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Abstract: Vascular endothelial cells (VECs) and vascular smooth muscle cells (VSMCs) are closely connected and affect each
other functionally. VECs can regulate the phenotypic transition of VSMCs directly (Notch signaling pathway) or indirectly
(cytokines, exosomes) in respond to external stimuli such as hypoxia, inflammation or abnormal mechanical forces and maintain
vascular homeostasis. The abnormal process is an important cause of arterial vascular diseases such as atherosclerosis, aortic
aneurysm and aortic dissection. In this paper, the mechanism of VECs regulating phenotypic transformation of VSMCs is reviewed.
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AR 2SR A VSMCs R BIEE 728 - i 35
FVRYT SRS B 1 H 1. WA T f# VECs X
VSMCs 2 AU ML EA 520 e 2 ORI
PRI HMME , AR SCHE 3K —HIL ] A 0 3 e B H:
TESIK AR08 h VR A T2

1 VSMCs REETHERESR

VSMCs S Ifil 357 BE 510 35 22 B 4t 4R 5 1L
GRS EERN K, VSMCs 28 B A =5 n] 98
P, AT e SRR AR N X A AN S Y, A
BT REmAK . ERAMEE, Hdnl ek
RENWKIMAE BN . Bl PR A M AL 2= B R Bz
., VSMCs WRBIFEA R RAEH T AT R =
6 FCIRAS B, KK B R e R RN A
R s R A AL Ry B LR L 1 A AR Ry R A
Azl

TEAEFRIRA T, VSMCs 263 = Bk il
AR, B AR 1078 1 5K ) At 1 R
FHT, W% VSMCs 5 8L (R g kiobk , 38658 AT
BRETI 4055, A/ DB s LR B, &
B VSMCs 4 FR b sR /IR A, B8 At
FEBE 1o, 43 K 40 i AP 3 B AN A I T
SEUNE LS MIIBESRAL . RAE SN HE5R O, P
fEHE AS St i U0, YER PR, Hifhimn
FEHI) VSMCs FIR s B 2o & i, LB E
M, PR SR, A0 S A8 Rl i
B AERRIMAE RS

2 VECs Z4EFMERESHAEEEER

VECs i T I EEENM, JEAERrIfl 245+ A1)
RERRASEENR, EEREUTEM: DM
BEFEPER N SRR Y, B IR R TRIREE; 2) 2
VR ML AR AR A T U5 3) S AL A T A TN
T, WIMAE KT 4) SR AR BE i K A
P, YERFIE R LA o

3 VECskRiEWEZE$E VSMCs I g
B RS

VECs 5 VSMCs fE I i B %A, — &1
Uie LA B . ATHOTSE R, VECs it iz
RZEG . T AN MRS B R s A4 X
P VSMCs RYZHfiERAL,

3.1 Notch E5E%

Notch 1551 f 2 — 55 S AH &R 40 Ma ] A6 B4R

FH ) & B RSP M5 Sl i . e AL sh ik i,

Notch {55538 #% 3= % fi Notch Bt fA . Notch Z A& Al
Y P R TR0 7 4 4, P Noteh Bl fy
§% Dleta-like 1. 3. 4 (DII1. 3. 4) LI} Jagged 1.
2 HAP, Notch ZAREIHE Notch 1 ~ 4 PUFp 31 Jr4F
ok, WFFEIEB Noteh {55 76 145 AE B DA K RS 4
Fih Z SR E R U, WF9 & 3L, VECs 1l il
if 40 Mg 2% T Noteh it /& Jaggedl 5 VSMCs H
Notch3 SZ{RZE A, 0 VSMCs e 26 1 i) A
FR [ e A U5, R AR IR IR S R B, VECs
Jagged 1 5 VSMCs H' Notch 3 Z K45 & IF 5 T4
A% avp3 FUHE S BTG, VSMCs Zfff T
VECs SE i, o i 42 F il 45 ng 2 o 3k B B0
VECs H'iY Notch {5 % A fifi VSMCs H it 4 3 1 4%
R IERLRE IR A A R, SRR A B A /N
FRURL M B VSMCs 1 542 U6, DL A S Rk
Notch 15 5 i/ 5 VECs XF VSMCs 8 12 78 1fi.
BRSSP E X HEEMER.
32 HREF

i R ¥ 1) 4316 J2: VECs J$E VSMCs Jifig
R EE )7, VECs AT Z R A+, 40—
FAL A (nitric oxide, NO). [Ifil/IMiR A= K A+
B(platelet derived growth factor B, PDGF-B). %1k
H: K A - -B(transforming growth factor-B, TGF-B)
A, XN A TR VSMCs DRER R & 15
ANEEHII,

— A AL R — B B MR 1A R SR R F
N 40 i NO i Ca? K i Y — AL B A
(endothelial nitric oxide synthase, eNOS) & . &
P HLE VSMCs, 38 53 00 1T 1 5 T IR S
S A b U8, KB IE 9 3 B VECs B
NO A HEMHL ASTEM, 4 NO w4 &4 il
VAMCs FI3855 . T8 DA AN 3 T3 A B 1)
Huang 55 B0 J 9L, IR i 28, 14 Rl 4100 ) 390 3 o 30 42
Akt/eNOS/NO/cGMP 15 53 &1 T PDGF-BB 75
T VSMCs &R R, M 4ERF VSMCs 1 4s
A

PDGF-B J& —Fl ik e A7 22 5y MK 1, —
% 1 VECs, VSMCs Ml F I 41 ffd 7= 4= . PDGF-B
5 VSMCs 1 i) PDGFBR Z k4t 4, ffifi
ERK1/2. # F#H B(Akt). W5 Bt JILEE 334
(PI3K) 5k JAK2/ERK ®FRAE3E I, i G1 Hi4H &
WA, FRAR SMA . A5 R MHC, FF34m
OPN 35, MM S 31 VSMCs H W IFAE it H i) &
PRI A 2122 AR A REFE At B, VECs 1]
i 131 53 W PDGF-B 4% VSMCs 19 iF £ FI 3 5 fig
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B, {HAEARE %M F, PDGF-B & 1E A
[f], 4N7E VECs TEARBT I 1~ , PDGF-B %
KAKETRE, FHEHE T VSMCs e 164 iR 54
AR, RICMHGE . A PATCRE R LA K
FTURH SCHE P IR BN, X — 2o P2 45 BE 2K L
PRI . WAE N B 0 LR GATA-6 Btk
/NR SRR, PDGF-B /& GATA-6 [N H.
FEMRIE, VECs H GATA-6 it 53t PDGE-B 1
FERREAG, (/N EUHA: NI A5 R R R o-SMA
FIRACE R EREAL, H VSMCs i3 56 FliT
B, fii VSMCs & R B A R am £ 5, fEik
B A BRI A 124

TGF-B 15 546 T 5 MG & A 2 # v () 1i A &
BRI AERESNAERF A X, AR TGF-B i
FIGAHE 3 Ff TGF-a WA, 0% . GDFs il BMP,
TGF-B MY T AR T B2 /K 7E VSMCs i
ik, HH VSMCs 38 B % AR 25201 Ly & 7RI H
VECs-VSMCs 35 72K ZUEIH , VECs >k i TGF-
Bl {2k VSMCs [n] ¥ & MBI 4F RS 5246, JFd
i Smad B EA ] 9 miRNA 8457 5 ] 1%
ik, ff VSMCs 43 fb kB8 S 4k i 2 7 281 BT
R B PR BRI A I A

NI R 456 MR K AE K FF (human heparin
binding epidermal growth factor like growth factor,
HBEGF) &R A K HF A RB o, W2
— SRy WA EY 3 W 1 A K TR RN B O T )
Xt HFE A Bk iy % fPE . HBEGF-EGFR1/2 Al 4
S Ang-1 {23 VECs Xf VSMCs (5 5ERE ST, IR
i VSMCs H Ui 3R BV E AR 5440 R i 4 HE T 3R 1)
BRI,

3.3 ShufE

HNIBE (exosomes, EXO) f&—F B4R 40 ~
160 nm 4NN E , AT 2R [R] 11 ) B4 40
VST (A0 miRNA Al mRNA %8), /-S40
[F1) 30 T A PO,

TEAHURAS T, VECs B iy A i 44 v 4, 5
miR-143 Fl miR-145, X PiFf miRNA J& 1E 5 I3
B R A Y miRNA, 2 4EEF VSMCs 145 )
R TR IR 2 o FE M R, S22 8 g ik
miR-143, miR-145 F2ik/KF BEEIL, VSMCs k&
H: FAFEAR | Fontaine 25 BU A VECs-VSMCs
B = MR % B miR-539 A3 i ZM R L VECs %%
F£ % VSMCs, {1 VSMCs Hi it 45 ¢ 755 A5 Sy 4t
B RE TSR I A R A . IR R B, ANRE
Sk ECs SR IEAYAMIMA circHIPK3 18 1 miR-106a-

Sp/Foxol/Veam1 & % 5l 42 #F =5 B % 5 10 VSMCs
BEH, IR L TS B, VECs SR VR A AR 1 52
i) miR-342-5p if it Akt {5538 B (2 8 O LA 3
B . IR AIRZE, it A miR-342-5p i
H e K 2 11 9 T c-Jun N-oR i 2(Ink2) /5
O LA 8 T 5 SR R O IR VR, R
ST BRI C E PR AR AR Y (p-Ak), S T
AT ZH & P miR-342-5p £E VSMCs A i 1
T FOXO3 i Je 15 i 45 Notch {55, MM i
VSMCs H e 2 AL ) 43I R FIAL AR | $7% VSMCs
IR £ A n] 52 VECs K JEAM A 1 1) miR-342-
Sp M B,

Bk T miRNA, VECs 3 i 75 3 1R v if 41 75
A H Ay 7, 40 LncRNA ., & [ %, Li %P
K, WG CD137 1/ 5 VECs K U 40 ik rf iy
TET2 H /K FFEA%, % VSMCs Y3454 FIiT 75
AEJ1, fEit VSMCs py e 2 BHGA5 Jy f plge H
g — W kB, ALK RR R A Y
HUVEC # 5 /M IMA (ox-LDL-Exo) #5741 LncRNA -
LINCO01005, 137445 miR-128-3p - KLF4 {5 5
A2 VSMCs RAVFEAS s [z, LINC01005 # il
i, ox-LDL-EXO %} VSMCs & %4 748 ffig g4
FHIE 55 B, It Ah, Boyer 45 BT & P VECs KR 1)
SR TT DLSE i 450 00 m RS R AR 1 B A Y
VSMCs F£HIFEAR . L EAFsE R, VECs K JE4H
WMATTHEH Z AR IR+ VSMCs RIUVHEAE

4 VECs 81 VSMCs 3 B 7£ z Bk I &5 &
RitEPEIEEEEH

VECs 5 VSMCs 193 i B AH 4 AH 5 SAH Tl
2y, AHUIRET, WE A B AR AT 4R A AR
5 BRI, VECs AN b i %
A, RIS VSMCs £RIELAR | M AL AS
Tk . AD SF S KB R
4.1 FEKREEN

AS & — Bl H B 5K Bl ) AR RE T B BY, AS
WA MR . B AP RMIMAIE TG, Z
JE e AN, B TRULE , o ik )2 & WS
b, mAFESNIKEEG RS | A e .
HEHE R BT, VSMCs MW 4 38 1Y 1] £ 1 3R 2 1)
A BT AS Bk P, HAZE AS BEH R A AE Y
SN A % 1 VECs il VSMCs 3 [7] 70 W . it 4h
Wang 55 100 J 90 Kz R I8 /1 s 44 1 ) miR-92a 4
F VECs-VSMCs i iHAE #F 3l ik i /b . miR-92a 7E
VECs s R, S VECs ThfgRafs, It
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AN IR 32 3] VSMCs, PLE#E VSMCs 1Y 358 |
ERMFAT:, JEMNE AS JERE W, 78 sh ¥y i A
Hr, BRI miR-92a FRIEACE- AT 4% VECs T RERERT
I AS. BT miR-92a, ITIAH5TIE K B H Ath 2 Ff
VECs K i miRNA = 5 i #5 AS i Jjg 5530 Fif
HMUMA T miRNA 78 AS hRIETEZ/EH, ##niX
46 miRNA HAYEN AS 45 ) kil A 50 1018 2 1R
ST RN AE W A N T PR A AT g

TE A4S T, VSMCs i 33 ##0% BMPR2
itk Notchl {555 VECs 4%, LIBM MY (a5 &
AN VSMCs EAUFLAS , MTTE VECs x4 475 5
A, SR I A M A RS ¥, Ak, VECs i
Notch {55l RG-S AS IR VERA C.
42 FEzhEkIE

Sl kIR A2 T Bl KRE i AR s, T ksl
JoKBE oy B 1 sl ki@ R Bk i R B, W] R A Falfik
RGEMAEATERAL, DL ES R R WL F ik
e AR, RO . SR A ko
JZ0EREAE, FEOMAREK T RRAG, A SR B
IR, Horp i 8l ik# (progression of abdominal
aortic aneurysm, AAA) " ML R AE 5 4 AE 40
i, VECs. VSMCs. ECM M E AR YIA L .
WFFEFM, 1F TNF-o AbFRAY A T30k B2 40 it ]
W WA R FAEH T VSMCs. X S840 A H 7
fEiE VSMCs F s 4s Fe Al [n] & R LAY, 4k
% VSMCs H* MMP-9 1)K AKF-, et sk dEH
MIRESRE, INE AAA BHERE ¥, Filiberto 55 4 &
B VECs #5721z ##55 H (pannexin 1, Panx-1)/
ATP BEJCAT LB L P2Y2 SZ K 34E VSMCs, 5%
VSMCs Wt = Bl o] & R B %A, FFAR i M
Ca? " BERCFIIMAS E 48, fR U IMAS SRE AT AAA (Wil
& Iz, BHWE Panx-1 W] &35 0] (1 40 i i %
FEh Pk RAEFEIE, W AAA I L. ML
UL, VECs %} VSMCs Zh g &8 iy P 4= L1 72 £ 50
Jok IR I T A 25 E B A BRI ORI PRI F A
43 FEDhRkRE

AD 8 F Sl s P9 4 I 32 3l ik g S 24 4k
HEAFSIPKPRR, P R e, W E Sk
] 4" R B 3 3 Dk RE 1 ELAR R i o3 B R el |
VECs & ##i 7% £ % (reactive oxygen species, ROS)
HISEFRE A 70 W& VECs-ROS I 3 3 ke 4
¥ 1853 % AD Gy M I B EAE S AL . BESE A
FN Kz 40 e e 57 P Nox2 % 3L K (Nox2 transgenic,
Nox2 Tg) /MR, &I Nox2 Tg /MR VECs
L 53 W ROS MK PE R IR R A, B0 AR

VSMCs, i VSMCs ' Erk1/2 #i#21k, VSMCs
Erk1/2 BEfR AL 2 5 A8 3Bk AH 1 VSMCs
PG bR, LEAESE VSMCs H s 258 ) &
RIS, N AD iR,

5 ZHIEMRE

VECs 5 VSMCs [ 41938 tH 2 I 45 2 45 1E ff
TE AT RERSE I ERE , 2 — R 22y A Bl
o ATHIBTSY & B8 VECs 314320 w4 R0 40 it PRI
F, WNO. TGF-B. HBEGF %1 Notch {5551 %
e iEE VSMCs RABUHEAS | 52 45 ¥, iF
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REEZAVER, FILWFSE VECs X VSMCs & Al%E
AN ) R 9 A R 2R Bl K L A 9 B ML v g
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RERF TR il — S8Rl T, U VECs J&: 7538 i HoAth
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M W AL D) RE 2 A s 55 . B SN2 2
12 (0] 2 S A 2 5 i R I AN B, X
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91 R 3l ki A 5 0 1A I DR IA T B AT 1 )
TR
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