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[Abstract] Exosome-derived microRNAs (miRNA)are a class of non-coding single-stranded RNA secreted by exosomes , which alter
protein expression by inhibiting the translation of messenger RNA. In diabetes, alterations in the coding regions of genes lead to
changes in miRNA expression. These variations induce a series of pathophysiological changes, such as oxidative stress, mitochondrial
dysfunction, myocardial apoptosis and pyroptosis, vascular remodeling, and fibrosis, thereby participating in the occurrence and

development of diabetic heart disease. This article reviews the characteristics of exosome-derived miRNAs and summarizes their roles

and therapeutic potential in diabetic heart disease.

[Key wards] diabetic heart disease; exosome; microRNA

¥ PR3 (diabetes mellitus, DM) [ 4= Bk & 5 %1%
B TE, O I PRI 2 DM I IF RRE 2 —, H A& DM
R FOE RN PR P O IE (diabetic
heart disease, DHD) #& DM £ & 3 & 80 A & 8 0 I
a2 R AN oy A, AL SORE B
AR A 1) 228 ORAPI 7 8 B RiAR D e 57
B LA 2 7= W) I AN B A RO, BLRBR B 3R AE 5
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FBERZ % (microRNA, miRNA) ©. ) 2 HF 7T, miRNA
K5 DHD 2 (B A7 AE W B R, T3 miRNA T
WESE B AEYhs SR KT, ANIA (exosome) J&
I3 357 25 miRNA 1) 32 ZLE AR, A4 7R miRNA 1E A
Y 08 VRN 2 W84 T4 (1 S B X 7, 7E DHD (R &
JRrhe s mEAE . A ST AN A miRNA FIRF %
e FAE DHD H i FU kAT 534

1 MR R miRNA

1.1 ghastk

BB S A 53 W B L A1 1) — PP ZE D (extracel -
lular vesicle, EV), F 7= Az b B2 5 1 J5 I (1) X EE P e
HNE A 1 N /N (intraluminal vesicle, ILV) (148 i
W Z ¥ 4K (multivesicular body, MVB) f JE k™ . #%
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i it 75 B 4% N AR 43 1% 52 6 7k Cendosomal sorting com-
plex required for transport, ESCRT) /& MVB i J& B A1l
W E B IKE R 2 . MVB 7] LA 5 ¥ i R 511 W
WA 753 LABE R, B 7E Rab 25 [ (Ras 88 24 5% ik
/N GTP B, /N G 8 D A N A Bl BB RL 5
Jrt A T, R ILV DUELAR A 40~160 nm 8B ATE X
FEIRCE 4 M 702 18], S A A e T (b 4 24 i 1) A%
P, LA R B R R A AR B B R T e
DNA.mRNA.miRNA. #4R RNA Al IncRNA &%, 7] {f:
N E B AE B AL 8 1 LA (0 4 i - 4 )
5L, 2 5 g0 S AR AS L B R AR
AR A KA R H R FE 3 W A1l A v %A
W53 AUAT LR B 12 W bR 59, i HAE v+
Y IR ST 55 o0 W RN I ARG oy, Z 5P
2B R R G SR U T RE 3 R AR K
A5(8,15,42]
1.2 miRNA

miRNA 2 5 N S5 PR 2 4 i £ K 22 Bk IR 3%
IS I VETE RNA B2 58K . miRNA #% RNA JE 4 11
¥ S NI miRNA, AR AZ 5 5 JF 77 AR K AR
18~24 ML IR 2 7] 1AL L BE S miRNA . miRNA
5 AGO & H A1 RNA 5 3 U 3K () & & ¥ (RNA-
induced silencing complex, RISC) H (1] H At ¢ B [K] 1
FHEAEFH, BRI H] mRNA 7 FIIRHE" . miRNA
F2 B AR B A AEAG P R L BT PR AL A
I3 A8 B PRI 0o UL W B JHF 2T 24 A4 RRE K 9 i
LRAEAL AR, IR B IR B A AERRRR S, LRIK
BNVF 2 B M0 2 e, AL HERE R B S5 Ak
PAAAE A I 25 miRNA ) 3 B4, T DUs S 5
FEAH MRl & ) 5 miRNA 7E 20 R [R5 2605 5, 540
HaThaE™ .

2 HMirMARmiRNA 5 DHD

DM 52— Ffrig VE A 2R EL I, 50 i R
TR A R RN E . DHD T T 646 ik 3h
73 A R P O UL O U P A R0 AR 55,
A FFOLINEEA A O S e Rl IR SR
T AN A miRNA 75 DM H R OCEEIE A o ok B IR RE/S
SR, 4] 1ML 2 AR A4 miR =192 miR-122 miR-27a-3p Al
miR-27b-3p ¥ 7] 7598 /N 5 o 75 5 6 ) B T 52 A
B AR & 22 HKHT (T2DM (AR & PR RFAE D, T X 6
I3 F AR A A DM S (03 00 1 5 5 RORE
R . 53— TR 78I B s b 5 = 1) /AR
Y AT A (1 Al A B S 2L 1) 5 AR, T S

IR %A T U ITLZH J PR A7 355 « PA) B2 0 L 1% 66 5 M i
¥, 15— e FEFE B AT DL B AR AR miRNA HAT
9 DHD H B e N AR AEbn ST 71 4, ik
AT T2 WY I A2 R 28 5 R 42 0 SR U ) A A AT
DA 0o ILAR B I T2, 25035 DHD, & Bl 444 55 7
WAL 1 A M T v BORT A B T FRBT DMLY 3 1)
O
2.1 Shubtk miRNA 548 ka7 AR 3 ks

KB R AL Catherosclerosis, AS) A& B T4
S L VR ] 5 5 sl ok B 1 R LA A, E T B
IS A8 s e 72 L BHLZEN . DM RR 35 skt 110 e ik ks
TE AR 1E A 3k vy ML WE b, AR AT 30 5 I IR T AR 7 8
I i 57 % /2 AS AU AT IR A1 38, Ibrahim 55 R B, 78 &
A7 AR 5 1 TIDM SB35, SMEAE miR-34a 025 1
A, 320 [V 2 Hr e SE A K miR-34a 5 2 JE[E]
M IR B TG A AL A B B 2R endoglin 22 7]
TEAESRFL I MST AR G o 5 A — Tt Fi, 1% 4b
WA miRNA 1% 2 7%, T2DM i35 70 W& miR-326
FEIR T E YN, miR-326 42 M5 Bk 3 52 R 1) B 8 A
FE BRI Rk KF RIS, T ARER R > 3
% B2 i R IR AIG % FE i 2R R B A ok £
TR UE AR UE 52, miR-34a F miR-326 1] 15 3 (L P
T 40 B A 4 I P UL 40 BB (vascular smooth
muscle cell, VSMC) , {72 #f [a] 9¢ i #5405 v] , 5 2
BB A I 1

R 28 v MU 51 62 4R P 22 M B 1 o I g 2R AL
Je FH LG TEZ B 1P e BB S22 A 24 R 72 ) (advanced glyca-
tion end products, AGE)Z 5 DM 18 1 I & 5E 1 K I
HUHI T, AGE 72 I8R5l Jok i A B Ak HE AR Hh R 3 28 5K
HERER, WV EE RN 2, ROAEIRES 1 9
ek K S B B8 A B I BRI, 9 AR T R BB A% 0 X e
RPY. Tsmail R IAE AGE B3 R, ML /MRS
WA LI A D A/ 0 4455 787 1) miR-223 7T DAyl /b e
B Z A A K 7 Ginsulin like growth factor, IGF)-1R
Feak, JE T AL Y R 20 MO T =R PR e
KA AL o 5 A B 9T R IR PR B8 28 A1 30 I v A0 ik
PRAE A miR-126 I8 T, @i FUE TR R E
(selectin E, SELE) | 1%t # 2 P (selectin P, SELP) 7K -
1) Pk L/ P 2 400 i G B S B NI I T 1
H N B D REBEAT AL AR AL . U, bR
TR AR AR TR MAAR A T miR-155 KF B,
Pt PTEN-AKT 3@ #% , {2 2 VSMC H14H 282, &
5o ik I A A B FE P . VSMC 5 A0 2 5 [ B A T
DL 5 Wi 200 Jf B JEC A i 78 miRNA 7K F . Toliatto %5
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MHE PRI 8 AN A5 B3 1) VSMC R I, A B 4 i
SRR 1 A WA AR A 5 miR-296-5p ik b W] DA
DA T2 -VSMC 6 5 2 1] (465 , e 5 50 fok PAY et -
IR R, I e Bk R RE AL, Y PRI R . A
BRI, AT AT RS R I M R miRNA R s
PRI b kAR R AE o AS I, P S 400 M Al
miRNA 7] DUAFEST AS T o 782 I LB i i = A=
0 L6 BT U7 0 RE A P9 B 40 B 44 3 55 KT Kruppel
FF 8% 3% K F~ (Kruppel-like factors, KLF)-2 5314, it
T3 42 A5 P B 20 73 6 5% miR - 143/145 1) AN b A
Hizfm % VSMC W, N # 3 7 ELK1 M KLF-4 )
RIEKT 5 BLIE VSMC 5048, TAAE T8 T AS
PEFIE o Rl U 1 0 2 7 A ) 1 s A 485 5
% miR-146b-5p. miR-378-3p Il miR-99a-5p, il it
NF-kB Fl IR FE A F- (tumor necrosis factor, TNF)-a
5 I R AT A SOE SR B2 DM e ik S A A AL
H SR BE SR AL T 7

Jeb AR B bR L P B AE 5B R R s B L A 2 0k
O WURESE J5 0 EE R B EEAEM, DM &3 K
O JULREBE FIT 350 ) BE T 38078 iy T 48 8 5 4 1) DL IE 1
JE DM B, HOR AR i AR 5 TS A R, G
WFFE 3R W 5 L Y R A8 52 RE 7 T B R I A A
T84 9% . Liu ZE50E B miR-144-3p 7€ 9% SR 95 &0 i
P R IE T, 5L R R A L A G,
miR-144-3p 7] BL T~ i 8] 78 5 T 41 ffl (mesenchymal
stem cell, MSC) H [ 2T 2 A 1 220 95 B 26 J J: A
[A] Y5 4& Cerythroblastosis virus E26 oncogene homolog,
Ets)-1 #0551 4 J& £ 1 B (matrix metalloprotein,
MMP)-9 it i#% , 3 1117 5% W A Bz AL 200 i %o 387 242 oL 3 1)
B be AN — IR TER B, AR A O R R R K
S 3 A A Ak S MISC SRR F A1 A A ) 3 st 410 1
TGFB1/Smad2 15 “5- i 4% 5 2 k21 O L A52 45 A0 &F 4
5 TRI I 328 S 7 HH e o 8 JRE 7K 1R 5 3 PRI DA A
oL ZR e I TAH 5% Bl R 25035, MSC SR IR Ah i
P& miRNA 7] DL SIS A 0~ 200 0 2 % 22 I 451
1 B0 UL L, T R T LA B G B L R T L R
SE AL A B, A8 R 40045 0 RS 0 5 A, W PR
/IN BG40 B AT A 1 AR i 44 miR-130b-3p K 1A
3 T, R0 LR A/ RS, L S
miR-130b-3p B £ P U 5 B 5 B VA 1k 8 1 T
(adenosine activated protein kinase, AMPK)-a ik H
oK, Hoid ik w] DL miR-130b-3p 5 T (R I T2/
OEEFEH . FEOHLE S miR-130b-3p 3400 1
A PR O LR I/ P VE B2 4% , 1T miR-130b-3p

PO 57 AT 0 X — AR IXRE R AR R T O L
FEZE f5 DM i 35 58 T 28 38 I i Ji A1, (5] B 4 34 44
miR-130b-3p ¥ 7] 41 5 14 A5 7 40 B RO JUL24H i 1) £
5 5 A 38 1 R 8 A ek AR HE PR Sk 1L/ PR 401 4% 1)
R
2.2 shik Ak miRNA 5 #8 & %t S BLJ% (diabetic
cardiomyopathy, DCM)

DCM 4 4 /2 1 Dillmann 2551 45 2 W A0 /)
% i 11T 6 At O L 38 9 0 PR B PR 8 1R 0 U
JR 4 R o AE Rk PR R ) — K g
PR 5 R E , DCM 5500 JI 42000 B2 3888 in < o L2
HR T RN EE T Ca® AL AN ZE R AR T BE S 3« 48 0iE
YA AR OGP B FEAR B, v IURE P DA AR R PR
Co JULZH 0 1) A0 WA A B3, i Bl 248 3 T 400 Jf ot
. 6 e 1 4030 40 W (P B 4 B Bl R 4 4E 4 D, DA
VAT HIhAED . i Li 25508 BMKE BRI K B0
JLZ 2 5 ) A A R B AT sk 00 BIE P R 4
IEAS AN TE R4 S T AR PR K B O LA B 23
B R AN e R E A HE T 0 B PN R 4 D SE RS R B
B o (5] I 3 L %2 380 0 PR K B oCo JUL 248 i b 6 Ak v
PR T miR-320 235 1, miR-320 7] DA i #E [m) 1]
2 Ets2 #44K 52 2 1 (heat shock protein, HSP)-20 #l
TGF-1 {3232 R AM 1) K BR 0o T P Bz 40 B Fry 348 B AN
&, BE T S B0 WLAT AR T AL 5. miR-30c
Ik R 3K T HN I RE PR 5 O L BECNT 3% 5% DL K Bt J5
() R, FF o505 B R 9 /N BRIRT o JUE 45 4 R0 T R .
miR-30d 7] 3@ i 1 5 foxo3a {2 i DCM 0> JUL 41 s 45
T2, BE Ak, O L2 A1 3 A4 miR-9 3 3k L i) 417
il EVAVLL 98 /> = 8 5 5 000 UL 40 A £ 170
b Wh A& miRNA 38 7 DL s i 48 g i A2 B3 3, 5
7 miR-199a-3p [0 T 4H &1 58 53 A7 A= 1 A0 il Ak ]
TN GATA 456 8 F 4 LAk iy 38 5 00 JUL R
TEIE S LAMEAL 3 SMIAA AT miR-301a
SR (IR AEE kv43 Y, 35 7 DCM
(10 UL FELEAE

3N/ WA H AN A 5 5 57 1 mi RN A,
T T 0 B B A [F] R4S 5 7% S 845, X DCM 1)
JJ AT B A SR A R AR T . N R A0 B A WA
miR-126 A /b 0o JUL Hh 9% 240 Jf 1) SR 4, #k] DCM
HHIR 99 M. o 7E db/db B PRI /N BRBEHY L 32 )
AT LLSE hnca UL B R U5 ) M A4 miR-455  miR-29b
(PR IE , FEARIL T Ui #E 5L K] MMP-9 [ 3Rk , 1% 3 [H]
TEHE 5 AR R AR, 5 B AR 4 AL AL UL i fig
BTG, LELE DCM FIREE™ . T{EE AR ZRE T,
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O LA B AT 2B 1 A1 W A4 J2 H miR-126-3p miR-23a
(R b, AT A2 3k N ik A 52 48 B Chuman
umbilical vein endothelial cell, HUVEC) [ Ifi. & 4
B, 0 LG A0 HUVEC 22 18] 3 $7 AT RS 5% 1
DCM AH GO L5 A% SAE 5 o d50f 1) — U 5
IE SN A [8) 78 5 - 48 B T A= 00 2 A A mT DA
AMPK/ULK A5 ‘53 B% , 4] Co JUL 20 5 2 5 g, of
DCM oL A5 B A R 3 1 F .

DCM [RFIES AR 7 — J& A2 Oy &7 5K Th g et
X SE DCM (1) fe B B . O LS I 28 PE A o 2
T2DM 50 JIE & 5k Dy R i A5 Pk 37 FR0m) B 25
FH ORI 5T S TR 97 2110 HL-1 o JULAH L =R 43 25 17
AR HAT O WEHS S miR-1. miR-133a 2234 1
Wi, [R]FFE T2DM M4 H, fEFA miR-1.miR-133a )3
R E N, N T AR miRNA /E 3 DCM 2 b
VRIS . R, SMAA miR-1.miR-133a 7E1f
W R A REdE— 2D 9, AR E 7 miRNA
1E DCM 2 Wb AR pbs &8 711 BT, 185 m B
B Rk B FL L DR P 25 I A AR C kTR T
DCM. fETIDM /)RR A, 587 A4 B0 R AR L,
it 235 HSP20 (1) 4% B K /N Bl 23 7= A B8 2 2 11 4b
WA, B R 2 A0 A0 P, 5 5 0 A P AR, PR SRR
B s O AT I T2 R ER SN AT 2 T e
AV S S 1, A5 FH T 422 T 40 M B0 Y A5 miRNA i
FEIA B R () B DR AN AR, AT R DCM A R 5
RIGITF B
2.3 ShibtkmiRNA 548Kk A £A4Y 258 T

F PR I% O I B 35 295 28 (diabetic cardiac au-
tonomic neuropathy, DCAN) 35 .0 Bl i 3£ . QT [8] B
1 SSON = WY o A0 192 O 192 S [ 171 7 R o
AR, FAU) 3 B 5 A A N R JORE L 184 B B
Ko J B RARPUE M R0, 35 28 WL A% 2 10 R e
HERE, R PG E E A2 A (cardiac autonomic
neuropathy, CAN) 5 2 fi5h /b & miRNA [ 5& [K 2 &5k
Z B AEAEREE, Bl miR-146a.miR-27a Al miR-499, H:
W, miR-499 7 I AN HAK [ 8 0 22 ) 4% AR 34 3R
%, 355 B0 BR AR A AE 2 R, B
FLR I, miR-499A K DA AR 5w e 5 0 JR s+ 48 0 A2
Dy 9%, HABH rs3746444 GG IER R g &
A CAN F XU B i, H CAN U FE = &, (HH
Hi A A W98 K B DCAN 5 4Rk 4k miRNA 2 8] [
HIERKAR.
2.4 i miRNA 5#E R %S ) Z 3B

DM [R1.00 ML H RCE , 38 40 3 e 2 1l A8

O ILTh RERRAS 0 1 3258 Cheart failure, HF) , 57 2% D)
O M FET 5 2 . R 50 4 71 1T 78 5t O &8 37
7 DM 5 HF KU 8 0 2 T8) i) R A7 9 7 B &, AT
DM ) HF B A A T B8 22

fE HF {2 B AA ST, MR miRNA 445
FIUESE o o0 I B AT 25 40 i R U 0 A A4 miR-21 42
O UL R I 75 50 LA JEE, 30 25 G5k L [X 384 T )
HMIAR miR-29a /- TP A 4E A0 AT H I T O % Dy g
BEAGEY . AMAA miR-425 Fl miR-744 7T DLy 1
Bk RIE IR JE R REF 4 2 0B R o LE
¥, Hog b 5 T B IR o= IS 28 (1 2R 18 n
AR, FECONURET 4EA RIS 2k HF B
M7 HME A miR-92b ik T, 57 S L7 U R A
FA2, DRI, A miR-92b-5p 7K Al 4 A2 Wi i
7 AR 119 40> % (heart failure with reduced ejection
fraction, HFrEF) f) A0k EX5

FET2DM MR, S5 1073 2 DR B P 00T (heart fail-
ure with preserved ejection freation, HFpEF) By
W Huang &5 % 3 75 4 IR {2 18] 2% (streptozotocin,
STZ) 75 3 (¥ Bl R 9 K B P A4 2 HFpEF A0 ik, 40465
miR-1-3p.miR-21-5p. miR-30d-5p £ P ) 6 Fh 41 31
miRNA %A T F#, 1 miRNA (miR-342) %1% L.
FEHNBA R miR-30d-5p.miR-126a-5p ik R, 5.
JFEFR I o H B AR 2 AR G, H E RITHLAR 1o AN
2, T Re 5 AR RIEER A T STZ K B Co I CRY
TR B AR OC . BT B AT Sk = X B PR S
O TEREAA R I R RAE A 73 4T » miRNA FERE JRI 02 7
FEVR TP E YT S AR e E A et — T 5.

3 BEERE

AL B AL T AN A miRNA 76 DHD (1) 1E
F o SRUETF HLARAS [ 45 23 411 B S Y58 F A0 304 4 i 5k
g MR A5 ThAEME DNALmRNA . miRNA L
S AR N P55 N R 2 5 40 E W, A5 DHD 1R
ARRE . ANESRIE S0 A A N 259 1) 22 53 AF 15 4
WK IhRE B A B S R . H A W AR miRNA 5
DHD [ 58475 &b T2 280 B B, 764 H 5% 46 28 DHD
[ 2T F Bz, V7 ik — e fik. —=2 £
TR 52 CAFE B 7 4 WA K miRNA [ 98 26 Y8 977 208
VbR EVRE T, B R A D EG J2 miRNA BE K 2H B
2 53| DHD (9% B AR B fE b, 3F H B BT 2 &
miRNA H & DHD A 2% miRNA A i — /N4 — =&
AN PR miRNA X DHD 4% i B4R i 27 B
ATEATEHE, B = 5 HMBAE miRNA AH B A B D) e
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TeAF I A5 5 IR, K 2 B0 T A B AR VR A A

IR B s =2 BT S AR B AR AEAL 73 8 7 %

Rz — NG BOBRE, MR 3 B o TR

AR L BRI T 4 € , (HANB AR B 2PN

DM 5 H A JF A T A A 2 R AT SR AR5 . TS

SR 1 2 PRk, (HAMBAK miRNA /E y—FiEE R A

PEAEYIbR B, 42 DHD B R AR 2 W LT 3R

W B EEAE R . H AT O B SR SE AN AR AR

N HE 1) 245 ) BARRE TEURS 7 1% miRNA, 88 FR - O

M B B ARITAEM . R RS A EIN T %

(K125 45 73 W IR ZU SRR ST A 7R miRNA 4509 DHD f 24

VbR SHIANIG T 48 /U A B 7T
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