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Abstract

Vascular calcification is an important risk factor for cardiovascular diseases. Endothelial cells (ECs)
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and vascular smooth muscle cells (VSMCs) play an important role in this process. Under the sti-
mulation of inflammation, shear stress, high phosphorus and high glucose, VSMCs will undergo
osteogenic differentiation and promote the formation of calcification, which is a key link in the
process of vascular calcification. At the same time, endothelial cells, macrophages and pericytes
play a role in promoting the calcification of VSMCs under the stimulation of inflammation, high
phosphorus and high glucose. In this paper, the osteogenic differentiation of VSMCs in vascular
calcification and the mechanism of ECs, pericytes and macrophages in promoting VSMCs calcifica-
tion were summarized.
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1. 51§

BEE N 2R RIE R, OB R QL2 AE Nk WL o I8 495 A2 kA I e s
O BRI SRR P ER (1], IF S . S Kok A AL SEBR AR R ) RS 1S A O [2] . A5 1 3
BRAEER . PRIk IE PR3], B BRI EAE . BN EREAR. B4R 4], HATLE
PR, e s AR N PRI TT T I B S5 AL IR 1) . 7E48 B IRBN kA NIy i A, I 85 A 845
F 7 KA S ZR G BE R XE , A RIS N T 088 L IR T OR300 7 5 TR RORE e A2 B KU [5] - BF TR T
IR B AL FT AR B M AE T R[6] o PRIUL, o) B LR 5 A ) AR ML R B AT BB I PR L

2. ik

I &5 4k (vascular calcification, VC) & $8 s ik BE rh B2 LB KA PIRIUTRL . LR 7SN, 851k
TERUE B Z AR 513300, PTRERE ZmEA B R (7] (8], S8 KB AVECE T R i R AR 8L
[6]. TEmFE. S RAE. FASR e AR =R T, N4 (endothelial cell, EC). L& P
L4 A2 (vascular smooth muscle cell, VSMCs). 408, B Wggn a5 ttisd — R4 BAHEAER, it
— OSBRSS ORI B A5 R 9] VC, RUTHEME, & — MR, HRAER
HULIRTT & VSMCs 75 R S8 il 3 R 28 N AN RO FEAT M, IR CERESE D) R 4nie . Eaani . o 4n i &%
(e VSMCs BB AEr 1k, SRt 85K TE B

3. MEFFANMAR M EFELRXBIRT

VSMCs J& —Fa R m o iB e i, ERER 2 M4/ t. VSMCs SR o] LAk oA sl #
Y, JFIE A AR A TR R LR MU A IO, I T LA R 2 5 it A A Ak 1) 32 22 5 5[ 10]
3.1. VSMCs BB &5 2 M BS54 A9l

BINKBE TR T2 VSMCs #4f. EAEFURE T, MARIME Y VSMCs Bk A, FEE
R KERREEE, W o FH UL E A (alpha smooth muscle actin, a-SMA). “F#f lILER & [ # 4% (smooth

muscle myosin heavy chain, SMM-HC). “Fi& L 22a (smooth muscle 22 alpha, SM22a)5%, 2 W46 Th g
[11]. EMRBEIMIE. RIE. FANIERIB R, VSMCs M ZE 2 (o B /e £ AL . 1X— 1 FE ARRE
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SEENTERIRE AN R (0 U8 DS A A B S RN o P R R 0 2 4 A 9 A B
FHU AR R B RC Y R AE BCE PR [Runt AHGHE SRR ¥ 2 (Runx2). SP7. B MR E . B 45 & A
WERREE(ALP). Sox9. I LA X B (Col 11 AT Col X)) HIFR1R[4]. SE#E—FE, IXUURE 40 SRt
Jii /N (matrix vesicles, MVs). MVs 2 {585 % B 1 SR8 S5 T %, 1 MV Hs AR IR £6 1) SRR A
WERRES dm R T . RS, MVs HISREIR G EH L. w2, B aAaN MVs RIS, ARG
HENIRLSE A 8], AT OB R L, e T8 A 5 4k [12]

3.2. $E4LAREE T FnHDHI B T H L

B 32 R AN R R R A 2 BB A TR B TEES A IR L b, S LA M e i 3R 0k
BCBHEFR, 11 Sox9. Runx2. HEfE 45 K% ¢ KT (osterix)&%, 1M Runx2 Befg {2t VSMCs HI451k[13]. 45
AR HE R T B RS KA BB MIIEN BT, BLR AR SER F-o (TNF-a) 7T LABE LS R HE S B 2
(Msx2) Rl Wnt {55, LI SEIKT Runx2 1 osterix {1k . 1fi Runx2 @it 5 LEF-1 M EAEH, i
W RuNX2 7E 545 RS HIL R RS SETE. RN, Runx2 38 0] DLIE I #E S 35 HE  R 7Om T R il
R Noteh 15 521 Runx2 3 PRI HER 1 Wnt (55 . BEAGEE (172 SOST JEF =4, JLF RAEH 4
R, & Wit {5 54% S I0H 2, 7824 LRPS/6 [HECAR[10] [14]. 454kl 7 it i GLA &
(MGP)%%, alilid fHIEES @AV 55T BMP-2 il BMP-4 %5 51 VSMC i FEor 4k, F i & 4516 1)
KA[15].

3.3. $E4K VSMC BIZABRERSIM A

4k VSMC R4 M >R s A4 mT DL Ik 75 5 40 B 5 SO SRR ik I A A5 A FR 5248 VSMIC 3R AL el
A, GRERW, TR VSMC T AESMBAIER T, VSMC FRicIi) mRNA Rk T, SeE et
FEFRIE B, RN S S IR BB FAHSCHLI T RE 5 5244 VSMC H NADPH %At Al 22
ZYJFEAL IR R (MEKL AT Erk1/2)15 538 B8 A 0E A 55 [16]

4. A4S SHRHENE R MARAREHS K

W R 4H L (ECs) & M M EE RS, B RCE Z AR a R M s, B2 2 S s s &, %
JiE R BEANIMLIAR SN 77 5%) [4] [17] [18] [19]. WA Bz 4t vl @k Py Jz - 18] 78 i b AR 54 . 4t 4
FIRAERES S MEE6]. —MiIAA, WA AR B TEZ BRI E 2 R E R A S 5
M, 2@ g i IR g2 51X —id #£[20] [21].

4.1 ECs BIRM B HREHLSS5 VC

TEAE R AR FRARAS R AT, anbs PR B R R 55 i i i, ECs mTDAZE I N B2 - [F) 78 B % Ak (EndMIT),
FEMCIATE] ECs Fr 5 MEARic4) VE-cadherin/CD31 S5 ZRIA /D, A 78 BURF S AR 1LY FSP-1/0-SMA %51
ik M[22] [23]. tb4t, ECs 22 TAEMRE /1, FER AR 284K, T KA T T AS 1 18] 78 JoT 40 .,
SR S P AR o AR X — I A i A R DL ) i A B o] B 2 o R 558 [20] 38 1ok S 56 R IILAE v b
WEE, BOS I Noteh 5 5 {21 EndMT, #EiM3RA 2R TAIMERE, FHESERTE 3 TR 0o Eai
M, (ESEEFEYRIE AL Ak, Gonzalo ZE[11iE i SEEG K I, TNF-a 1 IL-6 nliEEEZ 88 SMAD 55
PR 5T EndMT £ N EBhKk ECs H kA, FEAK BMPR2 (355, {2k bmp9 HIIBUT BeH «

4.2. ECs B B /3 srikigEs5 vC
MR, BT R0l SRV ECs HOE L5570 H 73 il R 1, 78 VC YR AR Je vk 45 B I 4EAE I
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421 S@#HES

— SR H S 5B I SR, A AT SMSME S 2 F @A NO A CO),
257 VC iiE[6]. MAERIEHEE R M ECs F B & BR-y- 2 @B (CSE) AL . H2S LI
A LU ShA I TR IR R S A AL A4 K D3 Ao THEAE S I8516[24]. b4, Zhou %5[25]
fath, B EAT LLE ] Stat3/ZH 2R Il S {5 5 @ BRI mbE 75 2 A4 . Ying S5 [26] %23, i
AT DLIE ) P 5 RSN EndMIT, 3% AT BE A2 AL EUARAE O IE CR AP 1 FH B —F o AL

4.2.2. INGFREMERR

I P B 240 R 05 T3 LA L &5 4 R 0 () /N 23 S PR, 40 E RS T 32 (ADM) . ¢ B4 44
JIE(CNP)FI R 55 B R A SR IR (PTHIP) &, #7E VC 1k e vh R 5 EEM{EH . ADM. CNP Fl PTHrP
REA R H B IR 3 S 1 M-I WA AS AL, 10 PTHIP B IERA 2 3 M 20 . PTHIP 1] BEiE
HHEE BMP-2 (551882 5 VC, J:AEN VC IR AR 7 [27] 1 MU N R 40 o il ) B 2%, wT L
I BEOE N R A BUETA)KRANE VSMC H Na i B #h s, % T VSMC 234k i 40 s
FA[6].

4.2.3. EC kiFR RN ER(EV)

ECs 5+ VSMCs #4l, ECs 5 VSMCs 2 [8] (1 AH A F % ifi 5 1) A BHRN 58 2 AR Ak 3 i o 22
[28]. ECs TEmifdf. il rmobl Sl N vl AR SO /N 906, Iy B2 AORi(EMP) . AMIMA(Exos). P RE fl
PR T Mt fE e BEC U 75 i B, T A IAMA R 2 W A% S A (multivesicular bodies, MV Bs) -5 41l g
JoR LR S R TR 0 A () — R L [29], #5 B i, AR ER . miRNA %5518 2 84 i A 454 I [30]
[31] [32] [33].

1) W B

BMP2 J& Ak BT JE 1B T SR B AMES AT ER 2=, AT B2 P9 B2 ok (endothelial microparticles, EMP) 3 5%
EHZ—. HEAA, EMP ATLAE{E BMP2 45 B (calcium ion, Ca®™), FEVEAESAL I RU% L &R 7 5
WA[6]. & FEALER ) ECs fTAEM EV DARE RSB0 77 B0 p38, i ECs A4 ffulal &b 731 1
(ICAML)FH LA 4H MRS B 27 1 (VCAML)IFRIE, 75 5 B2 4H ORGP AN 9888, AT (2 14E45 40 [34] [35]. Lin
SENKIL, RO ER Ik ECs BEUK BS54 Notch3 [ EV,  FFi@ 1L 0% mTOR & Ei#E VC [36].

2) HMME

T FE R I, 2R BE B T ML IR 515 5 1 ECs fiTA4E SMIA (ECsHPi-Exos) 75 44 A 485 T 4 VSMC IR I,
PEHEF KA AL . Lin Z5[37]7E 5256 A & B 24 VSMCs 54 3.5 mmol/L - H Jh B ER B4 AL B 1) ECs JhBs 3Rk,
VSMCs H1f) Runx2 & H/KFRE . R, 24 ECs f£5 VSMCs JLE5 37 FT 5 GWA4869 i & i, =i
P53 Runx2 Fikph B BHNT, XRWE B T ECs LB, MBI AN H Al K 2 ALk 1
VSMC IfRSMSAL .

Lom Z[38] &3 ECs #MA A 1) miRNAs 7] LAY VSMCs HFE R RIEFEL R 44 . Hergenreider 55
[391 & B, FEFARBY IR J34F F R , ECs B & miRNA-143/145 [{4MIA, A4 VSMC W, #E 1 VSMC
R B LA ANS], ATIRHLE T VC IR A4

A — LRI 5T, WE A KA & A (Bone morphogenetic protein, BMP) S & 4 B 1 i Bz 4m
P PN Rz 20 B PE B 35 BY DR ) B Ve R IR T, 78 IR P9 ) B89 4 M PR 7 R 5 e R 7242 BMP-4 B
BMP-2. W5t &I, BMP-2 i@idi#iF Msx-2. Runx/Cbfa 25 Bt 40 L K845 VC F1 VSMC 7k i B i
F[5]. Kristina 2&[4018 i 5240 A I, A sh i MU 52 1 18 BMP-2 R BMP-4 {1383k, 5 A 51k AH

DOI: 10.12677/acm.2023.132169 1226 I IR = =23t e


https://doi.org/10.12677/acm.2023.132169

il 25

Ky b, EEPEAL IR HAECS 53R 20 N T BMP-4 A3 12 SE Bl ik P B2 4 P iy af e A i, DA R
BMP-2 A3 [R5 A4, I A 20 A 1R RS 5 (AT, B R s /) BRFR K B 1) 32 3l ik BMIP 3% 14 42 3 389 1, 40 SMAD1/5/8
BRI FTR -

g bpTiA, mEE. mbE. ESBEREEL. EANE. BIUIN . ARVE T SRS IR AL
MR AE[4] [41) 0 24 I S A0 4% 3 305, PN B 200 R o - 3 JUL 20 i 2 i o R R R . AR A
OPG/RANK/RANKL 1% 5iE#%. Notch 15 5@ . BMP {5 5@ & . Wnt {5 538 B2 8% M & 8501 & A4E
FI3 fE[42] [43] [44] [45] [46].

5. EMi4RR S E TR AMEHEEER

ELE 4 ii(macrophages, M)Z: 5 [ IVEF LI B, FEIX — iR PA RN A R A E VER- . ML AT
I JAK3-STATS il i FLER I & M-STATS3, {2t VSMCs [ it & 4l & AL 731K [47]. M1 5l R 18
RAEMIFFEDRAS W AT RS E VSMCs [ B 4II IE R R A, TH0RE 4IRS 7 ORI
RIS A [48] - M2 BT DLW 28 R 1+, FRWa SR B8 v BORTE T4, B7 145 4k siA% A 2R B [49] - Ricardo
A4 [S0T3E L LA R e 2 g e 5 ] LA VSMIC IR 54K, 38 S 4 i 1) B P fih . S Rk
YEF S =R IR (ATP) - WA A M2 & BUFEBEIR (PPI) A <o A 7EAN [ (R A 15 43 AN [ £ SR i
i, ASFNEEE E AN 2 R A MRS RIS [R]SIEAE 1) s 4 i 2 AH EL AL

UFEZKETERMBEMIARE 725 T ISR, S fEd, B ez 2 2 M
B, TR y IFN-y). BEZBE(LPS). AR (IL)-4. AL FE A 2 1 (ox-LDL) i 2> 3k 22 P2
MIRF, 40 TNF-a. 098 & M (OSM)Z%, {i2fli VSMCs (] ALP, BMP2 it T, ek ik ik 4.
B 7 i eI P A PR R, R M ads mT DA I i L B e Ak S Ui S 4[5 1]

DRI, R A DA A R I 5 A o 2 v F — X ) &1 o S 0 o A3 5 88 8 DA R 4 i 7
PR 540, (H B MGG M AR v] DAd i 23 WA 5t 28 D5 7 5 ) A 1 440 RS 4 2 A SR 4 ot i 554

6. AYARELE M 5L P HIER

4l (pericyte, PC)ZML T M RER) —Fp B IE Z REANML, AURSs. CRE. AT A KZEIhRE. PC
FEAREN -SRI /T4 A e 4. VSMCs. M 4iii, g4 . i 4i i &5 [52] [53] [54]. PC 7E
WSO N B i S 4543 | B JR . OPNL MGP A OCN %%, TR KBS 5. Kirton Z5[55]8F 7T
< B R 0T st ZE KA T I8 e/ 40 A e S A B R 2R 5 Gla B 1 (matrix Glaprotein, MGP).
B AR SRR DS IR F I ERIE, 80 ALP &M, MITiES PC el #E L IF B i PC
)8 534K o
7. BE&

M FS R — N WEER. AT RE, O HR O U A R RISE T R A — A 3 I T
BT, AHHAUE] RSB TR MESE . THTTE VC R TR BN T ARKK — D E S ARG R
TIEESH VSMCs (1E I B ECs. ELREARAE. Jo 40 i A 4% 102 VSMCs BB 7L EIE R . H AT
T ECs f1 VSMs £ 5 IfiL B £S5 AL RERE AT 70 T ZEER FRAE MR AT FERN BE, 7 2Lk PR AL =38 2 5 L 45
IR, DI 5 A B VR 3R B 78 7 AN, AT AE AR OR A5 1k L R 0 e i 45 1

E&WmE

BT T E SR RIS H (2020JKNS006) -
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