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Abstract: Vascular calcification is an active and complex pathological process regulated by several factors. Vascular calcification is
closely related to the incidence and mortality of the cardiovascular disease, chronic kidney disease and other diseases, which affects
multiple organs and systems, thus affecting people’s health. Therefore, more and more attention is paid to vascular calcification. At
present, the pathogenesis and clinical practice of vascular calcification have been continuously improved, which mainly includes
calcium and phosphorus imbalance theory, vascular smooth muscle cell transdifferentiation theory, bone homeostasis imbalance theory,
epigenetic regulation theory, inflammation theory, extracellular matrix theory, new cell fate theory and so on. However, there are still
many unsolved problems. Since the occurrence and development of vascular calcification affect multiple organs and systems, this
expert consensus gathered clinicians and basic research experts engaged in the study of vascular calcification in order to summarize
the progress of various disciplines related to vascular calcification in recent years. The purpose of this consensus is to systematically
summarize the latest research progress, treatment consensus and controversy of vascular calcification from the aspects of epidemiology,
pathogenesis, prevention and treatment, so as to provide theoretical basis and clinical enlightenment for in-depth research in this field.
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2 VSMCs¥ 3L

VSMCs ¥ 734 22 BNy, I8 45 40 1) 50 B
VSMCs [F] B 1 20 A R B i Ak o A Ah ot 75 DL 4
P T ANER B/ INBEA IR SRS, DU SR A 20 i 1 32 Jig
HIEEE, RN 52 2 g oA G B AE S5 38
P AR .
2.1 HLFlER

2 VSMCs KA B B 8 i B o f iy, ol
g tbr EE A (WPFEL 220, o PSS E
P E A ) RIAFEA, BB A R BT 2
(Runt-related transcription factor 2, Runx2). SRY-Box
%K ¥ 9. Osterix (OSX BY Sp7 transcription factor,
SP7). W5 [Al Y5 & 2 & [/ &% 2 (muscle segment
homeobox homolog of 2, Msx2). ‘& #f £ H (osteopontin,
OPN) &i& B, JF 02 12F 4% A4 i B A 3% 12 il v 17
EFAIE S KA E E 2 (bone morphogenetic protein
2, BMP-2) Kis¥G I, 546 i EE i) VSMCs 1]
DA i FEA ML o4k, FFIB A NS 5 7% 30
S B A BE BRI Hodr, BMP-2,
Runx2 Fil Osterix /& VSMCs K & B AL H R i3
HF SRR SRR T AR, A U IT R A
Z URE 58 R, AEEUE AR (40 BMP-2) F1 4 iE
A 5[ 4o P 8 2R E K] 7 o (tumor necrosis factor-o,
TNF-o)] /£ H 7, Msx2 1 Wnt 15 5 18 4% # #0005,
537 Runx2 Fl Osterix #&ik g 3558 0 |38 Runx2
AT MR HE N A S E A [ A0E 555 (osteocalcin,
OCN). FEALE A ] LA NF-xB 32 /R 80 7 e A4
(receptor activator of NF-kB ligand, RANKL) 3 & 14
% . Runx2 [ F i %€ 15 Osterix 2 7] DL 58 -5 it 2
AR R B 1R IE . Bale i ST I, Vs Wk 2,3-
RUINAA G 1 Rk T 800 R IR 2 R A 2 2 {2 i Runx2
-1 VSMCs B B gm FE A Py 8540 1 g8 o
RENCINEES GIBNREYS IR HIE el 3 =S E S A1 Fi) o 3 |
i 184 22 i £ 2 (R I - SRS A3 n B kA, AR
5 ih Ao i BMP-2/Smad 15 538 #1755 A\ E 3 ik
T LA R B A AR A A A, 4,
2.2 KRB

2 N A A PR I 5 A A ) D8] - 3R 92> B
FEARES, sl 8. SR, JREFITEIRES
A ) ) R 9% DR AT A ) I A A R A . R
Jii Gla £5 1 (matrix Gla protein, MGP) J& —Fh 4L &
KOOI 8 L 3 2 B R 40 i A VSMCs 3
W FC R I, MGP i BMP-2 5 H 24K 45 5, %
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ik BMP-2 )58k, M| VSMCs #5346 F L
B4k o 7 118 1 HE R B 9 £ T BA B o, BV 7 4,
I MGP T-138C 2 75 P4 42 IS 45 10 R0 o 1L 55 55 0
FET 2 M — AN 5RO B M S T R 1 UYL Ah, A
TR MGP G-TA 22 75 A2 A IS A v JIES 45 A4 Fr et 57
TR 7 U R TE AR AN Py BT T R R ECE T
RIEFIZE R, (HIEET AR RS 2R KT MGP
5 ot B A AR L A 9 S BB 114D B Aff 4 SR U,
I B 050 3R B A0 78 AN M K MGP A g 10 % 1fi
B AL R . Fetuin-A & — Ff i BE & BR 20 304 1)
WEER A, 38 I PR R TN A LE 4T PR A 2 R T RO
P Tl TR 5 A A S5 BT A B 0, AT 410 ) of 7 4
A USRI R R B, AE 970 45 G ™ BB S R
95 (1966 0096 EE 3, Fetuin-A 5 2 MR 4k 2 1
K. ERARERFENZ 5% T, Fetuin-A fl33)
fik e A% 2 A 2 A 5%, IR, Fetuin-A ] A A2 &
OV BB S RN WA AL A B A ) Y, X e
IR A I 5 A0 G R VG T SR i T — 5 It 9 ik
Iy 8

i b, DL EWFRREM, VSMCs # 54k 78 IfL &
B AL B R IR AL R T O ER T, A R B A %
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DAL B TG A R S A 08, AE R 23 A v R 4 TR
£ ™Y, BMP-2 i@ i 8 Runx2. Osterix 2% 5
VSMCs FJ# 43 Ak AT e 33k i 545 4k 1 & AR 152 3
i 0 NF-xB {5 5 3@ %%, RANKL 7] 34 )il VSMCs
H BMP-4 {3 ik 3k i e 3 i 45 546 Y, BMP-6 #]
i Runx2 A1 Msx2, 5 S I A B 40 B 16 1 49
16 U5, BMP-9 Al 0 2 52 AFE0H 1. Smad 1
ol 2 ke TR il MRS PE LA, AT BL3d I Wnt/B-catenin
B2 S VSMCs e g 119 55— 5T,
BMP A5 4l i A5 40 i 7E F . BMP-7 #iF B @ ik
VA 1 ) Smad6 A7 A R afn A4S 4k 1,
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Runx?2 J2 8 4 40 1) 3 ZL8 55 A 1. Runx2 7£
I B 45 40 i & 2% . VSMCs H Runx2 #J I |7
AKT. MAPK 1 BMP-2 %55 5 1fi L, M %S
VSMCs # 43 L F 45 4k U5 gk i 2 4h, VSMCs
 Runx2 ) bR 0] VSMCs 5 5 PR bR 10 5 PR 1) 2%
ik, 5% VSMCs AL 45 1, OCN & —Fh g 4
Mo i AN AR 25 K A e 2R (1T, & VSMCs %% 47
I EIbR BN . B SCIRA NARFR AR R B, 5
1620 43 H B OCN 7K F - 3F 45 4k 4 gLt 192,
OCN i 1d 2532 Wt {55 5 38 % A1 1 i sk 520375 &
T - Lo ARG 6] 26 BB AR R (2 2 VSMCs [R5 534k,
BT A B L A5 4k U 1Y el o R A T 4
WAEDbRED 2 —, B B 2 R S P a1 15l 1
A KR TCHLAEBEIR £ = A OB IR 2, AT S 3K
i 54 1,
3.1.2 BEERRE

RSN FOTZm g EH SRR
(osteoprotegerin, OPG) I #:if it OPG/RANKL/NF-kB
52 AR W0E K T (receptor activator of NF-kB, RANK)
5 T S O ) B A L ) RS A, AT o) R R
W, F A 2 B R TR, B A L A AL
fR) A A e 190191 OPG 3 AT AIE I 184 i fige 1 2%
BEAER AT -1 ZARRECRAD S A5 4k ", Runx2
AT DA I A2 i 5 A R T R L AORE, 5 R I
R N AR AT I A T A
3.2 ImRBRSEN

H A C A I R0 B 7T o B As 25 7% I
PAGEIVER,  ALHE U IR S A & FRL T

XU IR £h 2 H AT I PR 8 F I8 97 B BEAA i 24
. MRS SET RS, FHFEEL Y
W WA 8 AN 0 B v 4 O SR A 1 il v 4 B T g . XL
B IR 5 BE X 5 R B K A R S S RE T,
PRS0 R A A 5 [R) B 38 6T 8% 7 400 P ) A 2L A 40
HAE A, AT B BT, 2013 4 — 3 RCT
KW, MG ELEZ IR EIGIT 5, WA
J B B DR B AR T B, I H OCN [ Rk A
SRR, R USRS 25 0T A S ) i S 40 ) K
Az U0 o P A SR R IR B B R BR IR T —
EJE, RIUCE IR 31 B3 FH A T BR e IR B ik BASE
BT IR IR AR A5 At g 7Y

& BT OB 3R B & ah 24 0 8 B R (Food and
Drug Administration, FDA) Ik #E F =& i1 & #a 1176
J7 . HbEF ST I E A RANKL, BH il RANKL 5

H A2k RANK gty M m 4 K s i
WANAEE, BRI 7 — TR0 I3 i (6
ISR T A B, i 3BT S iR 9T 30 A
J5 B R Bk S FS A R B T Hu R I T L
it SHPT AF &/ 2 I A5 AL it e 17

SR, AT LRI PR B TR T, XUBERR #h e 3t
B RGO LB B AL B R o M ET LTI RA IR R
( IR ) YA FZ i 45 A0 1k 3 50 ok e Bk A% 28 11
ED B AL Y, AR BB AL VR4 S iR T
Y TC 3 22 5 U R S R A A S AL 1 Ok R
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4 RYREFRPIEFHR
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B, FW AL 251 b DNA 3840 AN 25 B e 4k
PHIEABM . JEgTS RNA 2 1) k41, mlheil
o St o A A6 A A S FER A T 36 B 1) S ) T 3 4%
B R AR AR R T
4.1 DNARE{RMERENL
4.1.1 #HIH*R

DNA FEALTE M 8540 il s EEEH . 4
Ko NTRILS &S H SR RN RLE
DNA HIEAL A . FRA 078 R, 2% F SR i1
G SriIRERER A S Tk VSN B S v e K =3
540 R A=, il DNA H 4 ¢ B8 g DNA FH R 5%
# M 3a (DNA methyltransferase 3a, DNMT3a) 1] D)
PRI Ak 1 & AR T B, AN DNMT i
BEH A — %, 61 DNMT1 Al DNMT3b £E Ifi
B R AR SO R AR R U A, B
LRI, BRAH S B 40 i alkB [FJEY 1 A1
DNA N6- HI =4 (N6-methyladenine, 6mA) 25 H
SEARAB A AL Bk B A5 A U AR RGBT R
4= il Runx2 FAIEAL /KT 5 18 85 4k 2 fpf o . DRk,
A= 1Ml Runx2 A0 7KSF AT BB A BE A 4 5 1 T35
Br i A AL R W be U ER RAIBF R
B, DNA FFEE AV AT 25 I bt 1 4% 1f 8 45 40 11
B 2 —
412 EKRBR

DNA H B4 72 Big 40 1) 771 o] B £ TP 3R 7 I
AR FE T ORI AEE . BECIESE, DNA H
S B 2 T 00 s 7] b PG th Y5 T BB L 2 H R 4K KLF2
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Fig. 1. Bone homeostasis factors and vascular calcification. OPG: osteoprotegerin; BMP: bone morphogenetic protein; Runx2: Runt-
related transcription factor 2; TNAP: tissue nonspecific alkaline phosphatase; OCN: osteocalcin. This figure was created with the aid
of Servier Medical Art (https://smart.servier.com).
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Table 1. Bone homeostasis factors and vascular calcification

H RS Xof IS A5 A 4 YEHI 7750 22 3k
OPG i OPG/RANKL/RANK {7 5 it i 2 5 1 INIGF 1R () 4 [166-168]
BMP-7 il AR A0 PE ) Smad6 17 (sl
BMP-2 ik iARunx2. Osterix 11s2]
BMP-4 fie itk RANKLEE B R FNF-«B(% 5 1 % s
BMP-6 {3k L HRunx2 f1Msx2 ts4)
BMP-9 nseis ALK1, SmadFIALPHPENL B Wnt/B-catenini& 7 1155, 15¢]
Runx2 s 75 FVSMCs e /b FAG Ak s 75 5 I8 il B A A

AN 398V SMCs 3 B #4 it frss-e0. 1601
TNAP Yfrsiia IKAEPPiI: 2 4 Pi (1es]
OCN etk DO Wnt 5 5 1R B HIE- 1ok 0 7 22 A it s 1ol

OPG: ‘Hfi¥"#; BMP: HEEKAEEH: Runx2: BUEMHKREFET2; TNAP: 5 BHRERr 5 MR ERNG: OCN:
B E A RANKL: #%FETkBZAABIEH THC/A; RANK: ZHETF«BZAEEER T VSMCs: A P II4ME; IGFIR:
RS ERFEAKRE -1, Msx2: NI FREESEARRZW2: ALK iSRS, ALP: BPERERREY . PPi. AR
#hy Pl THLBERREL: HIF-la: SVAE2HT-la

JE K] 14 58 Kriippel #£ A T+ -2 (Kriippel-like factor 2,
KLF2) mRNA fl & [ 315, KLF2 i RiAH 56
/r2 10 (interleukin 10, IL-10) A4k A= KA1 p1 %
R e s, Al B A 73 4L, FF5 Runx2 #H BLAE
P S el o LA Ak U, R ok B 2 ) afi A 4TS
{L i) DNA HEEAL AR R 25 i 75 i — PR &, DA
T B TR IR 2 iE I AR

4.2 AEAEME
4.2.1 HHEER

Y ER B M e Mg AL 7 b B B PR L 2
—o AR FTUEA 4 B F A B B S AL AE I
B R R R R EAEH . BEFERIE, frans-
gelin (TAGLN)/ “F- i WL 22a. 1) 22 35 175 32 W 5t 4% /K
R FIHE O PR EZH2 ()R, ] A
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2 5 &AL R RE U™, £E Sirtuin K, WFT
% (¥ Sirtuinl. Sirtuin3 A1 Sirtuin6 383 % Runx2
MR P> VSMCs 146704k, S 454k,
A A IS AR I RE 1) Bk T P TR U170 AR
H AT 418 A 2 4Bk (histone deacetylase, HDAC)
7E I A5 4 372 A AR FHABLS A Se g 2, H
IR AT BeAE N S DR 3% T i SRR DR Rk, AT
2 5 1 254k B R, B TR B, HDAC4 Ml
HDACY ] DUk M 485 40 i A 2B 15 1™, 25 B BTk,
H ER B A DG JE R B R Sk A I A8 A4 1 T
FZ WrdEhs o
4.2.2 GKBR

2H BR B 1A BT 78 A0 51 WS E I 78 45 b v o7 E
Jerh AR EEE N HEO L P300 & —
Fih 2 5 L PR SR8 1R 45 A0 B 11 0T & A0 1 2 St il B
o WFAIREEN TSI OB A 3
A4 KT HE A LB P300 0] 5740
Hill AL BE 3 A4, RSN/ E i Ab EE
I I 3 B RO 48 . B 7T R B C646 (P300 H11
550 ) TR U S R R AR B R . ] P300
Al e R4 R ) LT R i PR R 1T Klotho
Feak,  FEUEC5E M B[R] o 20 M 1 R e AL AN Ak
Rl 0k, #d] P300 1T BE 2 & 45 40 11 38 75 36 97 5
AN Hesh, HDAC #0417 vorinostat i P38 Al
ERK1/2 % & A0 41 1] IL-1B 5 3 1) MMPs £ ik, M
M98k 55 VSMCs # b f 4k . R, HDAC il
7] vorinostat W BE AT B B A AR SR IG YT I 5 Ak 1Y)
g, AJE, A AR O I A5G I 2
AN R RIS T Z IR AN RIBETE, A AT BN
AR FT TR
4.3 FE4REZRNA
4.3.1 HHliHR

AR, 2 dE9m S RNA , BLFE/)N (microRNA,
miRNA). K #% 3F % i% RNA (long non-coding RNA,
IncRNA) A1 IR (circular RNA, circRNA) 7E [fi % 45
o B B A R AR 4k K . miRNA 20 i il
RAKAE S RNA. A [F) miRNA £ L5 85 44
RAFIEPEESAPERIVER o W5 K EL, miRNA-30b 7]
LA o 5 A s FE AR U Y, SRTT, miRNA-
128-3p 1 miRNA-19A-3p {23t i85 4k 1 e 12> 1,
AL, IncRNA 78 LE 540 (1) R ARk v 28 OC HE 2L
LncRNATUG! f& Ifil & 45 14 ) 1F 4 i 4% 8 7 7
Lrrc75a-asl 1 LncRNA-SNHG29 £ [l & 45 1k v it

R AR T, BRILAREE 4 305 LincRNA
ENST00000540293 1A, #EifihnsE VSMCs 4516 [
HEFR P, CireRNA A I 45 44 1) 12 W7 46 4%,
T HL AR U85 A0 R i L ) OCEE R 2 . CDR 1as
1 CircRNA-vgl13 JI5H a4 RS Ak g g 02,
SR, CircRNA TGFBR2 K 3E 445 4% 1 F P,
S, R ILADON ARG S RNA 72 L& 4540
I TRt T —ASHT AL A, 3RS 4HT B BT 36 if
BB AR R B B R
432 EKRBR

2R, JE4RiY RNA ] G805 5 oA i &
P BYE YT SRR I IRHIE SR I, & AT R I
PRI 2 i A 96 miRNA-223 T %, [6 5 VSMCs
FEA /D o BRLE, miRNA-223 A G267 I 5 4L,
() BB AL B P, IF 7T AIE S IncRNA-ANCR 2 i 5
FCE AN 5 A B B LK F-. LncRNA-ANCR 1] g8
s B- H il ER 4N (B-glycerophosphate, B-GP) 5
T VSMCs H g, 2 [ Runx2 F1 BMP-2 [ 3%
A EE TR, TS5 VSMCs 155046, M
MR 451k, I, LncRNA-ANCR A fE29497
I A4 4k 1) 5% B SR B, e Ah, T % BIL IncRNA
H19 B 0% Wnt/B-catenin @, &35 158 N\ B (A
JRRET 4k 40 i Runx2. B 45 2. B i G Il A
B-catenin ) FIA KM AL S5 5 TR, AN i
NG TA) J5E s £ 44 2 BB R i A A A S Ak i FR
XAV939 (Wnt/B-catenin {5 5 if 1 411 771 ) $1] H19
755 BN B [R5 AT 4 20 f R B o4k, X AT BB
FSRIGTT M ES LT AE 254 P IR 72 B
Ejfg R AL AR B, B BB A K 3 00 /1 WA 4 hsa_
cirRNA_ 0006859 % i& | iff. Hsa cirRNA 0006859
ik ¢ 35 3 ik # # miRNA-431-5p | il miRNA-431-
5p HIHEFEPY ROCK, 5 35 AR N & il 7] 78 53 4
0 e G 2 RN R I A 1 (RO, ek A A
TTEITE R, AT RIS B A 1k . R, hsacir-
RNA_0006859 AJ fi »& T 57 ML 4% 4 1) 22 L R 2
— B g b, H R AR R IR N I R I T i
B AL IR 5 RNA M SR 259, X BLAfF 55 K 0,
RNA J7V% /2 — MR A HT & 16 TT L8 25 10 1Y) SR .
AR RFRAT A 5 1 2L T UL FH 80 10 5 A T i PRV
igas

5 RIEFH

RAEA YN, HLAAE I JERE Ao 1 7 A0
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T, T DA R A SR AR ) SORE RS, AR EE P4
SRIM, T AR 7 5 AR 2 B AR T AL A4 ™=
AEREIRREN T, R Rl i, 5l R
i SN R AT o R SR ARG B FEE B 988 R T A LA A5 4K
RAEMRRHEEAT, EERICNAN K (inter-
leukins, ILs). TNF-a 25 4 iF [KI-T- B O B 4% B 28
B T 4B S5 G 28R 40 BRI - JE S N 2K A7
AP fE R N &R 5 M1 & AR B A
5.1 HlHligER

L b, MEE A Sy SORE RS & 25
A5y, JORE R 7 2 98 R AH i S Rl F- NF-xB
Al B AR B i VSMCs #2040 )2 854k, o]
6 Tok o AR A A 00 ) ) K P R 4 TR B R A A AE
TNF-a A1 TNF ££ 1/ 12 55 % 5§ A T (TNF-like weak
inducer of apoptosis, TWEAK) i it NF-xB i i
SERRIE, {2t VSMCs #0bAnas L, 25, RANKL/
RANK HlA] 3 NF-«B {2t i B 24 5] BMP-4, Runx2
FARMEBE IR IR AL, S A A B MGP RiA,
M2 HE VSMCs B 430 B854k 15219, Toll k=244
2 /v T ) NF-xB iH 1L 1] OPG {1315, 83 ik
B AR AL R A AR & R B ek, B TR
NLRP3 #REAIMAE A4 & Ao R A5 4 23 i .
%55 NLRP3 i e gt 4i i T, IL-1p A AR
Jid SRR RGN, = VSMCs 454k P2, BiF 58 I
W A s T 20 P = AR i IR 7 4R Ry AT 3
SRS A R Az, SR 5 — T S U R B PR y
AN RS 510 VSMCs B e ek B, C x
AR RN AE K R B Rl E s VSMCs #5 73
Wit fE 2 5 ES R E. lAh, CRMEABH
ST I R TL-6 SRRk M 4 1k, B2

FRE A /4 9% ILs AR M 85 L R IEAER
IL-1B 7] PA 5 TNF-o L[5 5 N 50 ik A B2 40 i -
i) 78 B4k, N BMP 5244 2 MM b B i 45 4
b B TL-1B 3 AT 3% pS3/p21 i #4233 VSMCs
", ZHMESELREPT. thah, Hobfe Rk
ILs U 225 m& S kA, IL-6 50 %%
IL-6 3% 14 45 & 7] #4005 p-STAT3 #E 1 $2 5 RUNX2.
B PEBEIRIG S OPN [ERIA, {3 VSMCs ¥ 71t 2
EAE BT, T IL-8 T BH T OPN 1A F LAV B
R S VSMCs #5146 2, 1L-18 AT fiEt VSMCs
B S RT3k, RE RS S S N VSMCs
B4 B2, I3 TL-18 /K-t 5 b IR B k5 Ak IE AR 5%,
HATHoE M BB 2k AT iE, R mBE S
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[ B VSMCs #6701k 240 P20, SR, A RF &
B IL-18 X N VSMCs # 7 A TR A AT, 1 A2 J8
I OPN [ IA (e 3 E B BKAS A 1) R A P2, B
AT 78 2 BH 0 48 [A - TL-24 3@ i J#03E Wnt/B-catenin
I 3] B-GP 75 519 VSMCs £54¢, P2, SR 1 /7 11
WFFT R IL-24 mlfigidE BMP-2 (235 AT VSMCs
FE4p B2, TL-37 i3 #d) IL-18 M1 TNF-o 542 4 [
Tk, WRPL T IL-10 3PS 5 8 8540 i
T rp S8 RE AR YA, AT A4 ol i 5 A0 O 1 R 22,
Btz oh, ALY S K OPG Y,
UL I, 2R RN FS 5 74 a1y
(40 TL-24) B427 AR H RTW AU 45 SR M AE— R 4
B9 M ES AR R AL 1 30T A L

G 98 9 M A L S WS, B 5 I A 4 e L 48
IR R R LA A AN B 2 AR AR AT T B LAY . A
BB AL A, AL AR IR I B g iz
Z 5 MESURBEANERE, LERRNT, S
A AR A5 A T LA o I S B 200 B 1l i 9 2 A
AL . (EAFE R, ARIIAET T Bl 5 5y
(1 1 B35 T B (X — i R AR TS A . A A S (it
MO E B0 A 1 M1 LR AL, SR TE S 4 R b
SRE G 928 41 M ) 45 Ak R 24 P2 s Ak A e T
FEAIER 155 VSMCs #5504k, 4516 VSMCs
Al RANKL 3384 S04 A i BB AR 0 T RS A
W, ZHEIRUE R, ek i a5 ek g e,
VA ME T M 5 R B M T 4080 17 Loyl e 5 5 5 47
B A A BT A O B, IEIRE R R, E
T 40fid (CD4'CD28™") th 5 CKD I & 451 oc. i
B, G ai s B KA, AL
PRI AR IR B2 4E, ANMR T o0, PURHR 2l
W T REAFAE 22 S, HOuT B A Ak (R 1 PR 24 1
AP IRE

JORE AN AL HE 1851k (R J8, I8 T e e L ah
R BLOUESE « BT 5 0L 98 RE & B 1
AL R, EES S VSMCs R IEK T TNF-o %
K HA T BB bR SN B i R ATt R
BN R 3B 9 REAS 5 (1340 2 T AH B 30 Bk 15 B 16 1)
gAY IR TR B 98 RE A2 ik R RN 3R S i 4 4
LG, 5MESAERERR.

18 11 G P2 9% A ML A R DG B BA T . R 1k
P BRI 030 G 92 A B AL RE T 22 P S8 R R 7, e
PORE R Tl H 2k % RS SR 2 S 54U
LR TR FETS T A7) 43k
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VSMCs #0455 MUEF5 b 2 N f2 . el I,
3 i) A P 1 1 9% E PR A5 T R 2 A T I A 4K 1 %
B, SR RIS SR LA 2 figk 2.
52 lRKRBxR

REAERE 70 H A B g 22 e A 3K

" Osteogenic - /
“transformation

A f‘/{Apoptosis S
_—~» Senescence

- TGF-B, TNF-q,

Vascular
calcification

IFN-y, IL
MCP-1......

@ '®

5 (O

E 2. #AE 5 MEML. TGF-B: Ak EK K F-B; TNF-a:
IR FE A F-0; TFN=y: TP E-y; IL: AN E; MCP-1:
FAZANMELLIN F 1 EndMT: PRI AR- I 78 R 51k 1%
1E Servier Medical Art (https://smart.servier.com)# B~ 58 i
Fig. 2. Inflammation and vascular calcification. TGF-: trans-
forming growth factor-f; TNF-a: tumor necrosis factor-o; I[FN-y:
interferon-vy; IL: interleukins; MCP-1: monocyte chemoattractant
protein-1; EndMT: endothelial-to-mesenchymal transition. This
figure was created with the aid of Servier Medical Art (https:/

smart.servier.com).

WEFE R, 125 G Be KAE S 14 B AT A
J5 R 2 2 VR B R R LA 5 40 5 JOE 2 18] A DAL
H R ERHE, ImRE LR R s, R H
I ¥ A 2830 1) LA 95 PR 9 S E DR 28 P M PR T i
T B AH T W TR WP 2 Ta W] N
NF-kB {5 5 #1 ] VSMCs % 43 fL A1 4546 2. HE pig
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