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[ ABSTRACT]

EV can transfer DNA, RNA and protein among cells, which is a key part of signaling transduction among cells.

Extracellular vesicles(EV) are nano-sized lipid bilayer vesicles, which were released by every cell type.
microRNA
is a small non-coding RNA molecular, which can bind to 3'UTR sequence of targeted mRNA, and facilitate mRNA degra-
dation or block protein generation.  This study focuses on the generation of microRNA and how EV transfer microRNA
among cells, as well as the function of EV-miRNA in cardiovascular diseases.
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Figure 1. Schematic diagram of miRNA production, pathway into EV and uptake of EV by recipient cells
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geneous nuclear ribonucleoprotein, hnRNP ) /& RBP %]
—F, 25 DNA #5365 T AR W) Kk AR FIS i miR-
NAUS! Bl & i J5 B9 hnRNPRE 95 150 Fn 45 A
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HTBRANTE . H AT 25003697 U558 AS Be A R TR 5
I %2 1 I G FL b 8, PR MR A 9% i IR 1
3o BIL At R 90 X R 2RI 1) BB R 24 4 N B 3R SR
i ELAT T A S RS B Y

RAAS 875 A5 ) 1ML 8 RN PN R (1) 235 46 F 3y
RE , 00T LA S 9 0E 77 A 3 2 Bl ok o 9 0t e
TN miR-155-5p 3 it 1 22 B AR il
SR F A AL B R I A 5K R TR 7K OF R B A i
FE ] o A EE R 0 A5 4 A, DT Kk R AR B AR
FHNOT SR, g N B R B A A v K R
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DRAE R 2 B AGHE ZR AL | h gL R BT I R 5
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e, HHTR R A EE 4.63 12,2030 4R 55 5.78
A2 S BEBRIFE O WU 475 S DR 8 3 1) 258
TR Z =Sy T H At A G0 i A S R R
(s U A S5 ) FIAE AT 2 AL IS (Anse
R IR ) AR T DM XD B E . H
TR R o JULAR AT B O JEE 45 ) AR BB T3 ke =
Sk, HEARBLEI AT 12 W0 BB %0 b5 PRI -0 LA
s 2R S AT R e — Pk

HATHFSE 75, EV-miRNA A 25 T B IR G
O JUUBIAT Y K R M DR /)N B L0 o B it 7
W, L EV P miR-19b-3p , miR-181b-5p . miR-194
1 miR-29a FAH & . O LA AT L miR-194 il
miR-29a, 720/ FlO WLAH L ZORL A 35 PR 52 45, 0 L
240 6 A O A, i O LA R A5 B
LA B Bt nTBECE % miRNA (9 EV, F0
I 2 2 HC Al 40 A 55 S, 52 Wi W DR O 0 WL A5 495 3
e, WFFEE " LB 2 RUME PR K R R 4 B 1
O JULAR 5 T /N B B 9 B A R [R5 3R ) O
JIFE PR B 200 D 1) 5 B T B T BE 48 52 B A 4 o]
YERIFI A GWA4869 (— Fh FM MAMATE Jit/ 8 g 40 1 551 )
BELIWT, HE—2P AR BOC LA B 8 5% 175 EV R B, Bl
PRI R RO WA BRI IR EV 85 i /0 (H T 5 H7 miR-
320 FREH . i R RO LAH A5 /0 RO IR Y B2
R IEREFRIG 2 — 20 SO I P R 240 Jf AT WS
JILAN B AR 55 miR-320 9 EV, 3t 3 g 5 %
BRI 1 R TR 1 20 1 Eis2 (— Rl st ]
5) eIk, R P B 40 I A A BE ), FE T I
IR, DT EEOBE PR O LA 3, 724 B i pE AR
WAL, B 7O E A B2, B 7 20 23 % I
AN EFR Y EV-miRNA BRI T fildn,
RIS 2 BB PR /N BRRERL b i D 2H 2 RE 2K
1A, AT AR E % miR-200a 19 EV 38 i 1 162 i 4% O
JULAH o 46 B, ) TSC1 23k [ 8 I 2 2 L
( mammalian target of rapamycin, mTOR ) 5K
S5 F ], BOE mTOR & A2 75 50 LB JE , it
FEOIIRERE AR L B 5T & B, AMP 4561 114 2R
H ¥ B4 ( adenosine monophosphate-activated protein

kinase , AMPK ) J2 1 i 25 HLAH 5 41 i 58 T~ A 4% B it
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it AT M AMPK-oc T S S0 PR 95 .0 T B
B0 2 ORI BRUIE 5 4 2R ol B 2k 4 ] st
S3 U6 E & miR-130b-3p 19 EV B0 WL IS , 7
O WLANI AMPK-ac 235, I B0 ULAH M 453453 °
K A FFIER) EV-miR-122 #5432 i 2.0 LA i, 40 761
O WLAR L PN £ R0 AR TR 1 ADP-REREAL IR TR 2 1136
ik R AR ATP (77 A IF S A 0 T
REST . SRR T miRNA SO /E IR IR, 7815
BT BBE PR O LA SV 98 55 e T e el st
R EV VR miRNA & HER 500 L 2L 19 7E
FH . i 5543 )& 2 1 9 (matrix metalloprotease-
9, MMP-9) Z 5 4fl iy b 3 i % At , I 200 WL i
FEARIDE LA KU WILET Ak, T AEME DR R vf , MMIP-9
SHEERTE I, C ARG MMP-9 FI5 S0
PRI B3 0 JUE T 40 B A A7 08 A4 AE 8 sl
HEIMAE B miR-29b F1 miR-455 IFIAKFE ETF,
M FEAR MMP-9 K35 | 30 HIE s O WL g aok 72 rh £F
YAV AL LA I AR R I, #2878 EV-miRNA B35 T
B R R O TIRE
2.4 EV-miRNA 50> HFi§

10> 71395 (heart failure , HF ) 5245 .0 115 B
(LRI, 9 Bt A 5 0 WL AM LA RS | 0 LT 4
A GO WL A B2 460, 2 S ECO IESE T 1Y = 2
A IR TT SR W AN BB A A0 % U HEF JIF HL R
I8 HF MZET- SRR BR Y H H R0 T3
U &AL, SR 5 0 T 3 1 kA Rk R D)
FHEE 43 F A BI T HF A9 AGIFIE T, M
ik HF 1 A BT 3,

EV-miRNA P AR e, (e
A A HE W% 12 Wi A 0Ar i J6 Y7 M A,
WFFE I A 2 D WA BE 5 0 ) 3208 % J it 7
H B M P miR-192 miR-194 Fl miR-34a 7K
BT, 9 A miR-192 . miR-194 1 miR-34a K
SAEFET EV i, LA, Goren AL 10 41 HEF
SRR 10 BifEE R % 1 EV-miRNA 357K &
B, miR-92b /KAE HF BB R R, O S0 iR
NS AL N R TR 7S URSIE /RN 0 op i I 1
W EV FF 7 miR-217 & miR-208a & ik 4 1
T X SeR s ¥R WY, 7E HE &R R EV-
miRNA A3 2 A 0 16 0 br 75 9 T e . BR L2 4h,
EV-miRNA 855 T HF B9 B4 B 2, AR A
BRI PO T R R0 T R /N RO
H miR-217 MR KA 3G I, (R Hh 5256 UE 52,
Ang 137550 LA M AE K, 42400 JUL A1 B 53 0 25
miR-217 Y EV, ¥5i% EV 5 e St ig & )5

FRET 4E 40 B N miR-217 &% & T &, JF i o 1w
PTEN ( W5 Bt NLEE-3 ¥ ( PI3K) -Akt 3 #% (1 17
JATEE) MO LA AR K, £ 4 fbbric 2 R 5%
I, NE T HE A AL RS ERALRES
O J7 5 /N B R ) P R 48 D miR-146a 36 34 1Y
T, FE3Z 5N B2 40 M Y, miR-146a BT B 3% R A
NRAS ({2 20 i A= A7 5 15 58 00 SC B SE X)) 0 461 o
AR, RIS, SZ 400 N B2 402 W & & miR-146a
) EV , — 5853 A M6 P8 08k R S AR R, 55
— B A543 W 2B miR-146a 32 Hi 20 L4 A
PRI, L ] Exbbd 17 1) 45 25 MR B8 B, 4 O L4 A A
IR R 0 B R R TR G T 40
ML) EV-miR-294 FJHE ] 4% 5% A F CMY-C S KLF-4
B R WURESE 5 19 25 4k 4k, T 95 0 LA SE 5 3
B0 T2 ) A RS2, HH TR 2 ZUAS [ 41 Sk TR
AN miRNA 8.0 ) 98 & J ik 7% b ml BB A 56 4
AHSZ AR T 1 G i 4L 4k TR A4 ] 75 J5 40 it 43
W EV-miR-200 , T A5 R4 il 0 LEF 4 fb i K A
J& NI SELE HEF I e 5 {5 2 B8 W 40 i Py ad S Ak
YT 38 5 W) 406 324K y ( peroxisome proliferators-
activated receptors gamma, PPARy) I 1% fi¢ #f EV-
miRNA-200 433, 7E T mTOR & A2 4 320 JUL 40 it
RO, TR HF A& A4 & B IR T L4l EV-
miR-146a B E8/0 7.0 WLAN M A 3558, ] T 340
BT AR, SR 10 VLA 4N I B Y EV-miR-
146a {2 3E 7O NI AE A= B, 35 0 T 2EO LB
PG B0 S 22T X AT RE S 0 R R B B
K EV RIEHM AR A, O )15 v R B, O
JEVEME EV A& 33 42 P 1 miRNA ; B399 5 B JE I 1
EV-miRNA A BERFEBIRMEME ', IF HOR[H 40 i
RVFAY A Tl miRNA A S s AN SO ] PR O 5 22
HE— 25 BRI A UE S 7 JE

3 INEERE

PEAH miRNA B 8% 30E B 78 O 1045 95 0 v & 4%
HEAMEHLEV E MR AR E 12 % miRNA Y24
R EIE . AR SCHEAR T EV-miRNA Q0] = 4 |
iz B B AR TS0 A0 it B ML B R B P AMOF
FKT EV-miRNA 78 JL R 2800 1M 45 5 9 , 40 ok o0
g e ILHS. AR DRI AU WILAGE £ B o0 T3 68 vy U s 3ot
FPERC™ ) EV AE NGB A 4 a4, R
AT REZ Wi vk e 7~ |, (A FL T RE 9 N H A
L BB LR = A ROKF, BB RGN T .
5 — WA AT R R RS AH I H BV, S/ EV
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P ARAT EEAREE DI RN 5 1, — Pl AR 4 LR/ AT
VSR ()RR A 3 o 2 B0 VR AE L R AR A, R
eI R bR S A, W CDY ,CD63 1 CD81 4%,
AT A2 — o 3255 B 1) 2 2R %, B Tetraspanin 58
T 3 i o e R R R g4k 33X B R O vE AN IR
G ISR R, 5 = B EV A RA
FERMERbREY , BT R $2E 3], Tetraspanin J& EV [FR
AEAEHILP)ZRE R A, B EV
B AR I 5 32 I W, 1% 1 =2 (8] 40 4] X 45, 3 356 43
WARIHZ = 1, B, BET A Ik, 56T EV-miRNA
TEC LS Y B T A 12 W S A6 97 A FH i ZE 6 58 B
Br, RKBR T it — % EV-miRNA 1 7E H K #l
il ) B 3 220G i BV py gl fk, DL EOE N H T
797 N
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