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microRNA 7.0 ML R A H #3215 F1 L) BE

XEERE GHE B EHEK

[#ZE) microRNA (miRNA, miR) 2 — £ ALAR . EvhF A4 TH AL RS
e AXBAES ., 42 RAE T .miR1 H# miR- 133 AR BE S L S BHEH
HBRECMEHRA T, ERERETF, SIEREHL AL miR-1,miR-133,miR-21 F i
FX;— 45 miRNA AL BOmEANAFREA, o miR126 REAM Y FHARXRAR
3%, miR-199 FAEi# PR, & LR B 4] miR-92 TILi# & ko & 4 K, miR-29,
miR-30 . miR-133 XX & ¥ AR A #4LF; miR1 5 miR-133 THRUEK L EFB
MY SRR FFRFEFRBINAMAESELY; LAH miR-1,miR-133,

miR-21 & ) RABRKYP HAER,

[X8@7A) microRNA; B, SR ;B R; SEELE; S HEB
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microRNA (miRNA, miR) £ — F p5 18 # 1k 4
B RNAEFHYHZREPEBRFFN . EXEH
REWEBEPREEEAER B TIRF 1 mRNA
i 3' e R X (3 untranslated region, 3’ UTR),
PHREEETUR, (2 mRNA RE# S0 H %7
REBEAKEHATHE AT 552FTEM4E
Wik, mRNA EFHAA% R  KEOCLE
ARG EAFRERES THRIERH.
1 £BE4THREMINEE
L1 ShHmpeyitfsiiyssd

#£ miRNA & #& &, miR-1 1 miR-133 Bk K
BAE AL, T 4 F b Mg (E 8 74 .
V5 4L 0 S 1 JUL 40 R PR 4 4L T R R O T BB o
REEBHRAFEEES%RE . miR-1 # miR-133 7]
BT 200U M. miR-1 3 F£ ik
Y DL 00 2 L O T RS 4 R 0 LA M R A
JUL 450 4L 40 B 43 4K s miR-133a Xt % (B B B &5 UCP2
MEEREMHATREEEN AR NES TR P
A iR B35 R, EEE A R B K miR-1-2
B A B Bk miR-133a-1 & miR-133a-2 B R /MR
H—Y 76 IR BR B & A4 K R R B FE = 1A I Bk 3R
(VSD) , MAAFERFNPIERBEATRTY RB.L

HEETH -EXARMEESG0770875)  HEHREL BRI
R (90919054)

fE& B AL:100020 HABEH K2R LT HMEEBR OB L

BIREE % F . Email: yangxe@medmail, com. cn

W% A0 S ZEHT S, 15k, Morton %) & 3 miR-
138 B 50EESENRE.
1.2 @mieAt

EARAT TR P LT miR-1 fl miR-133 &
HEMER EEINHELERARTES
(HSP6O) & HSP70 %R BB T MRk, 5%
R34 2 B R A B8 -9 (caspase-9) K EH AR AT I
REU . A5 H P A TR miR-21, % H, O,
NRBCNARBGERFER, EERABRFH
M TS 4(programmed cell death 4, PDCD4) ,
T 5aF AP-1 h8 5K,
2 REEHTHRIEMINGE
2.1 SPREBEASImEEE L

OCUERE miRECNEENZRSH R,
miR-1 53 3% 8 #0  O WL 4 M A <, AT 400 151 . B
BB, i # #l miR-1 7 {8 # .0 HLAE X, miR-133 1
miR-21 A A8 ol B B §E12'%3 . Zhao %11 & Bl miR-1-2
gk o AT BE 2 A0 UL 400 i R R, AT O 0 AR R VR
B, A% miRNA 7% .0 YU Ed 2 ek
A Wang £V FI BB Eh RSO FERERON
IR, BARECHEBHEI TR, T E 293 f#
miRNA % #2454k, Ti miR-23a 1 miR-29a #J 2 1k
ERFEX.
2.2 B .

WiRZEH . mRNA BE5RHEREERFHR
WEMTR, mR-126 BEOEFHAKRE T 1
(VCAM-DE M Z N K 41 H0, miR-126 R B 01
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T Mg R FEE F(TNF) o Bl VCAM-1 ik,
M T BHRERN O E™ ., KENHR
KB, miR-155 #2563 5 505 40 ML A7 4F B 4 22k
PHRAERFOTH LEERE D BZHK+
1166 A/C £EME R EMA T EKTE2,

OIS m B E AT Z R, B G E — 8
HUBMRETIACE, A BEFE . (ODREBR: (OR
HEMRWEENTIR; OOARIERRY BE
MAHHATRE., 7004 TFHEERSH miR-199
RELEBL, MELESKEETHF-1«(Hif-10)
& Z BEALEE 1 (sirtuin 1) 8, # B miR-199
BREEMEREHNAZEE T, miR-17~19 XH
BREAENEARS B RIE, K P miR-92a ##HH
A BT R, it % 3% miR-92a M%) B A R, B B
EM & miR-92a W) AT {2 # 1 & A AL A Bk L X &9 20
BEMRE Y, A /NBUAT A O LR BE Y 45 I X 38 Kk TR
miR-29 T, M miR-29 RENERMER KBS S
AEAMNEL AR ZERFEEA . SEEAFERM
BWAHEH. B miR-29 T ] X & & [ K F 1
0T &5 45 {6 18 9812 . Duisters %1290 5 iF B B 5T
£ miR-133 fl miR-30 HE T AEHHRAEKE
F(CTGF, — X R E LB Q) , KK K
I, T B O LR B AN S TR E B

WA EFERE, &5 Rm-FEEHRG. b
R2MAK 54 B 5 miR-1,miR-21 1 miR-24 7E.0: B
PR ER R B A miRNA Sk (HS &
/PR ES RATEEEMHTIA T EE R
8t S o - TV TR 45 S R BE T RR B E b, A
miRNA 7e 5k i - B 148 45 0 R R 1E V7 B 3
KEAER B EMILE . &iEHKHR KK, mR-21
R BEER R Kook E A R Y (PTEN) & 12 8 %
B LA S 3 R 4 8 7B 1 B (MMP-2) ) R 1A K 18
PRI, XA R SME B 55 B R Bt ik miR-320
A HESR.C LB MR FE A A T, 3 AR FE I AR g R
PIKTEE B 20 AT, Yin FOHR R BB
M FE B (IPC) AL PR S miR-1.miR-21 #1 miR-24 B B
B0, AL 2400 T 2E R Bk o S R, AT BB R AT B
WE—EESE . HSP 70 U RBAREREZE
T 1REEH.
2.3 wExE

OHABEAEFEBENERESFBLENS
EREESAE ATTFEROHERE. miR-1 M
miR-133 if 13 0 #1 ¥ £ B HCN2/HCN4 & ik

THEESEMI MG T {EE NG S REXTERIEE,
BlRLEEEC I H miR-1 BT §EE S T 8 KC-
NJ2 #1 GJA1 W R&K, 1@ .0 NLAHE T RER
25, B A0 H PP2A 8 3 T B B56a. B B IK
CaMK I #9 RyR2 i fF # MR 1k , o i 42 iff A1 % M
Ca® B, B LOBLFE ., miRNABRTHAT
Ca® @i A4, % K™ @B LA EM. Zhao £ %
5 miR-1-2 DI RERY, R LXK/ Irx5 % K*
i Kend2 & # KB KW /E A, 84 miR-1-
2 MENBRRAAOCNERARE ATHICHR
HFROBRELE 1D,

K
PR . PR ..
T QRS
L miR B % &

Bl HEH5mR1-2REWINATSBETEEOREHLE
SEERMK,PR MY E QRS M EK. AR REE
5898 miR-1-27 BN A I, M ER/DB S RE 4% H .

FFIRE R R R miR-133 5 QT [A#iZ
fEl A& R R, K B0 Wit & 35 miR-133 w] #M ] —
i QT L5 MEBEE— A K Z 8-a-Go-Go-# 3£
HEFH(ERG) Wik, M ERG HE—F ¥ K EiH
Ikr, FEHME G ERLBIE, QT ZK, KL L7
RED,

2.4 SHEBE

UK 45 o 0 ) 3B h 3T 2 BF 5T miRNA #1h
BE. AXFT R A, A% ¥ % BR 8 Dicer 2 miRNA fin T fif
DR A F, 8 W2 Dicer AW AT
% miRNA ffEf. Chen U BIR AT . &R
% Dicer f/ B TR BLL UK R O F1 5838 TR 3 %
BOUERAAT,. BEABRXMRE . FAEZHE
B EORESS Dicer Rk M, MW IEH T Dicer
EONMBBEEFMEZEEM, HFWMIEHE T miRNA
EEEMBRELAGETHOCHELRERPHIER.
Schipper 257 i B # % F| T miR-1.miR-133a 1
miR-133b KX R HEIER .

OHEBESLNAELERT S, BHREEA
miR-21 EEEMERR BN RTEHN TP HE,
4 Spryl ik # Wi B &K ERK-MAP 3 B8 1% #
U BL 6 8 55 R0 UL 0 D B 0 D A B R
BEHRERESFELOTEE ., &K, Suckau 239
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A IR B AR A R B RNAL AL I FEE K
BER, 20V KHLOBREESR, LBEEXR. LU
MBPER.OBESF L EEWE /L. BE RNAI
STRAAIIRA & Bl miRNA & 31§ % S T8 F , s af
RANZEEKEIEITOCHFERIIG T HEK.
2.5 Hak

miRNA 5 & [ FE #9 # % BF 52 8 2. Naraba
Z03F miRNA R 4 78 30 80% 4 & 1 & b Ve i
TR 2+ 514 F Dahl M1 Lewis K BLIE % 1253 1K
B MEGHEACZNF 118 #F miR WREX, &8

ELXRH SN BASRHXEEEHF, AN miRNA
REaLEBAERNEFAEFRRERRD.
2.6 BRESE
Kuhn £ A B B KA MER H OB+ miR-
99a, let-7¢c, miR-125b-2, miR-155, miR-802 £ ik &
Xt B %, H o, miR-155 1F 35 S B %0 & A
Rt ERIE AGTRI S I ## B B K45 & AR 1ML
ERR R ARBITERG AR B,
miRNAZECHE PR EX EHEEERRLD
A&,

%1 miRNA ELBEPHREMIE

EHHE ke B % L
miR-1 Cdk9 HHH 5L [3]
eNOS, HSP70, HSF-1 T 97 5% . 39058 17 [30]
Hand2 4L 40 B 1 (4]
HCN2, HCN4 £ BLAE B (13]
HCN2, HCN4 LEREH [31]
HSP60, HSP70 )b [10]
IGF-1 AT [43]
Irx5 DRRE (7]
KCNJ2, GJAt VY- 2% 4 (323
Mef2a, Gatad, FHEH L LA [12]
PP2A i %7 I % BS6a DEREY £33]
miR-21 eNOS, HSP70, HSF-1 TE Lo 95 i . T3 i {303
PDCD4 41 8 1= [11]
PTEN 5 Lo 5% 8k 1L - P 98 O 4R 45 (28]
Spryl O ER [38]
miR-24 eNOS, HSP70, HSF-1 528 40 % B 1. 780 3 R (30]
miR-30 CTGF HFeL [26]
miR-155 AGTRI1 BREAE [42]
miR-126 VCAM-1 #eE R R (18]
miR-133 caspase-9 il R [10]
CTGF HH®A [26]
ERG LDHBRE [35]
HCN2, HCN4 LULIE R [13]
HCN2, HCN4 DHRERY [31]
RhoA, Cde42, Nelf-A/WHSC2 LR R [14]
miR-133a UAP2 #H AL [6]
SRF, cyclin D2 ) R L (8]
miR-199 Hif-1a, Sirtuinl A Y (23]
miR-320 HSP20 S 95 5 - O 2 9 5 . [29]
IGF-1 MpEme [44]

miR, microRNA; Cdk . 41 L B 3 K S FE M 5 eNOS, B — B AL B4 88 HSPL AR LB & s HSF. AT B B # R 7+ Hand, L RER R AT
SR FEE; HON B RABOE R MV @8 IGF S R EKE T Irx, 5 75 817 B HE, KONJ. 6 i 6 % 08 i 8 K% LR
GIA RIS R EE o Mef IR RIEHEENF. PP, B EIBEMA; PDCD, B LT ; PTEN, B MB Rk N AR EY: CTGF, 444
KAEKETF; ERG AKZ BE-2-Go-Go-H ¥ %R ; SRF, M7 K 1 B F scyclin, MR E BB E; Hif LRk FHE Fisirtuin, ZZBAR.
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R HATX miRNA KRR R E , miRNA 7E.L
MEREFHEDETRNRE—TTHHBRSR
o, Fet, —FMHFEHNSTEREEHF. 5,
miRNAR[ LIME R — MK R 2l TR, —BE
1559 95 B9 4 S 6 52 B W7 AR R 128 W I B 9
RS KEIR; KK . miRNA ERR P RERE
AT AR KB R LB H PR & IE - T8 B IR 97 5
FIE) B . 0 miRNA AT LA 36 I 5 2 5 % IF B 37
BB )5, miRNA A] IR R R B R £
KR EXSZATEHHOBRER. & LR,
miRNA 1E 5 /R 12 77 J7 ¥ 89 B0 A L 5 7% 32 A W
FBRR 2R BATHLHA.
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