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FSE: 48k %8 W% (diabetic cardiomyopathy, DCM)A4E R 569 Z FH KIE, LA 2 HAER®EH
NEEZFXEZ—, HTDCMAYTHEH 69 F M AR KRS HRTLETA, DCME T e sfa2h
Wt KB e ik % bk o RABAEFAEA — AL AR, EEARAEDNAFIIREGHFALT, K
HARRAEGTRAEAT, BADNAT AN, A& O BMMfIERARNAR N S s, TR,
ENZEEHREDCMEY KR TAZF A EFT MR, AL EEELEDNAT AL, A& B ihfdERmD
RNABE=ZATF @, FDCMAE X6 R M B AL FAH T LILREATIEE, GERERALREFOAREAN
RN EFEDCM 8 K m bl k3238 5 %
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Advances in epigenetics of diabetic cardiomyopathy

HU Nana', MEN Bingxin', ZHANG Yaping', WANG Yihua',
JIANG Yujiao', ZHANG Jin'**
(lFirst Clinical Medical School, Lanzhou University, Lanzhou 730000, China;
Department of Cardiology, First Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract: Diabetic cardiomyopathy (DCM), a serious complication of diabetes, is a leading cause of death
among diabetic patients worldwide. The complexity of DCM’s molecular mechanisms and the incomplete
understanding of its key regulatory pathways pose significant challenges to identifying therapeutic targets and
developing effective drugs. Epigenetics, a field that studies heritable changes in gene expression without
alterations to the DNA sequence, including DNA methylation, histone modification, and non-coding RNA
regulation, has emerged as a potentially important factor in DCM development. This review summarizes
current research on epigenetic mechanisms related to DCM, focusing on DNA methylation, histone
modification, and non-coding RNAs regulation, to provide a theoretical framework for a deeper understanding
of DCM pathogenesis from an epigenetic perspective.

Key Words: diabetic cardiomyopathy; epigenetics; non-coding RNA; DNA methylation; histone modification
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S MBS 2 Z AN HA REMRRH L
M5 Thaeid e s, 7 b R AR . R,
X W PR B e I CRE JEAT 5 RS Wi AT 9, X T

B bR99 0 VL7 (diabetic cardiomyopathy, DCM)
TR R I 1 E O RCRE 2, o BAE B
X, WREACRLE . RAERMN . RS AME. O
VAR Sidl . i bE R 041, DCMI R4Sy
THLH] R TE A B, AT AT A S B A i
ok, RMEAL I K RN EDCMIT 43 1
PUHAR B TR RS . BEAEOE L RO BRI DCM 5
M ALAB M [ GG, (H 2 & T — R
RAEABAL 55, B Z X DCM R W B AL B4 1) £ 4
ERGNEI M. AT 5 £ 45 DCMAE R A%
IR ORI TR R, RGIR I DNA AL
HE AB I DL R g TS RN A 4% 25 38 WL 18t A& 18 1
HUHIZEDCM A AU e IR, R N R L
RIFHLRR LIRS

1 DCMAyiEE

19724, RublerZs: ¥ Yl 52 2135 43 B FR 9% i
A IR R B O AR L R R
A al HA O BEGR S BL R, RA T IR
AR . BEJE, 19744E, HambyZ5PlE
B TDCMAIMES, DCME—Ff a7 T & i & A1
e A7 PR S P LR, 3 B FEARR A AL 4
WLEER NI BE R B MY . O JULEF 244 DA B2 B3 1t A s
AR, IR B R B AT R R RO I E . T
K, FKTDCMKIE XL WibrEAW €. 2024
S, WO IEA 2 23 B AT BB R, BB DCM
5 SCRTERE PR IFATAE [ B8 T H 3L O LIS 4 A
(B &F 7k Zh e AT,

DCM & # JR I 8 O IR SR T 1 R B R K 2
— 70 A Sy —Fh SR A O WL . DCMUE Y]
F BRI NET TR DI RERRS , 5 FFBE O LA JE A1 £
), B RS KR, DCM AT IZ 8 A8 NI 4
ThERErg, & S 80U I o B R AR 0 ) 28 .
HAET, £-XIDCMMEk = Fe v y7 F B, IGIKIE
FEAS ARSI . s . Mg, Fi S sayT
AR AE TR TN E. Hi, RO EERA
WADCMEI KD L, DA RASHEIRTT

SRS TR LRI AR

2 RUEREIHEDCMARIER

RN B AL NE & B¢ - HH Conrad Waddington 1942
R, A TR EDNAT B A K A AR (1) 15
T, RERFIERMFR PR AR AR R, R
NEREA R & 5 EE 5 B E ARG, R
FEAB M AE 22 Fh 52 2% 0 1 R AR AR R o A v R 4%
BHRBEWIEEH . DCM&— Ml B (1) 52 845 R 2
ANIA 85 PR 21 3 [R] S0 R o ISR, AWFFER
W, WHDNAF R HEAEHAIEmIEIRNA
W LE NI 2 MRS AL 121, fEDCMI) i 2k
T rp i o2 A ().

2.1 DNAHRE . ZEDCMAHH{ER

DNA B4k /2 $5 fEDNA F 20 3 72 lilf (DN A
methyltransferases, DNMTs)[FI/EH T, K L3
H LA 255 BIDNA 73 -1 v BB e ) 5-Bk Az b, A
T T BCS - FF O s g PR B . DN R R A0 38 5 4110
HlFE R R L, £ RN TR EE
AFEP, HAr, EDCMAEPRE L FEF, K
IMBEIR S S HAH AR ™ W] g Jd L i # DCMAH
RIEH A B X3 F AL KT, 5200 A OG Jk [A]
2RI, M2 E5DCMIF R B EEFE .

DNA F B A 38 2 1/ 2 S0 A0 IR 0RH 5G 288 B ) 3
L2 5DCMIMI R ERJE . AItFiRmE, KRS
(1 e LIRS A I8 WO 2 MR A LR 1, 12
B R B e A, R A1 R LA B R T
OV AL DL R0 LW 46 Th e B A5 55— R 1) 3 3
AR, RASHDCMMIKRES KR, 2t
H R S AL B (glutathione  peroxidase, GSH-Px)
FNAEPUEA T RS S B, T
AP o3 fifE A2 DR AR SR B A 477 Hh R AR
U, L, GSH-PxATSFhAL, 2t
H K AL I 1 (glutathione peroxidase 1, GPX1)
R Az U i R L & R PR
(advanced glycation end products, AGE);&7EAEBF{T
FAETR A P 2 B S R Y i B A R
BB R 6 5aE— R TR B a5
Zit RN A A AT S LR PN AGETE
A% P AT I W R R 1) R Sk RS T AR R B AR
WrFERY], &MKIAGEW et GPXIH R A 3 71X
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—>| SERCA2a } LB TH RS o
_>| GPX1 }
— > DNA 34k 4{ JunD }
——I SOCS1, SOCS3 |—>| IGF-1 ]—-— AR >
—> AGO2 N Btk & > [[1§ AGO2[A £ Fifk 4z | |
HDAC3 HADHA
RMist % » & 1B > HE[A BB
VEGFA,JAK2,AKT2, | [ oo
HDACI1 STAT3.A ML P9 T ERERT
P oY A | o-MHC #iilo-MHC5Titin o] R T s
| HEAILERLE K897 1 ke e U JULEF 45 Th g P 5 |
»| LncRNA Kcenqlotl —»f #i% TGF-B/Smad ifi % » DAL 4ELL <
»| LncRNA HOTAIR [+ FUS H SIRT3
o
E4RFS RNA
— e M LncRNA MALAT1
L LEF 4R Th e S
o

ASERCA2a: LM Ca*"-ATPHf2a(sarcoplasmicb reticulum Ca®*-ATPase 2a); GPX1: 23t H kit A AL (glutathione peroxidase 1); SOCSI:

R R T3 5 % 340 5 3 1 (suppressor of cytokine signaling 1); SOCS3: A 7155 1% 540 &% 11 3(suppressor of cytokine signaling 3); IGF-
1: JEBZEMEEKEF-1(insulin-like growth factor 1); HADHA: ZMi4iEEAN S M =Tk £ M85 &4 a(hydroxyacyl-CoA dehydrogenase
trifunctional multienzyme complex subunit alpha); VEGFA: L4 4 5 £ K F A(vascularendothelial growth factor A); AKT2: & F#EB2(protein
kinase B2); JAK2: Janusi{ff2(Janus kinase 2); STAT3: {55 5 HF#% 3% % KT 3(signal transducer and activator of transcription 3); AURKB:

Wt g B (aurora kinase B); a-MHC K1897: o-JLEREE [ 5 55 28 189747 #i & B2 (the lysine at position 1897 of the o-myosin heavy chain); FUS: K&
fil &2 [ (fused in sarcoma); SIRT3: JTER(E B A5A F3(sirtuin 3); NLRP3: NODAFESZ A% [43(NOD-like receptor protein 3); Cytochrome b: 4l

filu 5 %&b

Bl RILEEZIGEDCM A {ERHLEIE

B IAL, SEGPXIRIAKTEE T, Bk
T LR B R A AN, (R EDCMIF) R AR R R
JRUL, BAh, JunDAE N E B SRR R,
TE o T HR (1 4 7 P O Rk BB i I D DCM AR )
AL RBOR B O I BE RS Y. HussainZ5! PR
W, EDCMEAEMKEIRES, milEE SR
JunDFER G 3l 7 [X iy B 3 A A e €0 )57 45 4 SR 4

W T JunDEER 5%, ffiJunDFRIEKF R
W, 0RO LA B A R BOK T, A& R EIDCM
/N ER L D REFEAS -

DNA F Ak i o o 4% 68 & R AR AR KR -1
(insulin-like growth factor-1, IGF-1)%&iAf) M,
AT Ja oo FULEAE MR FF) 8 A B2 IGF-1/EDCM A
PR R R R E . WHFERI], IGF-17]
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T I VT 1 AR R UL I 3- B/ 2 1 U BN 4 P M
SRS T, 0 A RS = 0 UL
HHRVETS, AT EDCM O I e 4
K115 5 & S ##| 55 H (suppressor of cytokine
signaling, SOCS)Z % /& — 2 HI 40 g 7 A= JF S it 1%
BEL 7 400 R IR 7 15 5 4 Sl R A S i R IR LT
W E B, SOCSIMISOCS3VE A i% 5 I i) B i
b1, mEE S JanusBilF2(Janus kinase 2, JAK2)4h
G, P AE KB E 2N FIMIAK-STATIS 5 1%
S, SEUGF-1RIEAKF R, MG H0E LA
MR TS DNA A AB 16 7 L 1 X 4% o B AT
HEMEH . —BYRR R, DCM/N R
WA Dnmtl . Dnmt3afiDnmt3bH)FRIEEZE T
W, BUESOCSIFISOCS3FEIN i 31 X 5k I DNA
FAL KBRS, 23 T SOCS1MISOCS3 I F ik,
T TIGF-1[583, I 7 H O DhRe A 4 i 21
RIS, HARE AL L2

DNA A4 38 i 4 4757 0o LM D 110 45 Fa 4 ok £
i O JL P I 05 US4 AT Tk The o O LA B 5 AR S
() 248 1 PR R A JI AT 45 0 & 7K D e 1A % 0 31
o FRRA R OO N —DCMK & i B H 1) 9%
R R, M Ca? -ATPHgE2a(sarcoplasmicb
reticulum Ca**-ATPase 2a, SERCA2a)/&:CoJJLZH i P4
JULZ5 O IR AC A5 58 1 1) 2 B 4, S I Vi RE AT PG 45
BT R e e BRI Y 0. SERCA2a%
ROV A TS B REE, R K RIEK
A S DCM R JE 2 DA 9. wiF 7 R B,
LncRNA CCRRA[HEE_FiFHFTO®E A iRk [ EAZ 4
ML AIRNA N6-H FE AR (m6A) 2 FIEAL il 2 —1HI%R
ik, B/ S SERCA2a mRNA FmCAf 2 H &AL,
fEESERCA2a )3 IA, 1 R R Lo UL 1 ¥ W 4
RErsk shag,

g LATIR, R [ DCMAR S 0% 2 K 5 317 1
DNAFEAL, (A NBHIEDCM&E AL N B, O lLgl
BRI T o0 LS 46 T e 95 15 55 3 2R a3k 2 2 Ak — Fob
EEMIRIT RN . SR, H AT R ITEF HDNA
FH A R 2 25 ) TS5 576 7T DCMIR A AR I PRS-
R, P3RBT, PUHIT H I 22DCM i 3
R RGBT TR
2.2 AEHEIGEDCMARIER

/MRVE NGB R I B AR G/ o, A EE

JVEAR(E S H2A. H2B. H3FIHAS P #L4k) 14
S IIDNAZL R 48 BB 6 A8 20 2
B A it R A TR B A B R N AN [R) 1 4 27 B [T Y
LR, AT A R s g € B 0 45 ) N
FAMRE IR [ e SRR, LI 4L R (B 2R
R B L. OB, B, 23K
FLRA S, HP 4 E O OB B MR N B T 7L
BN EZRAEABEA, fFEDCME) B
HOR AR AR

HEACBAEMW A E B L8R b
(histone acetyltransferase, HAT)EfL, W& %
Z. WAk B (histone deacetylase, HDAC)N| 71 77 £
CMEHE ], DA AT, i Gt AR S5 A S IR,
AT 141 6 R (¥ 3 3 R A4 . HDAC KR 8 /7
B [E) Y5 P R 25 M RRAE TT 2 U 2K T 2RHDAC
(HDAC1. HDAC2. HDAC3FIHDACS); 13
HDAC(HDAC4. HDACS5. HDAC6. HDAC7.
HDACO9RMHDAC10); M2EHDAC(SIRTI.
HDAC2. HDAC3. HDAC4. HDACS5. HDAC6.
HDAC7); LA} IVZXHDACHDACI1)?, Wi %
W, HDAC3 A #eAr 2 dokif, i (i 1 2 p-
IR S B R g ——— e It S e A i Ui = Th RE 2 g
S &5 a(hydroxyacyl-CoA dehydrogenase
trifunctional multienzyme complex subunit alpha,
HADHA)RI303 A R & LAk, S EILKIE,
NI A R I B- 284G, 3 SR bR P9 i 5 T s
FRHIE R . BRI 2 I 10T R Ty v A SR A )
Pl AR P Joit X AT AR, BT 7 AR K T PR AR
JEDCM LA L 1 SR Ak 38201

HDAC T R] 38 3 4% 2 A~ ML A2 A SR ZE R 1
2H 8 FAH3 28 917 41 % iR (histone H3 lysine 9, H3K9)
(125 ZmeAk, IR o U I3 PN R D RERREAG  ZH
A8 i (extracellular vesicles, EVs) e 2 fRE i 2 41
M AR R S R N, WA R B . X
B S AR = AE DI RE 7y 1, S 5 ANLIE 1S 5 1%
P BEFCRIL, EDCMAEERERE T, Py A
2 i (endothelial progenitor cells, EPCs)>KIFHIEVs
H g 4 THDACIPY, X SEEVs A i@ 1 ITHDAC1
% WA B T, BRI N R A KB T A
(vascularendothelial growth factor A, VEGFA). &
H B B2(protein kinase B2, AKT2). JAK2. 5%
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o
5
5

GH O
-

— @

' ,

Oxidative
stress

Hypatocyte

Cardiomyocyte

GH: EK# K (growth hormone); GHR: KM 3K 2K (growth hormone receptor); DNMTs: DNAH 3L FEHE(DNA methyltransferases);
SOCS1: 4FFE5&SFMEELL: SOCS3: MBHEFE & FHHBIE A3 JAK2: Janusiilii2: STAT: 155 T K% WIE T (signal
transducer and activator of transcription); IGF-1: R ZEFAKREF-1; IGF-1R: RS FEFEAK R F-152 K (insulin-like growth factor 1 receptor);
PI3K: %/t LA 3-8 (phosphatidy linosit ol-3-kinase); AKT: # [1¥##B(protein kinase B2); oxidative stress: % ftSI; Hypatocyte: FF4l

fid; Cardiomyocyte: CrL4H AR

&2 DNARE/KIEIE TEIGF-1FRIAMEBIDCMB SR

i RN % SR W0 TR -3 (signal transducer and activator
of transcription 3, STAT3)FIH It EEB(Aurora
kinase B, AURKB)% & A B &R TH3KO . 146
A P 111 8 . o W = 2 s
fF 281, SR FFHD A C 41 ] 77) 747 3, P 0 4k B2 M R 7
EPCsJr, Al EVsA 3 HIH3K9 ZBEAL KT N B,
PR 0o I 1A B TR GR AP 1

T BRAZ JEL I K73 (sirtuin3, SIRT3)A&—FhLk
btk 2% OB EE . SIRT3ZERN T AKHE 150
b, Hge D R B A A KB B MR BE L AR
AP, FEESIRTI AU EA 2 LWL AgS 1, T A
BHEHNZBALEEIIRE . Argonaute2 25 [ (AGO2) A&
RNAG SR E &R % O EEEY . FRF R
W], AGO2W 5Kk EM N T TUFME &
TR TUF M5 28 K44 F 4% 1 %% (electron  transfer
chain, ETC)IEIEMRNAMILE S, MG 58 28 h 4
SRR B RCR P FEDCM/N RS o, R
SIRT3fZRIE T M, 159 7 HATAGO255440 K1 i A

it 22T BEAGVE R, EmIHDH] T AGO25 2 ki fA
iz EHATIMMLTBII4E &, FHAS T AGO2[m £k ki
WHI¥iE, FETUFMSZRRETCI EmRNA
SEAIR/D, BN TETCW ARk, RA S
TP A A B, B KL 3.

S B 1 LR A A A 0 R T ) — o i 2R SR
BB, B LR AL A AN 45 A T4 A
HERIRIE, MmN RIED Rk, A
B A LR A AS 1 mT a1 O URE BE J5 3 B A
YT BB B M B S S N IR S PR G TE ML B s Fa
B 0 B B I R ) Bh Ok 8 5% 4 15 AE
B, OIS g h e AT, o-ULERE (A&
B%(a-myosin heavy chain, a-MHC)5 LBt H
(Titin) FEALT TR A AR B 2. W iR W,
a-MHCH 1897 i & IR i FLER B M T R iE H
Titinf{AH EAEFAPY . —Tigh ¥ srse R, 76
ZkE N FHFHONZHBE N, o-MHCEH
1 897 {7 #i & R A FLER AL K B8 25 R DY, gk —2b
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AGO2

malonyl
AGO2

malonyl
AGO2

AGO2

malomyl: P iHE; AGO2: Argonaute2® [H; TIMMI7B: ZZKifA%% 12 A TIMMI17B(translocase of inner mitochondrial membrane 17B);
TUFM: ZBR04REH 3 ZE 4 A F TUFM(mitochondrial Tu translation elongation factor); SIRT3: YLER{EEHFI[EF3; Cytoplasm: 4UJfIfF; Mito-

chondrion: Z&Hi{Ak

&3 SIRT3XDCMAYRIFIER R EHLH]

W FER B, fEa-MHCE 1 89747 i 2 L 1) FLIR AL,
BRI /N T, 551 89747 A R 1 L R Ak A5 1
B 59 T a-MHC S Titin (M BHAE ], &5 K
OLEF4E ShRE g Y, BARSC T E AL IRILTE
DCM J& H (I /E FHBE TR M A R, AEAE Sy — o %
MR M AL i, KR A I DCM ) 4+
MUHIPRALE AT 50 B 8%, B EZ R SN .
2.3 FELRAGRNAFZZEDCM A HIER

JE G RN A Fi FH 5 DA 4 2 S5 1T 1l 11 A 4 B
HEPIRNAS T WIEFIKE, EHmMILRNA
S NKBEIESIIRNA(long non-coding RNA,
LncRNA)FI4E 55 JE 9 ASRNA . LncRNA & K iR i
200 MZH R IIRNA S T FEBEARSRMISRNA N v 3
— B9y NI/NRNA (microRNA, miRNA). /M
PLRNA. #Z1Z/PRNA. FRRNA. tRNARTAI /)

RNAFIPIWIAH EA/EFHRNA. HH, miRNAKH™
ZINIREDRE, CRCADCM 2 T LTI 7L A
RANHIIE S
2.3.1 LncRNAZDCM ¥ #91% A

Z ALncRNA AT % 2RE [ b 2 5 DCM)
JRELERE . (EDCMAKA K BT, FFEm MR
A0S % R -« BEE OCHE ROEAS T I B, Rk e
WICH -0 AAHES 25 - 1S5 2 40 IR+ (1) ik
FERRIE o IX L8 S0 R IE (R e O LA 4E 4k . 0
FEHM ORI T ERBE N, RAFEO
WLThBE RS, WEL R, NODFEZIAE A3
(NOD-like receptor protein 3, NLRP3) % iE/IMALE A
RNE SR B AE T () B T R -, Ko S
DCM K BB RSO LA E OB 0 UL B AE T2 AT
WAL 2 UIAR P, HF 7R B, LncRNA TINCR
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CAEMPILEY  20254E4548:91H ZER

W NLRP3 mRNARI R E M, 1F 17 %
NLRP3 RAE/MARIEAL, D CM i s BE
FEBT, geAh, A ANK1S Yt ik KB 25X A7 &
LncRNA GAS5tHZ H5ifi##EiX —idfe. A HFFIEsE,
LncRNA GAS5%3E N i Al i id 2 #ENLRP3 4 4iE /)N
gL, IIEDCMIR FEERERS . AR £,
F i R R P IE G T LncRNA MALAT1 3£
ik, AMHINLRP3 #E /MR &, HET R 0L
1B, MLncRNA HOTAIR U AT 3 i 5442 A
JERG EE FHSIRT3ERIL, HGE miEA SO0
S PR B TR LA E B

LncRNAM @B HEHEMLEKETF-B
(transforming growth factor-B, TGF-B)/Smadfs 5 i#
%2 5DCMIP R EERE . O LEF4E 4k 2 DCM A 3
HEJR A OHFAE . TGF-B/SmadfE 53 1 ) 57 5 3%
T CHUIE SE 2 S DCM O ULEF 4E 4K 1 25 FHL
il o 120 % 0 S I B o0 JUL ok T 4 2 L 1) JUL s 2T 4
U4, R A R B FE AR, TR B A
B4 EEAiEE, SECOIAER S 40P
YAk P R —TEh e R, fEDCM/M
AR, LncRNA Kenglotl Ri& R, 1E N4
PENJERNA, LncRNA Kenqlot] AliERE “HF4n” B
W Bt miR-214-3p, fifE i Houf 2 Dk K 21~ 1(caspase-
DR E 6, S caspase- 1% . LT
caspase- 11t — {2 ¥t Gasdermin D2 [ 89 1J) K IL-
1BIIBE, FHBE TGF-p/Smadifi i, e &AL ik
LA 44k, nEIDCM it R 28 E Tk,
LncRNAJE % SO0 SN . O ILEF 4R L4
MEET- 2 MblE], = 5DCMEREHRE . TEH
ISEEYIE SR
2.3.2 miRNAZDCM ¥ 94k A

miRNA F 2@ 5 H AR mRNA 3 4R 8 3
X &56r, ) #EE R B 2R B 5 S mRN A R 57 1
B fige, kTR EE DR R IE HEAT SRR . ARk, FE
el B ORI PR & FE, miRNATEDCMIYR
PR P )2 A SR N R

%2 FhmiRNAZE T DCM [0 LI 48 B B 7 T
ERERCEENEH. BARENETE LR
(norepinephrine, NE)& A ETA, W 7E R BL =
{L B (tyrosine hydroxylase, TH)#AL A ZE B,
WEa2z R IERKWNZ O, ZAHE

[ i B- R AL B AL T ONEM) . NE 5B-'5 LR hg
ARG, RERS LIRS . AR, R E R
] 4 P R R % & I (tyrosine  aminotransferase,
TAT) AL & A B2 i), miR-133ak2 O I 2R
R IA i A FE S MmIRNAZ —. A REY, 1
DCMH, miR-133aKis T T TATR L KI5,
BET AR B B R o AR, FIRINEM AR, R
ST DCM & LS T e AR
FW, miR-2501FKE T W A% @ E i
SERCA2alf3RIAKF, F& el O 7] 3 v B3 1
O AE T Re

miRNA A $1#] DCM s 33k 78 b S804k B &
Ao BEFUREL, fEDCMIREEZEFE R, 2k k2t
A] 21 4 AL P 40 A €6 2 KT 1 R AR 3E 1 2ok ik
TG R, 3T S T TR A K
A8, TfimiR-92a-2-5pREHS 5 A FILE Rtk fr, HE58
il RN Eiof NS N1 AR o= R o A i N =
] 3 el b O UL R I R AR SR T A0 UL
IhREREATL,

A, 22U FRERY, £ MmiRNAKRIE E
A AT 3 Bk U T U RIS DC M) e 1
TE RS S IO AR B8 T, miR-223K 1A
BET . PHImiR-223 AT F#IHINLRP3 %8 P4 /M 1)
WA, AN IR DCMEK B0 LA 4 A A0C LA
MRAGTE T, AR, miR-320//)id ik e
R R CD36IFRIL, 5 80T 25 M 107 R R LT
o, g Rl UEEEE, B EEN,
HDCMI KA, H & A2 5DCMIF BRI
FHEEMIRNA K H AL H] ) e 4517 22,

3 BE5RE

25 FRTIR, DCMZBE R I ™ B REZ —,
HoaFoLm a4, Harfhsk =5 5wy FB.
DNAH J:AL . 208 A& DL AE IS RN A 1 45
FWBAE B DL ] 7E DCM 5 2 AR B FE R 4%
FHETER . 8RB AR B A — e i3
YBIT IR IR AL 7 T AR R g, HDCM A
LI AE AL AL 1) R AT 7 B I DA 288 e AT AR R i
JG. MAWFRE, RUWBALEMXDCMMIRTT
BA— @ AT R R AT 5, BN RIRA
WEFEAH AL, I A R8T T8 97 HE R
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%1 LncRNAZEDCMIFIESIZHIEE{ER

LncRNA FikARFE A 2R
LncRNA TINCR oY TR BENLRP3 SREMATIVEAL L ULI AT SR [37]
LncRNA GAS5 T TR FENLRP3 5 IMATEAL NI Co LI AE 3% [38]
LncRNA MALAT1 T FIHINLRP3 5 AEAIMATEAL I8RO L J B [39]
LncRNA HOTAIR Fi SEPRMEGEE, BIMSIRT3RE, BeEmiEn S0 Ol AE T OILRAE RS [40]
LncRNA Kenglotl i WS TGF-Bl/Smadid@ i, ek L LET 4k [42]
%2 miRNAZEDCMIRIBHIZHHEIEER
miRNA xR MEH R
miR-133a T FIATATINER L, RSB RN, FOHINER G R IR LA T Be Frs [44]
miR-25 T FIHSERCA2alfRIL, Bt LIAE DI RE [45]
miR-92a-2-5p i WESRAN M (R ORI IS, DA IEMEE A G IR DR IRRUTR, SCE OHLETIKIIRE  [46]
miR-223 i FOHINLRP3 2 NMAT AL, B O VAT 4EAL AT Co UL L 1 [47]
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