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Research progress on the fibrous structure of aortic wall
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Abstract

The aortic wall comprises three layers: the intima, the media, and the adventitia. Among them, the media
layer is the most complex in tissue structure, carrying the most functions, and is also the primary cause
and site of aortic diseases. The main structural components of the aortic media layer are the extracellular
matrix (ECM), composed of elastic fibers (EF) and collagen fibers (CF). EF and CF contribute to the
local microenvironment of the arterial wall and play a crucial role in maintaining the normal morphology
and mechanical characteristics of the aortic wall. EF is associated with the good compliance of the vessel
wall, while CF is associated with the ultimate strength of the wall. The interweaving of these two
components allows the aortic wall to possess both elasticity and toughness. In this article, the author
provides an overview of the composition of the fibrous structure in the aortic wall and the synthesis,

expression, and functions of each component.
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Bl kA BE 25 4 25 0 Ry B AR ) 2 4
(elastic fibers, EF) . J& J5 £F 4 (collagen fibers,
CF) A%, Bk BE 25 4k 45 0 0 o k1 55 T R 1Y)
K, AT RE TS R BE IR R ) e A5 BRI
BN S N1 =0 A < = o < 1
By TR A F S KR BEY K . IR, B R
3 kg . F 3h Ik & JE (aortic dissection, AD)
SRS g a5t AR k2 4R A 2 D7 25 G Ak
(Marfan syndrome, MFS) Hi H A B A fibrillin-1
(EF 8546 507 ) A BEtY, i 35 8 0 - 24 9% 25 53 1k
(Ehlers-Danlos syndrome, EDS) £ 2 0| 45 111 %Y {1 i
JEB S, R BT Bl DR BE LB SR RE R, A
Az ADM AR SC R T Bl IS BE 2T 4k S5 4 25 03 1Y
B FIE KIEEAE, LAUHION 3 S B 1
I3 B KR TT I F 9 B A SR

1 EEERSAREIFREE

F Bk JE AR I A, BE A O U R R
Weds 5 a7k, A TEMY RS R4, REEHE
B ik PN I I 1 2

IEH F K RE S S R BRI IR =
Hrp, WEZEE, G mENE. NETZER
WER 2 PR RIR, A K E W E IO L
4 Bt (aortic smooth muscle cells, ASMC) &% £ Ff £F
A B AR B ) 2 AR )R — 2 B RS 25 4
M, WHE— 2oy )R Hd, d B2 o R
HAGE M FE % . RBINRER Z WAL, 24
FF 3 2 Ik R0 R 2 Bl bKORE L B0 P N g 09 O B 4
My, HRSZ B ALAN ) B K, BRI A R o Bl kR
s 1) i = B DR AT A8 SR A

3= 2l ok B2 32 A5 43 S EF R CF 4180 Y
A ML AP KL (extracellular matrix, ECM ) o M 3T o0 ¥
B0 viy, B BKAE RE B2 EF & T R
CF & B 8 i1 LA b R 5 b £F 4k 5l 2 o0 £ Y
F Bl Pk & BE ECM AR 4 B AR 29 i AR IE 8 bk T
H A 50% LA . EF Fl CF AAUS 5 3 50 ik oRE J& 6 i
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EREME W IR e, (HE, PR AR
S LA PORE, Hdr, EF 5% 8 &4 596 P A
XK, AN IVERE EF ol 70% , 2 4+ 3 B ik
A5 RE S R A T RN e DR ) B4y CF
55 RE (R BB BE A O, AR R L EF 191
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EF 2 F B Z N9, K CF AL T D Re i 5
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F= B0 ik B Z R ASMC AT 40~70 JZ2 3T [ 0 [
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FEW 2/3, ARHH 3= 2l bk A RE KES 4 1Y 1 2E R, JF
PREE B I BE RS2 . BTS2 R EF A E
LG LR, CRgEffitih, L=
EF — ¥ % 2 R R A — i, A AR 2 ) )R
—JZ ASMC.,

F= Bl Jok BE 1) g 2P T 2 R e o I E EF
CF F1ASMC Ay P BT . & & S zs a2, g 5 0y J2
() 55 177 77 D0 ke 45 2 B) 1) L 27 4 . ASMC 55 19 5
O 454G 0 A0 F sk B AD B F 3
Jik 2 B 24, ASMC BH Sk 2, R 43 IX 8 F 7
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5L 77 J2 [8]AH BORG 7E /0, 0 AR B 24 4 By
B 5 v RO )2 B A2 CF N B3 A 3 S0
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AT R @l eh G, R Z R
s B PKERER M R AR, B AD, FTLL,
AT DA Ry, 32 Bl B A BE EF BN CF %3511
MU AT RE R B 2 L B KR S B KR . BRI
ZAh, EF FICF 3 M 09 g AR ] ek A8 3 30 kA8 B 1
JIE R, D, 32 3l Ik RE 2 4 643 1 4 R
) B AR Bl DA A SR 32 B0 ko e 1) s B L A

2 ASMC

ASMC S 3= 2l fok BE w5 )2 d5c 35 2200 40 i i o
s 3 DK BE ECM 73 1Y 2 25 ok IR . Hoad i
FHECM PR ZS i E R (SR RIEERS)
MARZ M E R (ERER ., EEEAS) RRERIE
Bl KA BE B g 2 R RN A R S8 AR e At
ASMC AT AT S A B i Siee, 25 E ki
45 AT 5K, HERRHLAR IE B B LA 3R 0T 2 5 3
kA #R B R A PR, ASMC S 3 Bl ik A BE A
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ASMC H AR LR e i i, i 2o & B T
AYE . FEANTE 0 R E B B B TR 20 45 R R AR
T, ASMC WIS . 45t ATl g vl DL BE =2 & AR B
A, RN A0 R A FER R A E R,
ASMC RN Kb ry & R A A M, HEZY5e
EOHMBEITENAMERD, S5 EI KD
s Ty 2 EMIG & B M R B LU, ASMC &
WAy A B A W 4 R R A A, R B R AIRAR L K
B ARBE BTG M, T2 B A ) AR R R T
JFHE S HE ECM 2 (U HES AN EF 41 %% . (H 7 B s
FERY A BRI BEACE T, ASMC B i 4 26 80 3] %
TR A MR, JFS 5 5B A e B AR
AD B H AR A R 32 8l ko )2 ASMC B I 0
A, FBAY KRS R I O, X B R S AD BB (Y 4
SURHLRRIE 2 — P R T Bl ik e B AT Il
WoR SRR . AD & 3 3 kg 19 3 3 ik iR E AE
TEAS[A] A2 B () ASMC 3RFE . 8 1= J ASMC R F L
PEoR ASMC RV AL S 5K . AD I EAE . K
ESug =

3 FEhEkEEEECM

F 3 bk A BE ECM J2: i E S kRE 4 2K 40 (&
B ASMC) A I 4 0 B 40 i A0 1 A= ) K 4y
YA T A R T s AL A B . ECM 2 iy = 2
SRR (D) S5, LS S R R R R
2 ERZEA, U EREA . EHEEA.
P . ) EN, WiRASLREMEN
RO AR X B o M A A SR A A, X
B Jik 4 20 RN 40 M S S HE L A R 0E T 4L 8UR
20 A A B T, o R R R R R (e T sl ik
G REECM 1Y FEZ RS, W 4 5 LA EF AT CF 9 JB
3G KR Bl ORE PO ) R BEAS Y, K
2 32 By Ik L A RE 45 A O T b g g e

3 B Wk RE 25 Bl 45 R 2 R IR 5 4 2R R AR
2z BIHLARS 2 s, BN A RS ik T
— P VA 2, — HUAR K i S Bl kA RE
a5 S5 iae. B, EREEREEHT, ASMC
A3 22 A RS 2 ECM AR 4 B2, BT UL T
T Pk EE LUE B, S5 & AR 2F 3 2 Ik RE ECM i B
P 2% Bt B ) g e s BE B o3 I B f T g T
F B PR IE F R AL 2V A RESS K, F B0 B Bk
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3.1 EF

EF A T AR MAL ST, W)
ke . BIHE . RERK . Bl R SRR AR, U 2 AR
5 EF A (AL3E WL o 28 Ab AR i 2 0 4 ) A OG,
W7 JBR R RE | A IS ) BE B AR L 18 Mk BH %
PR 5% P PN B Ik g gk I RIS s o

Woe 22 300 e L LB AR K 2% R AR O A L E Bl K
g b perm 409
EFhBKEEF EF S RIC N FE, ERMHEZ

ASMC LA B i 2T 2 2 B 1, o F2 3 ko 28 o
WL Yy, WO TS IR R R R SR, b
HTHEM30% UL b, X2 AR AU w T
() 5 e LU B — W 4 B2, BF B T 4k 3 o) ik i
P, 15T ASMC 5 ECM Z [ 5 5%, HA WM
5 ASMC 1G5 . AR UL SR BV ST S5t
i, EIIKAEIRIG & B B BOE UK EF R DL ZERR AL
A — A= 2 30 AC W iz A A IED R AR AE AR TR
FZHAEHT . EF il g R K 29 1.5 6%, S ikr %
Ja R O IR, X AR T T e f E R
U 14 A

EF 54 85 H 5L (tropoelastin, TE) 7E il £F 4
CHEZET BUURR, fE = Bt AL (lysyloxidase,
Lox) ZKEM O “H3” T AN EF, EF
M R R RN A KA, R
A CHAT W EF JC kAT IR B A BT
e MMEEAN GRS KRB ER . MIEEA
AT MEF IR P R AR IR A YRR L SRR
B A S R SR IK R A AT RETE S KR . AD By R JE
S A A

eI B, EF WZ5 A XS 8, BT 2
PR 3 S ) Al 220K, BAR A TE 02~1.0 pm Z
], 7537 S LB T A BEF 2 i A 7 HES 9 T
B A O (amorphous core, AC) FIfL£r4E HE 2L
AR ARG, B Ro:1.

EF 7R R IG I M2l 4k B B 2R A S . TE
IEWWAERRET , JUEA GBI EFIE . [
W, EF BB E N, HEmILTES5 A%
A (4 704F) . FTLL, 70 % Lh - NBEIE 3 30
ok 98 s A< B 0 o Ll B R A L o
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#NEF MR . Bk, 38 A A O R i EF A 2
PR A3 2235 2 EF B B AT, A OCE RiB W
TR ALY AN TR S
ASMC [f1] 45 il % U 5 A5 4 = b RE VT 2519038 5k i
FF A W 4 40 TE 5L X A9 Ad. Tropoelastin-GFP %% Jt jif
ASMC H, &5 5 7R ASMC Al A 2L K35 H Y 3L 7,
TLIGLE R R TE SR B A TEFBE .
311 TEL#KEE AKTERFEN T 7544
K 7q11.23 X, & 34 DAh T, 24 42 000 4 B FE
X, mRNA K Z3.5 kb, TE 4] & BT R 7K i 1 B
&, BUErsRtEEE e, B A REEM AL, Y
120~130 kDa, Fifi R} B 25 11 7K fiff il 18 2 O 12 2k vy 1)
BBy s HE R AR L, MUK 43 F £ 68~70 kDa [ TEP),
43 WA 1) TE i A ASMC 21 i 2 1] 19 5 2 B 0L, R 44>
TR EN DB TR EEA .
3 J% 22 IR 1) ot 2 T 3% i Bk 245 5 7 AN B % T R o
17 1Y Lox F AL 25 e 1 19 & SE 8 U 3 . X 3 2%
L IKBE b BB JE A5 — 4% TE IKBE b R 9 S 1k il =
4 461 22 I 8% L R A i A RN, S HRTE A TR Y
TE Z R ik, B8Pk & At iR RSP
Tropoelastin J& K B 4% 1 12 2 &5 1% (single nucleotide
polymorphisms , SNPs) 5 AD f9 5¢ Bk 5¢ & W WF 58
K I, Tropoelastin & [H rs2071307 (G/A) i i GA+
AA JE OB A iR AD B R R KBS B R
rs34945509 (C/T) A s TT FE PR LA AD 19 5555 5
FEWENN, SNPs v a5 1) 22 25 M AR T RE 52 32 h ik
R Z R RS, #Em T EF A R, M
TR 3K = 2 ok A8 R AILAWC o B, fof 7K 32 il Ui 5K g F
SYY) I RE S N R, WOR T REAE AD Kk AR i
YER . ARSI A RAE B AR S (EEAERS
W0 2R AR LR ) A, BN B B LT IR B
) L R A

3.1.2 A4 IER” FRLFYE L b 5 (1 7E 40 i Ak
B A B 4L, X R A EF R 4 ZURITA R Y
YER, TRl B £ 52 40 DG A5 5 i A% 800, FL AT B F 45
MM Y 2, IR 4 E H  (fibrillin, FBN) |
R £F 4E A OC B R
glycoprotein, MAGP) . 38 [ ff )i £F 4k (] 5 1 45
H  (elastin
EMILIN) | fibulin 2 [ 45 — 41 J7 £F 4 28 1 R % 10 %
B, T AC & ASMC, v, FBN J2 18 4F 4
M) ESEE sy, AT AT RS S A A
W, HA 3T, FBN-1, FBN-2, FBN-3, A{#

(' microfibril-associated

microfibril interface located protein,
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41 L FBN-1 9 3. FBN 7E LK — 2k v B SR 4t
ik, HEERAPBREHE TIH, 48R 7L
Ko

fibulin 2 1 J2& #7 & 30 0 — B I 2F 4k 25 (1 R
B, R RIE MR EFY. H AT
A5 A i B, BP fibulin-1, fibulin-2, fibulin-3,
fibulin-4, fibulin-5. H:#, fibulin-5 J& &% B & ¥ (0
fibulin Z& JE LY, T Z 04 T8 &% EF A4, 78
TE B4 it B b, fibulin-5 7] /5 K TE 28 B HE 51 (1) 32
Za R HEEFJE P, Fibulin-5 1Y %3k AR 2 S5 8L
Z M0 B R A R i 2 2B

Bk FBN Al fibulin 2 11 LA, MAGP . EMILIN
H M H (osteopontin, OPN) 55 11 J& A4 1l fi £F 4
MLTEARSF, S5MAFHE S TEZHB
AR,

AR, EF “TREF4e” 453 i A 5%k J g ple
FHAR A HT 1) 2 5 I EF G- A8 B 25 04 25 1 Bl BT
3.1.8 Lox Lox /& — Fft il 4 #fi P PR e SR AL B, AE
EF 1Y JE BORME 520 20 2 ol SCSEVE T, WAl 2
EF 21 %% /) A Y, 32 25l ASMC RN A 2T 4 40 i 7=
Ao HET Lox RIGEILA S AW B, 40 B Lox . 2
W A LA 1 (Lox like-1, Loxl-1). Loxl-2. Loxl-3
il Loxl-4, Lox Z2 5 T A B b1 14 322 56 0K i 4% H A7 ™
MR PRSF B, ALHEH 45 A 7 AL 0 2 Ik — 1 2 1k
R TR A% R 20 M TR P A2 AR AR S A A, i X
o JEE R U ) 2% BH T A 04 505 03 0 2L SR R Y
PEALHLRIP ) HET, Lox Ml Loxl-1 #F5F Hb4E £ .

Loxl-1 EE M 7E EF fFAEM AL, REFKE
BRI SR 1 SC B . LoxI-1 7T DU fiEfk
TE S04 A 1 24 2 5% 35 A A i e - B 24 1R, 1T S
& — B I 2 R 17 R O SR R B AR MY S BR A
PRAL BF 58 KA AL EE , B ECM AR e v, 1R
Rl VN A fae ™.

i 57 190 % B0 — e 41 it R X Lox A3 98 15 /E H
W TGF-B, AT LA i Lox S8 45 W i1 2R3k .

3.2 CF

CF 2 ESNIKEREM ) —Fh T 4454 . CRAEN
R LLHAT 2 aAm, FEHT, 0, IATV A
AR A R . A HAERE T, CF A5 B i )t 2R
P ) 2 L 5] 2 A T AS [ )

5 3 2 Dk A8 BE Y 5 B 1 /EF B AR R IR T
RN TE] i SRR T DL SR M A BRI 4 b LA #b
70 20 ok BE T i IR B 2 Y CF
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CF £ £5 25 3 3l Jiope s & 9 #LEE v 4 00 F 5%
02 28 Bl ko A R A A S . 6T CR AR
HAE AD & HLEE B9 £ FH DL K AD I CF 78 5 8l ik &
BE S . A ARk, B RGO R L 0 5T 4
RZMZERBER, Woas R /R Cr Kl T 9
2R RN F2 B BkRE PR, ) A0 ZF = B AR O
FRok g o M2 S TE AD R AP IR CF B & 2 H
Heg) =L, e difb 45 Rk — 2 BaRHZ 1 CF
DL TR RO IR e J5 26 1 o0 2 45 4 40, Wang 251491
K AD TSR BE AL, TR JE R N, [H]
B OPN &8 3k 38, A 76 25 F 41 i B 7 £
AR E kA BE CRAVEEMER I, 25 T Fsh ki
BER)E SRR . 55— BT WA AD i A48 B
Zj]&ﬁﬁ% CF /Eﬁ\ﬁ ﬁ%ﬁ"‘ ,  Schmitto %[49]7ifﬂ AD %\
BT T S Bk AL 8 BF K CF 35 0 30A0 o . G
2, iR, FEI R ASMC JH TS5 Bode ZEPOJ A
R A T 3 B ko B ) )2 2Z (R CF S e 2 K i
TURA J2: B S I £ 2 0 IR T 3= 2 ik BE IE 5 19 J) 2
Fete, sE o PR B, A U 2 ) 2k R g
M) T 25 5 5 30 S K RE P sk sl i 24

4 £ IF

F Bl Bk A8 BE £F 4E 25 74 32 22 i EF A CF 5% ECM
LRI, AT 45 R R D) R Y o B kB RE Y )
SRR, RS IREOR R SR . EF 2
Bl kA BE fe B A SE A AR 4, T B Kk R
Bk, HARM . ik, 4% SRS EAE

%?MH%%Lﬁw%,Eﬂ%%HW%Iﬂ
KB 1 & A R AR, (AR TR AR .

CFAEA R ED PRI PR R ZEFBR, H5E
Bl kOB A B O R o TR e AL, (A
— W5

M@ R ALY FARELEF B R
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