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microRNA#E 3% DL F 7 % 48 j B A

B A R FSE T T 5038, USRS 1 45 (M 4R 07 B 5
LA ML, S, TR, KR, KD

&85t (vascular calcification, VC)2&45. %
4 )5 LA R0 A 1A T 3 AE IV B 1 e A,
RAET EIRK T30 Bk IR A e IR 30 ik i A 5 Bl o
J5, SRS AR BRI R PR AT
3925 25 () SR B R L, I AR B, 60% LA 3%
RN I B ] R IS RO, B A 0 i
PR AT T R A AR D MR S, AR AR A
TS P o AE LA N UCRR IR A, Al S kS 4k 73
W 45 4k (intimal  vascular calcification) 1 H 454k
(medial vascular calcification), B ARINZFR1FTIR. %58
AN R S R R v () — MR AT PR AR, HjBk
KM RS EoR, FSAR R AR R — A 3.
B2 3 m B S A I R VR 2 FiA

[F 2N 2R 7Y, 045 P F7 i ffd (endothelial cells, ECs)-
“FYE W40 (smooth muscle cells, SMCs). J& 4.
() 78 JoT 40 L A A 40 5 S5 02 R A R . AL
WORN I BY ) 45 22 Bl K 2 A0 BAE A, kT 2 Suf
BRI AT S R R 2 B 2 R R & i
AT, WAL ABERR AR AR AR . AN, B, R
SE L MU R 4 R R DA Ak
e R i),

I AERBI TR, AR 9 o7 A% A R i [a) 3E TH E
FEEEZAR, AN (exosomes)5 1L 45 £k 25 1)k 56,
I B H - R RS A ) B kAR Bk b i A
T B KR R AL P IS BRE B Ak 35 R W 552 381 o o1 BV 1 A7
e, Kapustin® A" FAESE, P95 ST L4100
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Table 1 Classification and characteristics of vascular calcification

TS 1L WIS 1L S5 30k
BALE R PR HLILZ ORI AN R IR 2 Ak A = 3]
I AL IR FH A P 3 S R R JEREBE AR (4]
TR M EAE . ISR B k7 PR A 4 i PR T AR [ T 324 (5]
XA R BT ZETL; SAULRERG UE 70, AT, 32 RAE; FACRLE HUHN T3 [5.6]
LR E ) FEALTERRETL, N E DA BT R (A% AT [7]
L S FE; SN, E?MS%GQE}%M\%?E%EE@% Notchf& 5 it #%; [8~12]
GBS/ Bl PRI MR, TR B R Sk ok FEAE AL (R 3U1) [3,5,10]
Il R I RAE L ) ke 2E; TERBIR; BUG AR [5.10]

RSN AR AT B T2 2 A 5 A0 i i A, o, 4t g
KA A SN AR R JEHORE IO &5 DA oG, 1B
AFRIEST, FHE U4 I ERE R R, il 3
BETBMAR TR T SRR, MR L B TR
PEALHNEI AT, WL GlaZs (1 (matrix GLA protein,
MGP). JAEREE I A(fetuin A)ZE, M0 81 L& 45 4k 1
KA, BTERE AR S LB U, 77 & R 2 1
FICR, P LA R A G R Y, AN IMARE T
BN, FHE— S AL N ES L AN (calcified exosomes),
JE R 5 4 B A8 i (extracellular matrix, ECM)H [
JIE AR R 4EAH BAE, TE Rl Y Bt AR R 540
ST SR A T M A A R AN 2R I A
IR, EFREAMNBARRI A B SRE LA A R AR
Ma ARG AN R LSS, Tz R MO s 2 R AE AR
FHBIHLE SIS, W AS % IR — s %3 (sphingomye-
lin phosphodiesterase, SMPD3)™*"), 4t ffa 1 2 i 41,
Sortilin*?/4%. fHZ, AMUAALE A4S AL RE rh B B
YEF KWL A e TG 2, A frdt— AR R A 5T
BT IR P 7 240 RSP L0 B 2 51 e i A S A 1
BEAHM, AR SCHE AN AR B FLAE N R 4 R~ UL
Z 5 E 8540 /R & LT BE I HLHI EAT T 2R3,
DUHA A L8 5 A4 R B v $ AL B SR

1 AMBAR B TE BARAE

B WA S A Y ) — Tt B IR OO R S5 A
HESEAR. BRAZKREATDORUNEE, |
1K Z1930~150 nm(“F-H ELAZ 219100 nm)>, &—3%
HL T (1) 41 B 71 B2 0 (extracellular vesicles, EVs). Hl,

974

HMIAR O R IAEAE I o0 A T 2 P AR, adE
MR FLVT MR PRVBAE, #8575 A0 AL 6 = 5 B
ST, VR A I TR — R R AR, AR L
AR IMA S Z 1 % N AR (multivesicular bodies, MVBs)
5 20 W o R e R T 4R R A B — P B, AE A
WIE B RE A, BB E 5 ) A MR iz ik, BES
1 A A BR 1) JE P R AR 22 Ak TN B I il 9 /NS (intra-
luminal vesicles, ILVs), & HMARIMVBs, X4
MVBs 5 4R A& G, ILVsPRESEI 4 pst, B
AR e T IE W AR AR FRES T, MUAN L
T Fi A Y ) 24 S R 4 R T T e AR IR T
GBS, AFA [ R U5 200 B A= P 7l A b ) v 4 i 7
ANFE AR T = AN EEA Y — M, BAA
(5] (R A2 TR 33 A AN A — A 1 B R
PERAER, BA MRS T B A A2 N ) RE
T e o 1 3 B TR/ s N 4 RS
DL AR A0 I I DY RESZ M 45, T AE KRB FE R W, Ras
AR E HGTPase Rab. IR 5 EFEE 101 (tumor sus-
ceptibility gene 101, TSG101) [ & T-HIIE K241
‘H A F % H X(apoptosis-linked gene 2-interacting pro-
tein X, Alix). &% fh 7 1% W AR 7 1% 2 A 44 (endoso-
mal sorting complexes required for transport, ESCRT)-
syteninl. syndecan-1. tetraspanins. 25 [t fi& A5
NEBGEAE AR I A O FE 3 R E AR, HHE
BBV AR LR Fde— B i,

AN UA R A2 4 L A B L AR AE B, A A
mRNA. microRNA(miR). DNAFE. IhaEE A ¥
SRR FEEZ AR, B B R Rk 2 Pl
J5. HifksrF(nCD81, CD63, TSG101F1Alix%s)"".
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AN TR S 7R 1 4 K 47 s R T80 1) A R 5 o ol 3 B
S A T AR A RS 2 i S B R e = P A Al
Jii At i B AT AR, AR QR [X sk Bz Ak 4 g A 4 A
A, e R T AR R A . AR, SR
NI SR OB B3R (1) SN RN A
o A A /N E, e L P R R T
SRR b, s, SN SR R R
B R R A R, (1) S2UR-CUAAR BLAR AT, (1l
SRS AR R R 1, N R BRI B 32 T 4
PR T R R, AT e i B B A P R
St AU AL IR 55 W] A RO 5 32 AR AR I P AR )=
RONE, AEFFHLAR IR W (4 Al 8. ZTFLER, Sl
AN H AR IR ARG K 7 S5 AR B
P, TERRGL. O AMUVE N . FERAT RSB SR 45
2 b B i R P A R 4 T 4R T,
AR TSR A A A T RENE P 20 (R (8 A5 AN
F UM BIR 2 B AN TR [ dahs, EH B OSSR
I BB B

2 AMBARAEIE B b B

AR AR, 54k A2 280 T TR R —
AN ERRAO . ST R R A e R Y
FL T RE RSO AL LR I P LA i Y 2 B 64k
EE R R AR OAN . SR R AR . 4T e A T
S BOHNEYE R, 24450 B0GE I A R 7k 27
TR, A A R R T A2 R 3V C R AR I R L B L
#1™. Kapustings \USZE1G M 1595 B 1 30 ik b R R
T AN, FEMELR|CD63 (S A MbR £ ) 555
I E AL, R AN iR 2 5 1 A I AT A 1 AR
ChenZs AP 41 5t tHAIE S SMCs TR I A1 e 45 7T LA
et s k4, JREBEEMEKL, Erkl1/2, Noxl,
SOD2EK A 35 _F i B Ju A4S B3Rk B R8s im. Ahik
P B I AR AN A1 4E 3% 85 (. microRNAsZE5 2
TR SMCsHIFR AL A, (LR M B ITARAL T IR,
M2 5VCRIHERE™ Y, Hrh, SMCsEFER T
PR A S A R B S B T, PR T P K
ISR AR S5 SR T 2R35 I DA R T WU B4 1
F9PA I ARSI R, LB R 3 A IE ER S s
AL IR T, Wifetuin AL MGP. B {537 & (os-
teoprotegerin, OPG)Fl'H ¥ 25 ik 4= & H-7(bone morpho-

genetic protein-7, BMP-7)4%, wJ By 1-45 4k i & 2D (H
FEJR BRI K BT, iopUbsAR £ AR gH i
JH T B IR AR AR 2R L, I e A A UAA IR B Ak
B R R, BB FEARIA DGR, Wi My 8 E (os-
teopontin, OPN). & 45% (osteocalcin, OCN). HEZ
&£ % H-2(bone morphogenetic protein-2, BMP-2). fi§
P2 I (alkaline phosphatase, ALP)Z5:F4f 2 A1
T, AR ] R R AR AR A e A, RIS R
G LR S RT3 T 002 3 1 5 45 0 g o 240,

WIS AR AR, 4 SMCs 734 F A4 5 8 4 i
43I0 B L i BV (matrix vesicles, MVs)BEAT ELEE, v &
M_FBAERND BB/ EAEE EZERED, H
B RA S A B T AR SR T A I R B
SRR BEBZ SN R SMV RS (L 7R
o B AH FRRAE. AR SMCs B TEUR B AT 85 4098
Re M SEVRRRAESI A, (L S5MVsRARZ 5 H
AT AN T2 B, DA ik — PR, BRI, 51k
NIRRT AR 5 B8k it A AE 3 B K EE DURR K A% A7), 72
ST LGN ) 2 B 54 A0 R0 85 Ak R A% -+ 4 BB AR
FAR 5, AhUAATET LA 52 - AR AR AR S
AR R T IR A4S, WO IS S IE Rk
BIESA; H—J71H, Eikn] LAUE S g i e
PEATR Sy, TR P 59, 245 A 1 o A1),

LA A 2 0 LA L o ) ol I 8 e ) 3= 2
SRR RS S, B s ) L9 R0 4 25 11 2 5K g (K, e gh
e RN Ty i A8 A 2 Y A28 I 45 A R A 1) B B i 2 2
L. A ML A A 1) 2 R R v, MR IE SE 2 5 1
TP NI R R AL . S BEDORY . TR TR W DA
e B RAE S P9 B - 18] 78 J5 #% 4K (endothelial-me-
senchymal transition, EndMT)%E%%ﬁl’ﬁﬁm’zg’m. B
PR H LA S 2R L BB 7 S AR LIS, P R 4
S LA i PT DURESZ BIIX Se i, FE i B ORI X
SN R AT BRSO — R R
BRAR AL PR, BG 0% R I A LA BE N TR,
TS B & 451k 1 2% A5,

3 AMEARIATESMCs 2 54 £540

P LA R I T A T AR R, RS
558 7 A A A0 E AR IR AE R Bk,
SMCsfz T LB HE,  SEARHMEIR, W] DAZE RS (K
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4555 H, Wa-"FE WLULEN & H (alpha-smooth muscle actin,
a-SMA). “FIFNUVIERE [ E 5% (smooth muscle myosin
heavy chain, SMMHC). “¥i&/J122a(smooth muscle 22
alpha, SM22w)55, 2 5TE R 22, HEHe s v s 4e
Uige; 54b, SMCsol DAribsith iR . KR EH. &
2B RAr T-, TR A R T Y,

3.1 HMNBAEHESMCs i AR AR AL

P LA P (1) 2 B Ak IS B A R A R e ik 7
HR GBI, X N IS A U 1R AT 4H 2122 4 B el DA
KIL, OPN. #0454 K Fal(core binding factor alpha
1, Cbfol). RunthfHE 5% [A-F-2(runt-related transcrip-
tion factor 2, Runx2)mH A K HIbREFE AL E
B im0 WAk, FESNIKIERERE LR R, A i
171 J5 R T8 B 98 i B 5 % LR B 77 2% B A8 A 35 mT il
S WLAE A R A 2ok, AR E R 4 R B 1) A R
RUR A AR, WA S AT 5 9 (1) 3T A% AN 5 g
HET 57 3ok P9 AT IRRE N PR, (L REBE B T 1,
[l HEREE B AU AR SR JE A, WALP, BMP-2, Runx2,
OPN, MGPZZREM A, @it 7 B 5 fE i E
6 B HERUR /D B Bk AR AL BE S I E Vs i
AT, TR AR IR BE AR G 9k ik
RO EALZ B 2 R EoR, Shlks L
P 2T 24508 S A b A R A A0 S s A Fry TR 41,
IR SE SR, AMIMA S 5RO A 540 ) T R
KE, HAlfE5 M SMCs i RCE FE £ T L % 1)
P

FESMCsE AL LR v, SMBARTT DUAE Jy— ke
RIME S HEHEAS SR TEHE. B, W,
AL RIS, Sortilingz — i I 72 M LR R K 2
AL RS R, 8 LT NS A I K SR B ks
FEREACBE S b, AT Y TE Vs X 85 40 8 1 AH G ZH 21
A S 14 1 i BRI (tissue non-specific alkaline phos-
phatase, TNAP)#) £ faf, {8 40 0 BA 40 7)) 3
1, Z 5IEACIE Y. S5 IEVsHh &4 Dfg
HmicroRNAs, 7] 5 Runx2, TNAP, Smadl, OsterixFl
(4 K T B bR S R %k SMPD3 k2 5
HMNIR A B R R, B FUIESE, (RSN S A R
Hr, AHISMPD3 2 BEAS SR WA A 1R 7 A2 S B AL R T .
KapustinfliShanahan' 5 ¢ & 3, SMCsHi4i # A kr &
VIR 5 AN 4 Wi 5 2 ARG, /MR IR
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f)4E K X -FBB(platelet derived growth factor-BB,
PDGF-BB) ] LA BT L4 o e 45 2 L b b 0 i 2
K, fRREANIAMA) 4y U, HARAE W] BE 2 KT SMPD3
55 WP, FLIRIBRE B AL K N F8(milk  fat
globule-EGF factor 8, MFGER)/& V¥ Ff 2 [ 1A 1A,
HE A M 2 B kb R e A R ), i —Fl
AR EH, SMCsEIN M E & MFGESH sk 2>
53 4754 [ 8 N T 3 %2 . Whitehead 2 N O1F 57 45 S 55
7, MFGER Il i ERKAE 5@ B 175 F 118 WLAH A % 4k
NRCEFER Y, (RS A0 I R A

32 AP MRTREER YRR

IR FRR I, AR R DAVE S B0 5T 1)
T uhr 52 5 A R LR, miiR kel B 1
PR CAIE S AT DA HE I A A5 A B o A7) i SMCs
BT R s R A R IR, PN LA e 1Y
FrEYa-SMA, SM22HISMMHCHE % K FFEA%, 1A%
HAHRFREYOPN. PR H (collagen 1, Coll).
OCNZEKIETHE, M85 e ik BT,  H S I [E]
APE™. — 7T, R RO LA 1 i SMCs
Cbfal {2274 HH: 7 5 SMCs|a] B 4 i 2 AL i 4 1),
T —J71H], TR o A A A A R R AR, ek
JfL AL VR, HLAE BE S IR 45 4 DR 1 ik /K (1) 1
bu[34].

PR TR0 PNy — P& R S R, FEif ]
DLRE 22 4% 00405 AR S HEH, DR 1977 1 R 0 A A
PR3, (HBEE I (R G HERS, BVsBE &£ AL H] BT 10 %
SRS NASALEVS, (EREA5 A Ak (TR, 24 i Py 45
o Ed i, AR AU S i R A
YA AERF A IR N AT P AR AR S, RISt — 28
BT W TARAL s T . H & Glaf¥) £ 1 (Gla-rich
protein, GRP)AI LU 55 &M (1) i 1 22 202 (phos-
phatidylserine, PS)Z5#r, HIH| A AAZR ] BAZ AL A1
TR, A A3 R 3 R A Ak MR MG P
w0, MREB KA & &, X2 S8 YR It TE
RS aa S R Y. S Ak A WA R BT Fe-
tuin-A X GRPIKEHAIK, H BN EIECM B, &5 1E
J DR AL ) XA SR AR T B k. B 1AM AR N A
VIR, AMEBEIPSH AT LUl S 545 5 455 5, WAn-
nexin A2, AS, A6SE4E 5, ML A M A Py (] 55 4]
TR AR A 45 500 4 e vy DL s 0 e R
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5 B RE 77 R BELIBT AR+ S R B85 TR, B0 454k
priz

3.3 AMBIEA SmicroRNA%GE S

AR SRR I A M BT DL i B microRN As#% 18 3
AR L S W LA I S 5 A s B cui
NCIR IR I, A 4R IR AR 40 EMC3 T3-E1
B ANBAAE B TR EST2 4N A i Bl i ik, Ho2&
H A A microRNAsTE B &R 2 25 BT A~ 5. A b4k
NmicroRNAsH] 248 7] DL i /2 #ERunx2 R E, ¥
T8 Wnt/B-catenin®5 AH I {5 5 10 B U 45 40 M 1 i 43 AL,
WEARRB, EVCIREHRIETHE FmicroRNAsH] LLiE
I B e BT A Ak B BRI AR B bR B (e 3 1 SMCs R
HEEEAL, T FIE PR A microRNAs I 23 i #2 [1] ji%
SR T M SMCs I BB RS Kapusting
AU, I SMCsSRE I A b A Hh B & miR-143 1
WA F AT E T, @ E WA 5 o ik
H177 XS 5T MM AIE . miR-233 C 4 IE 5L
A LR SP s DL i B R T ) & i T e A, (R gk I
FEAR3 A ] H9microRNAsE A miR-712, miR-
714 JmiR-76225 . #5%, miR-26a3H -3 L4045y
1k, FLi it [ SMAD 1 A1SMA D4 #3671 #0151,
HAUAE FH fmicroRN AsiZ A miR-29a/b, miR-125b%51%4,

REZTFFLRA, N A5 - LA AL 2 8] () AH
T AE R TE 43 il A BEAR S TR ORI CBAE, AN
AR T s T i R0 B 254 T SEEL4H A [)AH ELAE FHADAE B
& 1 B LA, — 5 THI, IS LA MRS i ) A s AR 2
5N ARG A RS, X-box binding
protein 1(XPB1)/2 W T4l DhRe I —FP E E L5 5 & A,
Zhao% NPk b st 45 R o, K XBPLIE T i
ESMCsH] LA M ECsHIiER, FE & H TSMCs
BIBUMEVSTH] DA $miR-150%#, miR-15038 i 5K 5
VEGF-A/VEGFR/PI3K/Akt{5 5 i % i 1 P i 4 f it
¥, HET4ERR M55 BEFAAS . Lombardo® APVR I, Y5
N B kP v LA B A i A4 ) miR-221/222 7] DLid i
PTEN/AKtE 5 18 2% # i] St 5 ik P 52 48 Jf (human
umbilical vein endothelial cells, HUVECs) & 4= EH V. 5
—J5H, WEANEFE S microRNAsH) 74 0] P
T SMCs ) K ik FI R A4S . Hergenreider2 AP
KU, ERARBIVIIERT, W MBRE S E &
miR-143/145 1 &M AAR T AR T3 LZH B B 85 3, 3 1

RSP LA A R T e Ak, BELAS I B A5 A e

3.4 HAts

2 A R A A A PN IR B AR S 1 DG B 1
R, FE4ERRIET M 4RI Re T A T S
TEA. IR RMEFIR, 1E R4l A W Re A W)
TP ULANI R 4 454k, Dait APk, [T
RE & — P PR PR R AP, e I ek A R VL P R i
KA B S5 T RS B4, WEAURI, AR
1] 7513 - F L IR F22 04 (3-methyladenine, 3-MA)W] PLE 2%
P RS T A A MR PRI, B 5RALP )T E,
A5 JUL A AR A (45 SR TR S I, T B RS R I
W2 (valproic acid)I ] AR/ 454 B 2E. Xus NP7
FL W], miR-30b ik _E i A] LAFE(RSOX O ik, ]
mTORME S i@ g, EiF5: 548 & H B R R IE M E R
A, AT A 454k, A, Weils N9t
B, WIEKEAP1/NRF2/P6215 5 38 % ] LUd i #1114
L B HR T 1 4 (reactive oxygen species, ROS)IT)
FEAE PR R R R 5 3 BT LA P S 4k, 15 3 SMCs
RAESHMEREZ G, LRI SMARIE 2, 4 b H 0
B 24540 BB A I RIALP, Coll, Runx23i5E3%
A, HREREERA, HAZd R0 #8532 2| AMPK/
TSC2/mTOR/S6K 115 5 3 # g i 4711,

4 HMBAREEECS K AN B -1 58 iR AL

R BRI RIBER, IESE T ESD
Jik S5 A BB A B A5 A ek o A A P9 B A R 9 4 4
iR P R I T RE B2 S T A R B
FEN BRI 2 T Tie-2 1 A B 4IRS RIG EAT AR &
B ARIFHGGRAT AT I, 2 IE50% Bk ik &1L
TR A B AT P B AR ORE, B2 A B2 240 T o
I R AT R AR A, BB R I, EndMTS
5 U 4 3 3 Fk R P PN 5 A0 BT A, A DR — A
ECsZ: 5 ML 45 1 A LU 92 26 755 222 D8] 3% gk
', ECs K AEndMTHE A2 B AT e 78 RE (20, Bt
N B IIRER) N PR AT R An f e R AL R ERAT, HET
e A A5, Jorr, EndMTIE % 5T 40P
PRI INA %, SREE/E T, ECsRAET
—ERRERI R, TS B P B AR AR
s p 70,
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EndMTHE A A A2 N R 20 i ) 1] 75 /5 400 Jfa 2 4 5
P Z RN RS, EndMTHE 5, HAUN R 118
5 A 7 X R E Jo A BAE A, R A R4
R 70 o 24 PR S PR R DRI ) R, 51D P 2 A b 75
W) (13 B-45 %6 55 H (vascular  E-cadherin, E-cad)fll
CD3 1) ik g/, il 78 fibs S (Ma-SMA. N-£5
% 8 A (N-cadherin, N-cad)f14fi% & (A (fibronectin,
FN)ZIEIG N, I H A B8 20 - 200 322 1 R0 4 e A
PERRE 2%, AT AS AR B A AR A g IR, 3RAS1T 7%
MR R HRR, KE/WECM, feZ& SEHN R 40 K5
0 16 70 B 4 M 5t 2 0 ) 4 e R IR BT RS RIS
FKW, ALK F-B(transforming growth factor-B,
TGF-B)HE F &R JLA R, WTGF-BFIBMPs/2EndMT
BRI T G BERRSR R TR S A K
MR E & 8805 S R F-1a(hypoxia inducible fac-
tor-la, HIF-1o)MITGF-BHISMEAE, 2R J5iE I HIF-1a]
SMELRISNAIL, TGE/SMAD/E 5 i % L &z DNMT3aifi
#i ffJRas-Gap-like protein 1(RASALI1)JE &) 8 1 3k
AR BE N S A R A EndMT ) B 40, H 05 SR, Hl
W 75K ) AT DAk A AR I 230k, 38 38 I Runx2 3
AN ALPYE PEAR 3k E 3 K Ak, %W, BMPs
155 AT DL I8 25 4k, ) 158 40 i b i BMPs {5
k% 2 3 PR AR S0 K 0 B A AL 2245 46 BMP2. A

5 VB ZREL&EN RIS DSEINR

SMCs

SHEe

microRNA

@t
T OPN T

LW T Nuclei

BEEREEE

B 1 SRR LA AT N B i i 2 5 i A AL

Figure 1 SMCs and ECs participate in vascular calcification via exosomes
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BMP4XH 85 40 AH 5 (s BRI, an i it 258l . A
W SORE AN IR A s P U, R BUE I BMP2
WA R, TS FIBMPAT £ LTy i 2007,
Csiszar® NSRBI, BIUIRIAE R, Pz 4nie
BMP4#3A Fif. Medici&s N HIwT 4 R, FaE Rk
A5 AR ECs Al Wi N TGF-B2 8 BM P4 #l i & 4
EndMT, i — 35 [a] i /s R84k, ik, T DA T
EndMT /& P 7 41 il 2 5 1008 45 4k o A2 e 1) 25 AL
i, T %0 FR I 252 B AMBAARHBMPs B4R K F
TR A — 25 5o T

5 H

Zrb, MR DNERI. WEERN. ZEE
FEIE R ED A 1, HAZIE R 52 2 S WA 4K 1) 1R 75
— 7, AMATRT BB T s microRNAs S5 E A
(e HET 18 LA B A A i FER AR e Al A5 S5 5t
DU LA KA MY B 555 23— T, Ahis IR W] DOE I 55
PN BB R PR N - TR TR S A4, HE TR AT R 1
VIR RA S AE E5 A0 (1), BRI, SR T SN R
L S FAE B A5 A PR, ANOORH I AR 22 1K
JERAHEZ N, WA EARKIZHAG ST M 5510

RAEEEHRH& DSIAE

ECs ST
0%0
009

Ged | :
e 1 Nuclei = T
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Advances on vascular calcification mediated by exosomes

SU GuanYue, WANG XiaoLi, PEI Tong, YANG Fan, LIU XiaoHeng & SHEN Yang

Institute of Biomedical Engineering, West China School of Basic Medical Sciences & Forensic Medicine, Sichuan University, Chengdu 610041, China

Vascular calcification (VC) is the ectopic deposition of calcium and phosphate in the vessel walls. VC has been determined to be an
active and highly regulated biological process, which is generally influenced by abnormal mineral metabolism, oxidative stress,
mechanical stress and inflammation. Serving as an important transporter in intercellular communication, exosomes are highly
associated with vascular calcification. During the process of vascular calcification, exosomes can not only promote the osteogenic
transformation and mineral deposition of vascular smooth muscle cells (SMCs) via transporting proteins and microRNAs, but also
induce the endothelial-mesenchymal transition (EndMT) of vascular endothelial cells (ECs). However, the specific roles and
underlying mechanisms of exosomes in VC are still unclear. In this review, we focus on the effects of exosomes on osteogenic
phenotypic transformation, mineral deposition and transportation of microRNAs in SMCs, and EndMT in ECs, which may provide a
novel therapeutic target for vascular calcification.

vascular calcification, exosomes, smooth muscle cells, endothelial cells, phenotypic transformation
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