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Role of endothelial cells participating in vascular calcification
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Vascular calcification is a common pathological basis of vasculopathy caused by many chronic diseases—such as
atherosclerosis, diabetes mellitus, and end-stage renal disease. And it is well recognized that it is an active process
resembling bone mineralization and is often regulated by cells and genes. Accordingly, there is a prominent
clinic significance to clarify the pathogenesis of vascular calcification. Recent advances have identified that
endothelial cells are involved in vascular calcification through regulating their own state and the surrounding
microenvironment under pathological conditions. It can provide new control measures to prevent vascular
calcification, when the source and function of calcified cells is clear.
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1 EndMT {2 & 554k

1.1 WEHAMS EndMT

I Bz 18] 78 i 4% 4k (epithelial-mesenchymal
transition, EMT) A 4 L 7% & 09 EE 2EHLH],, &
AT LLAF i A A0 M 2R 5 RGP BE 0 . ARAS ] 3T BT AR
A8 o 40 B Sz b RS A 22 A B TR R
5 vb o8 B 40t T & A 26 R A, BIEndMT™,
MR A EndMTR], P2 400 fiF 26 iK B VE-cadherin/
CD315 R MR & WE FRAK . A, FSP-1/
a-SMASE[A] FURE S MEAR AR P 1 238 W 25 . R
AR A B SR 2 LR B BB O 0T 5 S 0 M B R T K AR
T WCAS 1B Y B[] J5T 4 A D0 B A v B AR 28 R
TR RRE S o I Y &K AEEndMTHS, A F 4 it i
A LA A W ) T A i AR S 2 o g ae, e A
2t T A0 SR B AN ] 434k R 25 R A R

1.2 EndMT 5 &5

AT MWL A B AL E (fibrodysplasia ossificans
progressiva, FOP)%#@@{?@%%, ,ﬁ\:ﬁlﬁjﬁ
NARALK2(ACVRI) BN A& BHEREGRE, &
HALK2Z A2 BUPE BT, TE R RIEHE LT
A K LB AL AR LR, EndMT T EK
S ES AL EFOP Y — /> H 2 B B gE AR, &
EndMT [ N B2 40 i D) o H: S5 o7 B R0 R 1 32 52
20 Sk YR L A R R Bl S R R AL R IR R 18
P o S5 5 Y I AR S LS Ak 4 AP R E
e A7 AR, FHLZEBE R/ BUBE AL, 5 ik b
BMP2, BMP4, ALK1, ALK2, ALK4ZFkHEI,
HRUNX2, Osterix? 45 AL HH 5 8 FH B 4% ot L AR B
BERNSY, AT UL P B 40 M BB id EndMT B 5 I 4F
LS B K

1.3 WE ML EndMT BB L

45 Ak 3 B R R [ 40 B AN TR) 40 e A
THY A B AE R KA, AH B AR T R T & A
T R Ak e O A AL RS R . A
3 B ik S Ak BE B i & A R, S8 RE IR T (m
TNF-a, IL-6)FITGE-BF i (1145 BMPs) 7E 45
A BE B [ B, R AE T TNF-aflIL-6 1] 5
SN ESNKN B 40 K& 4E EndMT, fliBMPR2E A
TR, ZAE4 M SMADTR 538 e i  BMP Ol
(R R o BRSOk B . S Ik o AR BE Ak i i 4
oxLDL W] i i i /b I 45 N B2 40 A vk s e i
6 P Bz 200 M T i 25 L DA T AR 2 2 Ik 54 B A Ak BRE B
HERE . AN, oxLDLHIBMPGREARE #F P Kz 40 i 2= 43

Ak, IS P B 40 M m) R RE T T N AR e 1k &
APV AN B ok RERE AL BE e b, BMPTG RS
[ AR 57 P Rz 40 i 1) 1] 5 2 Ak 5 B4 Ak 8 i
(AL P B 400 B R R S 1L A5 54k A A 1) 40 B R TR
2 NEApEEXESEFEEMESSL

PN 2 A AN AN AT L3 i EndMUT 98 757 1fi 48 45 1k
MR AE, aliEid S5 2R gn i =7 XS0 AL ge
It A5 1) U8 T 0 R R AR RS AL Y AR R

2.1 WA FEmME L

B Ik ok AE B AL R — Bl R PR, H T L8
ok i 25 i Sl Jik A AN RS E B U 0 A G Y B i Xk R
AL YN R 20 M R R T LA ) B T BMP2 S5 {E
B A OGP - ik B A, TR AR AT R Y i A TR) R
20 M 1 HE At R A G g st BMP2 SR —
Pl 25 B 5 T 0, A 3l ko ok A B b B B v mT A
3 3 75 T 0045 T T UL AN L 1) B A B AR IR R S AE
KA. FTNE-afloxLDLALHE A IR 3 ik P9 Bz 20 i
Ja, ATLUDMEERIBMP236 3k B, X Uk B P B 40 il
I RES 5 ks REBE B i kSR, A Ak & AR
I A8 AH G I & A AR I B e R TP AR R L, B
@fi”gl%(indoxyl sulfate, I1S)J&—FliE & & A T4
PR BRI 5 2, 1T S B0 1 UL 4N AR R P 4
M RERE S . AT R B 1S TG AL IR AT
DL i S o B A e A RURR I8, 5 B A
LD OPN ek B g T, AT i 2 o4 A i 45
T -0 585 350 2 [) £%) ST 4 412 2F 1 A5 SF Y UL 200 i 5 5 U7
o Ji4h, FEIRBEAESE Y, ISHIES N B2 40 i &
A SR AR SRR MR ANl L T -85 T 5 | R Rk
FEMY, AT S AL SR B A

1 3l ik FF B A0 45 AL BEHe  OPG 5 RANKL Y
A #3h, HRANKLAY A 5854k K An ", H
RANKL 5 M &5 A AR A3 7] BB 2 38 1 35 7 1 )2 9 R 40
JIEL 7 A R AR B 400 6 55 23 WA 5 e S B 1
BFoE 7 B RN 35 3k P B 40 5l 5 7 AL
Y i FE 2 ol e 5 R, ) YA A 32 B ik N R 4 e
14 Js PR 0 A8 5 5% 35 b i A RANKL AT LU 9 P B2 41
Ji 72 A FURE R BMP-2, 17 e K % 3R 3 A 5
ok I A6 S T UL A e R R S SRR TR 1) 2% 5k e P 8 1R
il 14 3% P & PR A5 ST Y LA B B I B R
fH FHRANKL 1 322 4 BN 3= 2 Jbk 1fiL 8 ~F 3 L As U] 34
EER VAl R AT bk N OB S Y NS W = 1
JE /N B 43 1 P B A0 i T T UL AR A
F% AT B 07 W LA A P A R UTRY . ALPIS T A
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A CER I 3RIA, N4l MMP2/ MMP9FR iA
3T A A 1 R P Y LA I A A Ak & A A
Mo, ERTE R, PB4 nT A VR A R
7 240 e e AR S A A o

2.2 s EBSNESL

L A8 SF- i AL A0 L . P R A T S W A A
R R B B A 5 6 7E IS S A kA h B R T AR
FH o TRz 240 60 35 4 2 2 01 5 0 Ak g A8 % A 1 ¢
BN R Z —, T LIS Py R 40 i Rk S s A
2 JH ol o S5 L AP A 3, B AN AR T DK A
IR F . miRNASE iz 2 80 40 i O 52 ma L 1) g
53R A0 AL B N R 40 S A AR B B A g
T LLIE P AR O TS p3s, L UE Y R SR A
ol R o 151 = T e W 1= 11 o S A R R s
KUY, T T A A i B R O 8 4% S R A T
A& A . MR T RN, I Y R A
AR 2 R EAH I miRNAST VE BRI R0
5 1 PN B TR v 1 AR IS Ty RT DL )
I A% J& 40 34 I PD GE-B g 2634, i PDGF I A
ZRIE . FAL B . NE RS LTSS
1M 5L BT Y

N B2 #0ki (endothelial microparticles, EMP)
VRN B2 20 6 et e R e 0 R A A 9 B
EMP 4N 2 PR 20 0 AT A= e R e, HEN
WA FE S 7 0 40 5 A 4 % . BMIP2 T BE S Bk
WEMEARZ —, KINRESESFHWEMPA#E
I T I - T WL 20 B ) i e Ak B B TS 1 0L A A
i & A, WP R . TNE-an] LSS N iz 40
I BMP2 A Z2 FNEMPRE LI I, T A 2F 1M 48
e 1R R O = R N LA (T N N -
BMP2 i 2 35 J5 FIF B i A EMP IS BE 175 5 7 i L4
MASERTE Y, I H A TNE-aif S B EMP 2 1
AT AR B K IR AV RIL . RKEAVE
— PR Bt 22 F R IR, © T S R I 2 "R E
B A R i K 2 AR A UL, iR
AR PR B R P . X UL EMPAEAS AL & A
ATRE R AE2AVER . 3R 45 A BT 75 A BM P2 Fil 45
B VBRI A S IR

3 A B4R B 42 i R T AR (R i i S5

3.1 NEAMRESMERE
PN B2 4 7 T O RO A R N R, X 4
FilkE ARG IER IRERRE R, ME kK7L

o, PRI RI N R A . TR k. e
JEL 1) 52 X AE R DD REE M TE S K A B R E
TE AT 3 PN B2 40 i T AR R RS, SR — H
Z AR BRATS , EATEA PR 38 A i
IR RE ST o SRR IR N B A0 5 18] T o A i
AR L AR, BR AR AR SRR S Tl B
G, P AR AR IO AT DA A R

3.2 MEHEEMETHL

B A AV S ) T8 S B A T AR i A S Ak
M B R — R A S, A AE
BIrAmAE T EEREEEN, © DR E SR
F& . LM B I RAE(E 5 5 RAE s % 252
B ar, MWIESEEIr @A . HREsn g a8
I A A S P A TR AR o I o A AL, [ I
g 1 A R 2 2 A A T B — LR 9 A
SR 2z TR AR B R R AT
FEAE . 20040 804EAC, WF5E % POl i S 14 - it
FER I . FE Sl K ok A B b o AR v i B R AR S A
B A FETRFE AR OCME P B R K B B I 45 1k
() DX IR AFAE = 5 003 A G SR A M, LB AR i g
) R 5 9 5 1) 7 B R BE A OG T DB R B ik 4l
AU LA BB A LA s i — 2 F X SR
AR L S I AR PN BRI A A S A B AR
MG A, R IR T A B B A i e AR
EAEAEES AL, HE5 1A RE #E B A & 7 A % 55 Il
) I A R I A F ]eziorska%[mm%'ﬁﬂﬁfﬁ]
ok o5 RE A Ak 5 A8 i, B A L AE 35 B R R A i DR
JE . e IR s koo AR R AL BE B b, A
A S 3211 T i1 O P - e TRa o (K=
Fl, XERHAENE HESSREMMSELE, N
17 38 4 48 A S 7 AR 0 & A & B YL S T
RE 0] DA% S BMP2 S48 45 Ak & A= 14 410 it R 7 7= A=
B, WAl LT RMGP, PPiZsam 4k 3 i 5 1y
ik, AT DA S I AE - LA I i oAk, i S A
WSS IR . M AP IERR AL, R A Bk S A 4
Ty &4 .

33 RMEALEKEFEMEFTHK

7 ML A8 7 A 3k e P B 0 0 A 9 22 2 il
A 8 PR A % I A S B A A R R AR L il
BN 4K [+ (vascular endothelial growth factor,
VEGF)7F AE 2 5 95 3L Il A8 8 A= h 34 R #8 1 SQ B AR
., A 440 i A K [ F-2 (fibroblast growth factor
2, FGF2) W2 —Flom e my 8 48 A= i), RV
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5% 5 FGF2AK % 1 A7 2B 5 DI SC R, T e A
TR MG A S A A e ) B T P

VEGF & 32 B2 (19 1L 45 A= B 57 1 P B 400 it 44
B PR T, A S 5 414U g HE
A E R BB Ak — P H s A R BE £ N
FRW WP, BT PR S i 5 1k
[ % S B UIAH G . MikhaylovaZs ™ % Bl . VEGFJE
2 BT R 5 s Ik sk A %, HHhVEGFER Z
VSRR BT R RL Jb 2 R KOF- BBl Ak 1l 212
15 25 JE OB P4 AA A 0 AR OGP, T X S AR AR O
RIR B2 A5 A & AR i fa b 3R, R ATT T
N £ BE R DR KO SR I, A 3 1 78750 2 ()
BLPET P F——VEGE ] LAY 145 S+ 07451k, I
Hb, VEGEW] LA I 48 1 LA & AR 1k, JF
P BMPXF Il V- LA AL 4 D2 i A B o

FGF2E A 45 P R A 4 PR 4, v 3 ot o i 4
FfL 358 55 3R AR BE AR AR, 6B LS B R S
AR R R T B . AR N S ks R BE B
o, DY R AR LA T LA M B 0 4 e 2T
SPUAFGF2, FGF2:4d 38 ] it i 5L /1N B 50 ik ok
RERE ALY % B Y. PDGE-BB5FGF2 Wb R /E i ik
45 S Tk LA 6 Fl o 45 2 R 1) 4 B TR AR A DY
55T LA A Rk e e vl A I i Ak - L
TE B a5 0 190 kO 8 3 DA 5 1l 7 BE R AE T Ak
FGF2ME N5 I8 B S 283 7, 38 2 0 St
7R A A A A O R AL ERK A RUNX 290, AT
75 5 R R AP T JUL 20 B 1 B R G AR

AR 1ML 45 A6 4 PR 7T DA A S0 1l 4 P B 4 v
R U85 il 7 2T il D YR 0 (w-PA) S LT o] PR 5
(PAIL 1) %35 AP, PAR S %k nl LR iR 3t s
I 7T 4> J& & F i (matrix metalloproteinases, MMPs)
GRS — 5T, BEBR T MMPs i 38 58 ] 1 3
KoK FEBEIOARTR E ;. 53— 71, MMPs ] i 2 Jf1 5
SRR R AR L AR R R AT A TGE- B R
ik, 25 CE A0 AR 0T L D i A T LA
BB, b, BEE T MMPORE I T i S S A — 4
e A ek 1Y, DT A — 404 260 2 e 0 3k i
51 DNAS i I T i 45 F W L4 e gE Y, 1
AR A S 56 VA A AU ) a4 P R AL O T T
FEARES fLFR B o ] UL I 48 A8 K P AT DA B
PR Y I A A P A AR L 3 AT LA e ) 4
R AR AR A OC IR IR A Ak R AR R

4 451

H1 T PN B A A LA A A b ke AT

DAL I T A L 25 5 b A A e e Ak R R PN B 40 A S
BLH I T & % 48 00 P i 45 45 4k 25 0 A Bh T 4
HE ML B ARIR YT o AR R BEAE R R AL, PR
FEN] G A E B BKAS Ak, TR B A K A e b
Sox9/COL2A1M Ik, BLAMA GE 30 il 7] 7T B br &
YIESP1/a-SMAZKIK L IHFI N bR P CD313R3A
JE L DAV AR ZE ] BE A AL S0 En dM T BT IR TR
E T KES AL & A= BMP4TE PR sE Al F /N B
Tk B A b 22 R AR TR R AR, DTS Y
B2 40 S ox2 3 38 I 1 — 25 itk & EndM T2 1 1M 45
BEALTE G o A 0B e/ RURE R, BMPIR 52
R /Ny T4 I LDN-193189 1] [ 1 CKD /N EL
Bz I REZE AL SR e . BMPs I HE A2 AR TE IR Y
EndMT &4 . PN B2 40 M 1] g B B 5% A B i A 5
G VE PR F A 45 A e PR 7 A5 A R A Ak % A A
FErp ¥ R EAER, K BMPs K A G2 1k T
BB N B 2 5 1M A8 5 A 0E R 1) S S A

i LTk, SR e — R A A% Y 32 8 ]
REEOR Y NN a0 O S 7 1 0}
FE R ANLE & G ST sl . N
200 e 308 3 1) ) S5 % Ak R S Ak A 1 A0 B S
A e AL A 5B A R S Ak DX SR A A e, JF
R A K N RS IE L A5 BeAh, N
JiL AT 28 22 b B A0 A G375 5 DR 1 B R M 40 R
SRESAIE BT, I3 AN 2 9 Sk A A 4R AR R A% 7
o HE T P B 4 2 5 i A S b 3 R i F oY
FEAE PTG R AT B B, ROk E ik —
HE P Bz 40 i 2 5 i 5 Ak A S BLH A, AT
Shy I A B IR BRI TR T A BRI .
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