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[ ABSTRACT |

fluids, and mediate molecular pathways and biological behavior of recipient cells by transferring various bioactive molecules

Extracellular vesicles are lipid bilayer-enclosed micro-vesicles generally existed in many biological
to target cells, such as microRNA(miRNA). Recent studies have found that miRNA in extracellular vesicles plays an im-
portant role in the occurrence and development of atherosclerosis.  This article reviews the selectivity of extracellular vesic-

ular miRNA transfer in atherosclerosis, its regulatory role in the development of atherosclerosis, and its potential application

in diagnosis and treatment.
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Z T 20 RT3 0 A0 L A1 B i O 4% 38 T/ RNA
(microRNA , miRNA) M2 5 As %5 B AE B )
miRNA JE—ZE P PERY (18 ~25 ANIEE K 1) /Ny
FAEGi S RNA | BE % 75 5% 5% 5 /K 7 I 45 8 i PR/ 4R
FE, NS5 As k4 K, miRNA 7] )
B TE AN A0 3 v 5 52 2 A R ) P R A
i it 2 g O TG 7 AR W b DR AR 1, L3RR 1
AIYEZ P A BRI B AR 1 N kA ARk, I, RZ
WFSE B R A/ BED miRNA TEZ W8N As 210
G MEAE AR bR B . AR SCEER T As B 4i i
HMEEY miRNA 88 e 81 DL TE As A,
I SRR /ML miRNA 18 As 2B FHIAYT AT
FEN FH TS

1 ZHRESPEEE miRNA S5EhBkREREWL

As S8l KA AR 3l ik i & Az e H L Y Ji
o As KEH B 24 m] S B e T B T 75 A 3 Ik A
FER RSB ZE , i PR 1 2R3y v XUl 2t o AL
FHRE, 3X A2 As 15 & M AS KL AR R
As BEPAEAEAE R 1, RS0 i o 3R AR 3 8 8
J& Ry Gy A BER v (8] 95 K il 4 A ML T B A A
A& A B B bk | £F el i 24 A AR T 1, SR S
RBEANAEE AL FE XA i AR v & 2 A 2R 40 i
AUAHELAE D, B35 N B2 D RE R A5 | A% 1 W 200 J 7=
T I AE F W WL Y (vascular smooth muscle cells,
VSMC) 458 FE#% LU R /MR TS SE i . A
ZAWEFEIE ] miRNA 5 As 19 & 4k & % U1 A
ST AR A T AR R TE miRNA X 7= A 41
AR b I AR R O i RS 2
AN a0 N B2 41 M ( endothelial cells, EC) 3F- i L
2 fifd ( smooth muscle cells, SMC) . . W& 40 ifd | IfiL/]N g
A5 | TR T A B ARV A A5 miRNA R A 240 M k47
AEE BRI As 0055 A BT AR, T TR
LR As 20T miRNA LR AANMIMEI A PR,
ARIRIZEII R A A () EV-miRNA K%t 52 1440 fifd
RPETEIIRE (R 1) A B TIRA L] EV-miRNA 7E As
HRYEY A IIRE
1.1 miRNA B3N AASN T8 B IR 14 5 BBk
FEREAL

As B miRNA 41256 A 204 i 1) i
PEVEATS AR SR T I8 00 2L, — POl s h 4t i
HMEER A R FEME AL 2 miRNA R E 1Y B ik
F%ft5 hnRNPA2B1 \Argonaute-2,Y-box ZEOEA 1
( Y-box binding protein-1, YBX-1) MEX3C , FE S %

HAE RNA 455 8455 F 16 51X 48 miRNA fL5G
HEA LRSS B Villarroya-Belti BF572H % 3t
hnRNPA2B1 H11 SUMO I fidad PUIREE il EE 7
51 GGAG 515 miR-198 253 SMNIA"  Zietzer TF5T
A hnRNPU 7EAAHEZ 5 miR-30c-5p 455 PR
HAf 32 [ M hnRNPU (1) & 35 23 14 i1 20 Jifd Jog o
miR-30c-5p MYAHXTHR L, AT fiE #F miR-30c-5p %63
HEN A Ah B b 5 22 WF 9T ik B, RBR
hnRNPU (%) A K 200 005 1) 240 B D 3 3 BB 447 1

B[ miR-30c-5p , FAE T 32 0 A Bz 40 i 4 ol L 1
FoRE Sy AL ML A8 A FCSE DA (0 T 4 A A D |
Jii 4@ 2R TR O MR IR FE R F) (32341, Lin
SEUR I SR RS NP B AR 43
miR-133 i YBX-1 BEHEEH 4 2 ™ A i 4R g A
FEY b, JE W 2 AT A A0 M, £ F i AE AR BRCRN
(] FE5T- P9 B A T ULER YBX-1 /5, FE AR5 AN
BN miR-133 YR HIMS] 1T AN B A 40
43 WA (O 240 L D P miR-133 YR GA . KA, 4
HANE I A )5 it R b 2 5 AR P s R
1 1 (caveolin-1, CAV-1) , # £ 85 W% JE ¥ 2 ( neural
sphingomyelinase 2 ,nSMase2 ) & 15315 & 4 (vac-
uolar protein sorting-associated protein 4, VPS4A ) 1
25 miRNA 21 HE A 20 A BE T 1 i 721, Lee
SRS KL, AL R CAV-1 B RNA 454
H M hnRNPA2B1 MHEAEH], #5 hnRNPA2B1 254
fREE miRNA (miR-17 \miR-93) B4 A _F Jz 4 5
WA A 2 I I 4 L, 0 40 LR A% b
JELRAE A - (tumor necrosis factor, TNF) | [ 40 i 4
& (interleukin, IL) 13 1422 35 T 1 32 40 i () 9 A
JONE ., Zhu 5 HRE R IR, SR ST IR SR T 40
Jfa A (9 EV-miR-210 i 1T nSMase2 #8117 2 %%
o B 52 A0 B, A1 2 11 A5 A BRI A0 T 20 0 T, DA
WA A R E R, 55 — A LA miRNA
SRR A A1 28 960 25 DB R 2 A Ta] T ke A= 2
AR SR T K IR AL IR B S 2R 1 (oxidized
low density lipoprotein, ox-LDL) E. 4 % £8 M H ¥
miRNA 2502 S 40 Sh B Y Ak 0, Liu 551 BF 5T
K I miR-92a-3p, miR-222-3p fl miR-26a-5p i i
ox-LDL HCHAIL il 328 £ 53 28 2 240 g S 2, ox-
LDL 40 1 {5 5 % 5 B 5 s 0% I 1 3 (signal
transduction and activator of transcription 3, STAT3) fi*]
BERRAL I T miR-92a-3p BEFEIE S 48 A N K2 20
J I B R R JF A 5 D REPE miR-92a-3p i i
thbs1 HCAFHIL I 8 42 52 7 P B 200 i 1l 8 A= i, 72/
AR A 3036 miR-92a-3p ik R8> E ok As
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FaE KN, FeB ox-LDL-STAT3 HLi A1 #f miR-92a-3p
REH MM BE D PE I As KR, AN, IL-6 1
Sy — PR S P B I RE AT A As (9 40 B I
FEARIH 1L-6 2k 3 P Bz 48l 23 {2 #F miR-92a-3p
VRPN R BN A SN v b, oAl miRNA 3 JEHL
il B & BL AW 2% As B9 & &, Kriippel £ 1
( Kriippel-like factor, KLF ) 2 3 & ik n] 3& £ 74 ¥
miR-143/145 235 PN K 240 i U1 240 1t A1 4 3 v
XEEE & miR-143/145 A0S 7 7% 8- 1
JULAR L A ) 2 A RE OGBS gk, SR B
KLF-2 1531 miR-143/145 %& 35 30F A 40 i 513 i1 v
T LA A R AE AL 6 U As 1R S
HATHF 5T 2 4 AR Z2 52 M EV-miRNA 357K 711
FHICHEE 1, HS2PR b, miRNA 35 3% 19 3 B 0 2 —
NE IR R W K — RN E B I E SR,
BT LA R A BT SER R R WA G R
1.2 ZHRESMEEE miRNA 5 M K K4

W INREZETLAE As BAES RIS —20 il T
DAL R A MR S P KILE-2 ) i 2 o 350 i JUL 400 i oy
A H A RLHCHE BT P4 B 4D KILF-2 19 3%k 1 B
M55 43 s 7 2R V- LN M D gL B 2
Hergenreider ffF5341" " JIEW] As I miRNA 38 1 2 g
AMBELTE A JE 2 R F- T JUL A L ) 2R A 304 3
Bl KLF-2 755 N B AN 7 W 5 miR-143/145 (1941
AR TR 221 LA A v 52 e 25 01l ik
A Rk it — LS B, A Rk E /Y
ApoE™ /NRIEASK B KLF-2 1753 1 40 i S 2E30, /)
el 3 B0 DK IR R T AR =5 /L T A o) 4 e b 2 v v
miR-143/145 B35, WIHER T KLF-2 5541 1 /b
PERAER) As PRIAE T, R KLF-2 375 5 P4 B2 4
43 ) A AN L) miR-143 /145 A3 7 20t
As AR TE SR AR /E . JE0] Chen 4517 & 31
ox-LDL il i #% [H T kB (nuclear factor-kB ,NF-kB) {5
I AR Y R ARSI EV-miR-505 , EV-miR-505
A% 358 B v P 200 P 36 e A 1] 4 T A b R T
#R15 B35 A F 3 (silence information regulator 3,
SIRT3) 5 5 4l My 7= 4= 36 PE % ( reactive oxygen
species , ROS) Ff Rt v P4 4 40 i i A0 175418 9 ( neu-
trophil extracellular traps, NET) , T2 # As 4 7=
He s 1 — 25 ) 3 W SE 5 B E B ox-LDL-Exo 4b PR AY
As /INERBESIE B 9 722 TET AR R A 5 e 8 P2 o B I
BN, Chang "™ AF 5% & 2K, 76 40 i 57 il F
FERE IR0 P B 40 R 40 P A miR-92a iR
T M0 pri-miR-92a HU7E PN B 41 A P i 3 T
B WEZ A pri-miR-92a JoAE 1k, 3¢ BH P 57 41 fd Fi

WA AL FR RN RE S 5 B AN Y miR-92a 9 2E
B, E WA B Y miR-92a 39 & M PN B2 4t i
TR, 5 SR 5T &% BN IR 7 3 35 9 Rz 4
Ji0 4336 B miR-92a fE1 = 20 g 4P v i 2B 1 g AT
AR A 0 sz vy TR 2 32 g 28 11 %) B ) B
Wl AT RS RE 1 , 2 — 25 B 9% e B P Bz A4 e fe Y 1Y)
EV-miR-92a it #8 [a] £ H] T KLF-4 >k 94 75 F W5 41
MR DIREFN R, BLAb, #E As 7 v il 58 5|
EV-miR-92a 548 H KLF-4 A9 35 5 A5G, #R
EV-miR-92a 7E 717 M4 590 H TS AE DI fE
1.3 #ZHAESMFEE miRNA 5 & F i3 A48

A5 SF- 6 JUL 200 16 % 24 s 1 A5 1) 2 B ) e 2
P S Sk B BT, 72 As BEVUR SR 1)
bR A 7 LA AR A 4 B S AR A S WA
it PRl 5 J PRV A ML AR 445 5 2 0, 55 P9 2 At Lo
FERM A A B, et As BEBRIE W fih 2 1M 45 45 1k
MAEX A FEHr, EV-miRNA 1E 8 —Fh B (5 5-1%
FHEFHB™ . Zheng A5V HEIT & B KLF-5 fE
AR S0 N s KT L AE HE ( human aortic smooth
muscle cells, HASMC) # miR-155 By ik, FFnl i@ i
0 B AREUL S WA A% B P9 K AR T | E P R A L R
IS EV-miR-155 38 o 10 i) % 7 4 26 1 3Rk ok
Th PN R R HE A GEREITREIR N R B T fg
— RIS S BT miR-155 1697 T LIRS 145
PRz BB DI RE , NI As &/, EV-miR-155 72
SV L2 M RN PN 2 40 22 8] /A5 5 4, DR
PSRN As PR 1 S e, AL, B ] KLF-5
5% miR-155 SEA B H T IL A (1 H AT AE 2 As
() — R BRI SR . Si DFST /el e 3R, T i/
MR PE AR K I F (platelet-derived  growth factor,
PDGF ) F 3 i 718 LA B, A 43 006 5 4% miR-
185 4N AN 4230, EV-miR-185 #5715 25 N F 41 g
FFE AT CXC A 12/CXC Z 4K 4 (CXC ligand
12/CXC receptor 4, CXCL12/CXCR4 ) £k Hy 4 ] 4
Fe 240 104 2E B, 41 % hnRNPA2BI 1) shRNA 11461
T miR-185 M Il A8 V- ¥ LA B 2] N B2 400 i 1) 54 7%
FEUA A L40 M A EV-miR-185 3] P iz 40 fitg %
o &l hnRNPA2B1 W51, KNI B, ok A
A LA M A EV-miR-185 A] ek 55 Bk 4% 451 15 K
BRE5T 3 Jik 1) - 9 B2 Ak, T4 il hnRNPA2B1 0] 101 41
PIRERE A= I 3 B0 Bk 0 5 R Bk, K2
BT AR T e ML A3 b = 3RA 1Y miRNA |17
Heo WF58 /N2 % 3R, PDGF #3840 i 3 Jok ~F- 3 L2
Jifd ( pulmonary artery smooth muscle cells, PASMC ) 43+
WA A AR T i = 41005 4 BT B 1 RE S M miRNA
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(miR-1246 .miR-182 Fl miR-486 ) , ¥4 B = miR-1246 .
miR-182 FI miR-486 HY 4l A4 il A 41T il 31 ik I
FZ 40 ( pulmonary artery endothelial cells, PAEC) J&
REMEUE HLIT %, 4 52, PDGF #il 3 PASMC 7= 4= iy
EV-miRNA ¢ i % 8% B #% miR-1246 . miR-182 &Y
miR-486 & 4 1Y 41 il AhHE L T B , K W] PASMC 17 4=
(20 L A0 3% 60 Hh miR-1246  miR-182 1 miR-486 (1)
THFEXT PDGF Jli ~ PAEC R R A 0 £ ¢ &
B4R EV-miRNA 76 45 55 145 R LA Ko B i J
MR A AN AT ZAER
1.4 #HAESMEEE miRNA 5 ELEZHA

TERT As H ) SRR AN M- PN B 40 RGBS 1R A
P4 PR )Z , 24k Ry I 200 i s A SR 40 i,
I 200 A D s PN Y22 Y R A5 S 35 JUL 200 L D o S %
BN As 1R BA Y WIHPE R As 1207
fE B N &K, Zhu 5 BF 5T & B T A] 2 i
ApoE ™" /INERBEHL P L 1055 40 J6L Y58 14 A1 D 4K 719 3 2
SRR T I AT U LA L T g BB rh S I AR 1 22
PRGN, DE— 2 BB 78 % B2 o T 00380 A6 /Y B g
21 Y AR A AR 4R miR-21-3p, miR-21-3p # Il
T LA LR A5 PTG 88 /R FH T PTEN {2 i
ARG A IR RS, TP As B9 &R, TR UL, HE )
miR-21-3p 454 HETH BUIG 7 A e 23697 e i T4
bk As I—FIBr R mS . Wang %7 & Bl ox-LDL 1]
D035 I 4 B 43 9 & 7 miR-503-5p 1) 400 ifd A1 4
1, IFF miR-503-5p &3 2 A IR 30 ik 9 Bz 40 i
(human coronary artery endothelial cells, HCAEC) #/1
N5k R B ik H UL 4 i ( human coronary artery
smooth muscle cells, HCASMC) 7, T #l1 ] HCAEC
%) 1 GELFI AL 2 JBE T, [RTIRHE #E HCASMC 14 4
FEHRe , b ] B (4 ML 2 58 A o 45 4h B b
Smad7 .Smadl I Smad2 [ 3 ik A &, anti-miR-503-5p
/NI RIS LA As (R, e Lemfss™
KIL ox-LDL A] 1755 E W Al 733 EV-miR-19b-3p, B
W 240 6L 052 200 L A/ 3 60K miR-19b-3p 44 3] il 45
S L A0 B Jf SE A R 4e JF B SR 1
(juxtaposed with another zinc finger gene 1,JAZF1) [}
b, A5 T LA 6 7 S B G A AF 5T 8
KB, GBI ERE IR E R ApoE ™ /NER A A I 20 Y
DEVEAN AP /DN B3 30 Ik Ay B B e ARURN i B L
FREH 30, 1E BH A s 40 4 b 3t 4 1Y
miR-19b-3p A LI ApoE™ " /INR As BERE, [HIL,
L 40 Ji9 3 W5 Y EV-miR-503-5p Hl EV-miR-19b-3p
WATRERCA As BBHATT LA,

1.5 ZARESMEEIE miRNA 5 /MK

K ML A A 200 16 7 248 A A 8 6 A T DL
As, ML/NRAE SRy — Tl 58 i 240 0, 7 L I R i 44 2 1
PR HE S EEE R R B RO /AR 53 W
PR 20 A3 34038 3 miRNA 55 H At 41 AR B4 A
M As FOPEE . Yao %) & H ox-LDL 4b 3
P LR 2 K I P9 B2 48 miR-25-3p Ab IR R k4R
A MTE As /INEUSTRLh BE 1 B0 1Y 1M/ NAR S1 0
1K (platelet derived exosome, PLT-Exo) "' miR-25-3p
b F R kA f PLT-Exo 5N 4MAE LR 3715
N B2 miR-25-3p M9RIA RN, UESE T PLT-
Exo 5 PN B 20 M0 1) B SEAF AR A MLIE AR . IR SR 9T
L, PLT-Exo 1515 miR-25-3p il i 38 K 4 )@ 2 (i
10(a disintegrin and metalloprotease 10, Adam 10) f) 3
IKJFI 3 NF-kB {5 5 3 % — 2D AR TL-18 (1L-6 |
TNF-a .o F 35 AL BN 2 A (a-smooth muscle actin,
o-SMA) | I B FEEE | AR G H [ AR
b =W 3k, M /0 S 4R 3 bk oA B 400 i 4%
RS AR RUTRR, IEAh, Li 25050 B30 78 As /N BB
T R I BT L/ MRUR 73U & miR-21 \miR-223
I miR-339 AL M , He P miR-223 Alad i 4
ANFEYL T B BN T R DK 9 B2 40 S ( human umbilical
vein endothelial cells, HUVEC) H 11 i 20 fitd [11] 285 B 43
¥ 1 (intercellular cell adhesion molecule-1,ICAM-1)
(0235 JF 3 2o 1 47 22 2850 £ F1 N (mitogen
activation protein kinase, MAPK) Ml NF-«B 5%
A SRAR S SV . Sun 25N K B, 5 i A2 A
HAHLL, miR-126 7E S0P 6K 3l Pk 5 G AE 8 1l /)
A5 53 100 1% 240 L &7 30 96 v WY S T o, O R S 1 it
BN AR Bt A AR A AR R R S iR
KK BI (transforming growth factor-B1, TGF-B1) [
A RAR HE N K 2 A% S AN A%, #2715 EV-miR-126
AR A BESR N ILAE A B A TR TS A
1.6 #AESMEEE miRNA 5 H XA A

P /MEAIER TR IR T BRI, A TR AR
T HABSE B R A . A DF 5T & IR 5 2 2L 76
PRAN ARS8 30 1 =R VE i AU R, JE
IS i T AT 7 AR € 3 miRNA (19 48 Jfd &b 4 1
FEAR PR FIAA S 1l 48T T JUL 48 B s, s 07 48 o
JE Y miR-221-3p 4% 4 i 41 28 3012 2% 2 ) [ 1 45
TR JULZAR B, S e 40 o] T D 3 e A e A 0 Tl A 3
FEY BTG S v FEP0E T 1o (peroxisome prolifer-
ator-activated receptor <y coactivator 1o, PGC-1a) 51
MGV WLAN L Y 3 8 TR AR ALk, 72 As
0, A5 LA A 2 B AT E Y AL TS AR
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POREIER X miR-221-3p #E47 T Finl g & — Fh i
TERY As TR 803697 75 v6 o 18] 5858 1+ 40 i ( mesen-
chymal stems cells, MSC) E.A5 B & W8 Al 2 8 401k
FRIRE ST, P T 52 5T 2 T 14 400 Y A/ 20 96 3 o )
740 e 16 3 R A B As BRI AT E L Yu
5 S NG i R [ S5 40 43 00 14 40 i S 3
A HEAR 1 A Y miR-125b-1-3p , I i ¥ i 4 FH
B 240 i 05 P bk 2 P I/ ik EL R 118 5 P [ B-cell
chronic lymphocytic leukemia ( CLL)/lymphoma 11B
gene, BCL11B {2 JF T ik L 40 i 1=, &2 2 i Tk 25
As RSERY/INER T A 8] 58 50 T 200 i 050 40 i o 4 1 BE
A REAR LG FN 20 -, AT 2 i As SEAR, I
4b, Jiang S5 K BUAEAE WIS PEAR I 4500, 40
JRURE A0 2 B S WA S — TS e 3 T =
JHF TR AL PR 1 200 i 22 i) i) G2 B s 3 £ Mg D 28
JH 4 L TE 4 P 1 TR 11 miR- 1 2K 8 2 4 L A1 3 3
HIRE IR N A0, S B 2R R A 740 B- 4
= B HMIEE 5> T 1 (vascular cell adhesion mole-

cule-1, VCAM-1) | IL-1B F1 3£ i 4 J8 & 11 [ 1
(' matrix metalloproteinase-1, MMP-1) ) 5% 15 4 i Jf:
WG NF-kB B DT 3 N Bz & 2B SRE N, 1T
FHIBELVBIT 751 BHL W7 200 Jif &0 22 960 1) B 50, PN B 4 e v
miR-1 Y335 JAIE 58 B by B gt il , 268 EV-miR-1
SRR 7 T 200 L A P B 200 e T £ 38 2 4% A 5 1
HER T, L B A BRI ApoE™ /N
BERIUE B, 406 miR-1 ()2 2k ] B2 9 4] 32 3l ik
WWLILSN R F R VCAM-1 2635 B8 SR 4T 4 &
S, DT 0 P o LA A A | R B s
PR RAE B As R JE

SRR U, EV-miRNA A AT a0 14 R 58
ARG B 41 (0 PN B 4B P 38 LA | i 20 i
M/INBR ) G300, A AT 3 kA 24 8 1% 240 e ( A B s 240
0N L1 5ot 1 1 O e SO » € <4111 0% e A 1 )
EV-miRNA 1515 R A5 5 IR G0 M 4 7% 22 52 4K
YA, AN R T BT AS R IEAL | ST I
LEZATIEE NS As PR ERAE PR (BT 1) .

% 1. EV-miRNA ZEZNRKRHEREL S FE R RIER

Table 1. Functions of EV-miRNA in atherosclerosis

ek miRNA kA W AT 1 ij;‘
HUVEC miR-143/145 VSMC — P VSMC FEH WD As KA AR [16]
HUVEC miR-505 EREC R ol SIRT3 %5 NET JE Y Jpe As &R [17]
JE 3 i X KOfE W
HUVEC miR-92a L w4 KLF-4 %Eﬁuﬁgw@ﬁ%‘*ﬂﬁrj& et As AL AR [18]
Ji #R 4R EL

VSMC miR-155 HUVEC — Tl BC #454 ITRE PN AL BEIR N R R [21]
VSMC miR-185 HUVEC CXCLI2 i EC 3458 B S AR BN ARSI [22]
PASMC iAo MR panc — W ECER At IR [23)
5 I 240 miR-21-3p VSMC PTEN feifE VSMC 3458 EH JEE As FEHIE IR [25]
i B 40 L/ 5 , HCAEC,  Smad7 Smadl, #| HCAEC #4485 FEBMIME | . .

i miR-503-5p HCASMC Smad2 LT HCASMC T ay T DE As B [26]
i W4 miR-19b-3p VSMC JAZF1 f23E VSMC R5H T 5 T As KB [27]

\ . S ‘ i ox-LDL i 5 B9 CVEC #AE 0 As BEHUE IR, 220 As
IfiL/Ivi miR-25-3p CVEC Adam10 5 R TR e [29]
¥ : 2 L ff:
I/ miR-223 HUVEC ICAM-1 g?g MAPK Al NF-B {57 5 ¢ T As It ¥ -2 SR [30]
T As BEEA: K S EEER
1ML/ miR-126 HUVEC — {23 HUVEC 3451 iT#% PN IR O AR AR FE R R [31])
< RS HE VS i y

Hg;g;g;%gﬂéﬂ miR-221-3p VSMC PGC-la g}i VSMC R EBRER g o e am [33]
ﬁzg'\ﬂﬁﬁ miR-125b-1-3p T4 BCLIIB AR T R LR A e T Zefife As SR (34]
JHF 44 miR-1 HUVEC KLF-4 755 P B2 JNE VL fRift As BEHRITE AT [35]

T — R AR
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BRI 7 R 4R - (9 » miR-223 1 &" ¢
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