ff vp

mi RNAELEH

AN\

lRNA%éEﬁ

#1Z%miRNA

>

Bil{AmiRNA

RNAY

Dicer RNAfE HiehE
Bii{&miRNA miRNA  miRNABASE
WEEEHE

&1 miRNARYEHIE R 2
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TM/NRNA S 5 i 56 3 WF 7Tt e 871

eNOS HIWEER AL, M i A I A8 K 5k 32 /0 5 ) af
frikohae, SEmMERRE ", 5T K
| miR-92a [¥) 3 1K A {ff eNOS i I& 14 K ~F Tt &,
fiedt EC fysiaa AL 1,

eNOS i 57 /4 EC H11#) NO, NO 7£ 15 L &
sk F7 R 5 T A AR Y. Sun 25 T R I
0] miR-155 7] 3G 0 N5 & ik A Bz 4a i H eNOS Al
NO 3k, LLAARME A B AR 1 I 8 &7 5K M T
FEARIIL I o 3E— 28 70 R B, IR R AE R F -a (tumor
necrosis factor-o, TNF-a) AJ 34 /i1 miR-155 [J3R1X, 1
25 AT A I T R - A - AR
MR £h 15 5 W %59 TNF-o i5 S0 miR-155 L. X
se 2k R W], miR-155 /& eNOS Fik Fl Ay B 44 i
I &7 5 0 EE BT R, ) miR-155 A g 0L
S50 I A 0 R R ik A v oA B2 Ty R B s 1) — b 1)

A — LA E R PV R 7 P miRNA, B4
EIEHEEO FARE T N R4, EAERERBLT,
Re e 7 I8 TN BB, 76 I PN B 40 M T e e
R E A . HAF, miR-199a IEH M N ECL
4 M b %95, {H Bai 25 " & B, NO 7] % 5 miR-
199 7E N Bz 2l Mg b e R0k . BH IR 3k 18 I BRIl NO
FHRMERK, ¥ ZHTHTOMmEER. H2
T NO %53 miR-199 7£ Py B2 40 ffd rh e o7 s, 411
HI AT FIR 2 12 A (prostaglandin 12 synthase, PTGIS)
mRNA IRk, SRR, MImHl 55
TYRTT R, IFB miR-199 Sl R A TT RS IR Eh i
2t R R

GTP ¥ INE B 1 (GTP cyclohydrolase 1, GCHI)
Bt = 2 T eNOS JBiAz, M -F BN K D) fe b .
IEHESL T, miR-133a = ZELEH L0 LA %
ik, HE, AT, & e s ey
miR-133a 7£ IfiL & P R 40 e A 33k, AT B AR
GCHI 7KF, i 64 F v DA s ARy T (— ek
M N B ThAE A 259 ) B miR-133a 1157306 4%
[F I, i % 9& miR-133a 38 m; bk GCHI ] # il #% 1%
TR/ R A A 35 4EH I UE BT 24547 ] 4
L5 P9 B2 miR-133a R A7 K1k, #01 GCHI KB
b R s RERERS T, R, miR-133a /& 0 i
BRI BRI .

Clq/ &g ¥RFER 771 8 1 6 (Clg/tumor necrosis
factor-regulated protein 6, CTRP6) & CTRP Il 41l i
P SRR, 55 4 pE A DL R A 2 1Y
Sun %5 "R SUR I, R M R IR K B miR-29b

i, T CTRP6 Nif. %% 3 B vd A I &5 2R 2
7N, miR-29b B 2 ¥ i) CTRP6. & I JE K B i 5t
miR-29b 1 7 J5, miR-29b () 4 A MR i 1f i
CTRP6 & & EJt, MRS, dE— Bk, 1K
14 1) miR-29b Ji i ¥ CTRP6/ERK/PPARY ik
2RI K5k & 11 (angiotensin 1 , Ang 11 ) i 51
i R P 2 Th B e dg . B Ah, Huo %5 PO R B
miR-431-5p J& Ang 11 5 T I 451 105 1) O B 1 428
T, FAK miR-431-5p %f Ang 11 75 5 i1 I & T i A1
Mg BA R TER .

WEFER I, LE LK B miR-27a (13RI
W, TN AN G & BB AR 6 (G protein-
coupled receptor kinases 6, GRK6) 3 ik [ 1K, [ )
EC M 5a 38 5. B 5 0 78 % F miR-27a 154004 #4111
HilR0 5 L g EC, S5 B7R, miR-27a B0 AT
il GRK6 1 3£ ik H & 3 EC ¥4 %H, 1M 47 ] miR-27
()2 I8 T EC MG 5H . X db o AR IR R IA 1)
miR-27a 1] @ 1E GRK6 K41 i] EC ¥ 14 4 M1 %
ikt & B,

Zhang %5 RO, MIXF T RS ME ABE, EH
B MR miR-122 3Kk, PHE TRER I
[ 1 (cationic amino acid transporter 1, CAT1) {ik3
ko BB UKL, miR-122 W] E CAT1 R
i L- R E B AN NO fy3RIL, T35 EC T Re AT,
a5 51 KA.

Bao %5 WL B, I KRR A4 I K g 1 e
f 2 PR IR A, 5 T I /N AU R TIOR8
B J5, /N AR R GO K miR-142-3p M 1 IfiL
Iz % F] EC, Fi# il Bel-2 #H5¢# 5 [K 7 (Bel-
2-associated transcription factor, BCLAF) & H. i
R HE EC ()38 58 1 42 1% o

IR FCAE B, miRNA 783 45 EC Zh i b i
FAERMER, B NO Fl eNOS HIKIA. 5 Ang 1
Z 1A PR AH ELAE FH B R 4] EC 6 39 55 M T 3 28 11
JEo #2278 miRNA A 58 BN 4 55 & ik &3 EC 3))
A PHIE T HE R
2.2 miRNAX MEFEAL4ARER ST

T RIS LN PR (vascular smooth muscle cell,
VSMC) F A FH T e B v L s #4293 L A B A

B . VSMC 25 | g =S, #iilE gk,

YeFpE LR AR E . VSMC R BLAT 43 N AL FEJE
v R VAT i BRY RN op ARR FE AR ) WA B, o Wb Y
VSMC i 45 A VSMC 2% 5 iE # fl 3G 5 . 75 IE
WIEOLT, B RN VSMC & T4k . T
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FERBRSREAE R, VSMC HICa L () 0 b B Ak, 4
NI S5 3l 1 T AT S S A R e JEL RN gk AE B
IeAh, 43R VSMC /] LL& R BRI 4R B VSMC £
25~46 IR IEE [ P, X 5 i E AL

Nanoudis 25 *" #f 95 % 8], miRNA 7Eif#% VSMC
WHE. R B AL ST T R R AR . 1R
Ang I3 VSMC R, End R Rk
% 1 B1 (high mobility group box-1, HMGBI1) T} &,
eSS WL i S B vl N N e S B val w1 P 1
# HMGBI1 1] fH 1 VSMC % B4k, %% % 2 i 52
4532 8, miR-181b-5p B £ #1l [7] HMGBI ; 4ff iy 5K
ISR, miR-181b-5p A4k HMGBI 254 LAz VSMC
R L, TR M. BE)S, BFC N RS
oy R i 8, R I I 8 IR miR-
181b-5p KA, 1M Ang 11 1 HMGB1 KA,
iE B miR-181b-5p jd i #E [7] HMGBI1 471 VSMC
A AL, W BRI 2.

i By AT LA i) i I ek xof 25 4 PR A RS RN T T
IRIVE . 183 BI1E FH 5 AN [F) 3h Ik ) i 55 35 28 DL Je
VSMC [ & B4 5% ). Liao % PO 7L 118 3)
L s KR VSMC IR xR, KLz
) 0] 5 M) vy I s K B/ 3l ik A VSMC R FF
472, Forh miR-145 38 ¥ [A) B M 22 1 (osteopontin,
OPN) il £5 H# & B (protein kinase B, PKB) &5
Hep,

Kv7.4 & — i F AR 1 B 25 i, Rk T
BAME RS, WHtRW, Kv7.4 af LT VSMC
(¥ 22 B 454 B, Carr %5 ™R B miR-153 AT J i
FIH] VSMC 1) Kv7.4 SR 2o ey I K BRI 20 ik 45
A Yife. 75K R R E3 K53 miR-153 5,
KCNQ4 mRNA ik T, Kv7.4 WiEIhHerEc, i
EPREAIE, IERH miR-153 J& il ¥ KCNQ4 mRNA
Sz Kv7.4 M= VSMC U4 .

B - M5 %7K & &5t (renin-angiotensin system,
RAS) 5 () R A%V, Ang 112 1% RS
WEESRS, HAWRGNEWER, JFESimnE
HIPH P g 5, SEEA S, Xu
2 B, 1 IA ) miR-27a 38 40 1) a- SFHE L
Wz 1 (asmooth muscle-actin, a-SMA) {2 | Ang
1550 VSMC SIS ; A&, Rk miR-27a
ATHHIZAE R, 9] miR-27a i i B 440 5] VSMC
T a-SMA, A Ang 115 510 VSMC H#4 58 f1iE
BB BRI, FE0T REE VR YT O LS RIS T
YAIT HAR . T LS miRNA % T VSMC [ 48 B A

HHIER, B 5K, miR-96-5p A] 41| VSMC 4H
MG FEALER, (Rt T, M G,. G, Wigi
Fefgl F s, S BALN M LUl BRI, IR AR EE B R
R . RO R BRI HIA SIS T 4 i A 1
5 (nuclear factors of activated T-cells 5, NFATS) P
miR-96-5p [IHEAR, B /5 KILUTER NFATS S5id &1k
miR-96-5p X} VSMC [¥] 521 A5 [F], 17 i fk miR-96-
5p BRI i T ax SefE A, AT UE B NFATS /&
miR-96-5p [ ELEEHE &5 B bk, EH R I
FIK M) miR-155 A4 Ang 11 S/ VSMC 145 B9,
1M Zhao 25 PV 30 T I8 miR-146a (K138 7] #1k] VSMC
W5, Kemp 28 P¥ % 1, miR-488-3p # [i] RAS f¥)
Z Ry« 7£ VSMC 1, miR-483-3p mJ 4 5t i 4%
I8 5 7k 3R R NI A 5K 9K SR A% # 1§ 1 (angiotensin
converting enzyme 1, ACE-1) & [ R IE K, |
Ang TTHI=4, T PRSI -

BE VDI — MO Ang 1 SZARIE LA, AT
MBI O IESR . B SRS RSES VSMC
M, MM ST B S Y 3H 1 458 1M = 2 (1 4
Bl WHFERIL, EREEERIS SN REE R
i, miR-665 J:[K 5 31 X CpG Az ik AT 32
(R AL, IEEEA miR-665 #ik i, SDC1 mRNA
BE A 7€ N miR-665 (1) EL 44 £, miR-665 i ik 5L
SDCI1 w35 ] # | {5 55 22 5 3 1) VSMC 2 %,
E B miR-665/SDC1 il 2 ML ~F 15 WLAH i 32 2 [ &
FATR T P

N Bk i~ LAH Y (human aortic vascular
smooth muscle cell, HAVSMC) (] 4 55 A1 - 7E
e I R L R AR . ALK, Ang 1T
7% 5 HAVSMC ¥4 55 - _E i s G852 4K (purinergic
P2Y receptors, P2Y6) S5 /K. BfifE, WF5HE RI
fE 1% 3 F2 H miR-185 2 3 T . i — P S R
miR-185 i@ it 5 P2Y6 i 3'UTR &5 & 3K 41k P2Y6
EAKT. i Fik miR-185 A | HAVSMC 1454,
1M i ik P2Y6 5% Ang 11 7] {2 3 HAVSMC 3 54,
ZE L FTiR, miR-185/P2Y6 4hn] fEiEid # m % P2Y6
FIEKAMH] Ang 1115 5 1) HAVSMC $85H, iRk
miR-185 M\ #H] P2Y6 7] fgs2¥hyT HAVSMC T
i i A I P — s e 0,

VSMC fE4ERF IR R e R R E AR, T
miRNA 5 VSMC #VJAHo¢, wliEd % VSMC 1
FA TR AR A AR R I R . 7E VSMC 4E£F
I A i 2 RTE E S  miRNA SR #% VSMC
(IThae, ST AR AR s R VR T R R -
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TM/NRNA S 5 i 56 3 WF 7Tt e 873

5 i A AE G miRNA J HFEBE PR S 25 W3R 1

3 miRNASZhRKRHEREL

shK RS 4L, (atherosclerosis, AS) A& /Or L
TR EER R 2 —, A S RO A G i A 2R L
SE AR A U NF-«B 15 55 S840 2 K0
SN IR ek —FR, Western Ei7545 5B, miR-145
Al i NF«B B HFRIA, 1M miR-145 #il71F#IK NF«B
FEKP, JF H miR-145 #4043k 7] 12 #f NF-«xB
M s PE . E/NRBEAL Y, 3N miR-145 )5
T BB KRR A A 5 AR XS B a2, RIS LT
IL-1B. TNF-o. CCL-2, CCL-4 #1 CCL-7 £& % 1k 4H
Ji BRL - 1 2 1 KPS BRAIS, R W] miR-145 385 o
AS 1] NF-kB 15 5 18 % IIE 90E S B, g i3k 20 Jhk 58
FEREAL (R 3E 8 . PR TEFR 7 B 253244 (scavenger
receptor class B type I, SR-BI) ifi it} 15 %5 F&F i 2 4 i

[ [i¥ (high-density lipoprotein cholesterol, HDL-C) i%
PEVESR IR 5T, M R 45 3l ik ks A A A DR 7 4 FH o
Ren 25 W2 B, miR-24 n] B #2304 SR-BI {4,
SR-BI ik % 15 F £ 9§ ¥4 b HDL-C 7K~ F+ &, 300
) oK 585 FF B AL ) RURS . 7E /) B, miR-134 38 i
ANGPTLA/LPL j i#% e 3 fig o A R A2 28 20 ffd P
SR, WNT DN S ik ke BEREAL ) e A B T P R AR
WURL A S ) miR-19b W I8 i P i & A 615 7 4 24
SIEMEE B KRR AL 1,

miRNA T Zh s FEAE AL A Va7 2R . Sun
a5 VORI, % S FT LA 5 miR-146b [H R4,
miR-146b i i Bel-2 #HRHTH T2 1 (BCL2-
associated athanogene 1, Bagl) 1 3£ Jii 4 J& & A
(matrix metalloproteinase 16, Mmp16) 43 7! 411 ] i1 &
-1 VLA PR P S JE AT R . T R AH SR EE A 2
miR-146b 2 214 AN S0 30 k453105 J5 3 A N TR T

#1 SMEEXAmIRNA KR EERHH

miRNA BB YERIALHI ER PN
miR-214-3p eNOS FMfimiR-214-3pF ik AL HEeNOSF ik FFE AL ML & [11]
miR-27a eNOS FEARECHeNOSIBERRAL, AR ML &7 5K D R AT F s i [12]
miR-92a eNOS FIHImiR-92aK A AT i dEeNOSTEER 1L, {HEECHIIMB AT R [13]
miR-155 eNOS, NO FIHImiR-1552 53 JieNOSFINOFIF ik, (LAl Py Bz A ik 1 A & 7k [15]
miR-199a PTGIS EECH Sz ik, MHIPTGISHEKIL, P AR EHiZitE [16]
miR-133a GCH1 HEECH SALRIE, MHIGCHIRIE S HMECThHEFIS [17]
miR-29b CTRP6/ERK/PPARy  #IffilmiR-29b2 1A 1] 7% CTRP6/ERK/PPARyfll A T FEAEK ifiL [ [19]
miR-431-5p — | miR-43 1-5pR AN Ang 1T 5 5 1) 1 T A 453405 BT R4 /B [20]
miR-27a GRK6 I miR-27a3R X AT 4L M GRKG6, MM I EC 7 386 5 I B A 1 [21]
miR-122 CATI1 AR CAT RN L-FE 2 B A — AL B Rk, S EECThRERS [22]
miR-142-3p BCLAF M ANRE L OB miR - 142-3p A IILMEGZIE FIEC, {ZIFECHYSH [23]
miR-181b-5p HMGBI I HMGB1EIAFTVSMCIH R AL AL [28]
miR-145 OPN. PKB AU OPNATPK B 5: VSMC {4 35 At 45 [30]
miR-153 KCNQ4 HIHIKCNQA KL, PEKVT 4B ThAE BT T 5 VSMCYL 47 [33]
miR-27a a-SMA Ha-SMA, {E#kAng 1155 [ VSMCHE 5 AT [34]
miR-96-5p NFAT5 HMHINFATS 52, $01HIV SMCHH Jifa 184 58 A1 75 [35]
miR-15, miR-146a — H Ang 11 % S 1 VSMCHE 7 [36-37]
miR-483-3p ACE-1 HHI Ang TT R 72 A2 AT B 1f [38]
miR-665 SDCI A0[RI SDC I T HIH VSMCH % [39]
miR-185 P2Y6 HIHIP2Y 6335 AT #I 1] Ang 115 5 JHAVSMCHE 4 [40]
miR-145 NF-kB FIENF-«BfE 50 8%, IR RE RN, e ESI K AL [42]
miR-24 SR-BI FIHISR-BIFR L, FEHDL-CAKTV-Fri, (it shfikohFeagib [43]
miR-134 ANGPTL4/LPL PR DT AR SRR 2 40 M D5 7 23t ARSI IS A T £ [44]
miR-19b — O I R AR T 4R 2900, R B Bk AR A AL [45]
miR-146b Bagl. Mmpl6 PIHIVSMCHIIEAE . T8, BCEshkoRFEaE (L [46]
miR-532-5p — HIHIVSMCHIIEIE . 118, BCEBhlkRAEiElL [47]
miR-9 SDC2 F#A{RIL-6. IL-1BRITNF-o/KF, B3t sl sk 1L [48]
miR-16 — ORI 28 7 368 % AR S0 kS A T [49]
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B, N B B kR R R AL BB T . S A —
TR FL R B, miR-532-5p 9 v e isk 10 i i 555~ JUL
201 it 435 B AN 3T 5 R 917 50 bk o RE 15 4k U7 Zhang
s W e L8, F iR miR-9 A #14 syndecan-2 (SDC2)
A FAK/ERK {5 518 %, /b /NRBES A AR5
T YEIGHE LA S IL-6. TL-1B Al TNF-a 7K1, M
HNRB KRR . FRE, %R IA miR-16 T
k) % RE 88 B U s Mk ke AL B0 D B0 ik
SFEREAL EOARIR, —EH W RN AALE, 2O, BN
B I R B0 R 2, 1T miRNA 5 3 (1 L]
WF TS AN IR R BT 7 VR SR A I S Al

4 BREERE

FREFFEW], miRNA |72 255 LK1 K
JEHLE, £9%5 miRNA 7E EC. VSMC 1 RAS 11
e e . 18id % miRNA 7 & L% & 5 B
SRR EGI S 2 =T O = (102 s o KL (R 7 N 1A
IR Z IR B R IR T R s SR T T RE . 7
PR 030 S5 4 9 Hh #8 mT LAAS: I 1) miRNA, DL J
miRNA 75 A& A& 38 1 AT 47 PE#R 32 7R % miRNA
BB Ry e LR (R B2 W A b A

SRIM, miRNA 5 &I 8 R0 76 %2
AREERMMTT. B4, miRNA FHEE R 2 A 1)
WHEHLHEIE 2, — A miRNA 745 2 AN R,
A 22~ miRNA AJ 4 — A . K, miRNA
(HEIE R W AR FEE, SRBLREEE A Y2
IR E R 9T, B0J5 , miRNA [IHRE R 524 R0,
A SRAN BT 8 () S0 25 R E B 52 miRNA 4%

7 TR R I PSR 56 R T 22 R A AR VP A
miRNA 7 &= ik H /AT L, miRNA 25 5
I FR A S B8 R AN D) REAE F A fr gt — i 78, DA
fERTF R FET miRNA 52 1677 5% 3552 St

(& £ X #]
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