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Research progress on the role and mechanism of plaque erosion in acute coronary
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[ABSTRACT] Acute coronary syndrome ( ACS) is a group of clinical syndromes with high morbidity and mortality
worldwide.  Increasing evidence suggest that plaque erosion with an intact fibrous cap is one of the major causes responsi-
ble for ACS.  Basic experiments have shed light on the unique molecular characteristics of plaque erosion. It has been
indicated that plaque erosion starts with the changes of blood flow disturbance-induced endothelial cell damage, resulting in
loss of basement membrane integrity and endothelial cell desquamation, with consequent formation of neutrophil
extracellular traps and thrombosis.  This review will discuss the molecular characteristics of atherosclerotic plaque erosion
and translational research needed for future precision medicine in patients with plaque erosion.
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2RI EE B AE (acute coronary syndrome,
ACS) S IO WERS 1Y 2RI, 2 DL SE e AR 58
A DA ZE M Y 104G TR 10 o B il 1) — ZHL I IR 25
ik, B AR Bl Ik 585 A 5 T 3kt ke 24k g el A= ot
St U R A v AR I T R 2 B A (HH
B R D HEBR MO | AR T B A TR IR
R BEIRIR YT RS R b IT 22 W A
(A BESR A SR A8 T Jhe A sl | DT 5 BOE B AR et
(plaque erosion, PE) 7E ACS S5 Fh (A Bk i
TN ACS (91737 MR ARSI, BB
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PESAR I BTSSR R 38 U], A SRt BB AR it 1) i
PR PR R AR 5T i SR AT 250

1 BREmEIEERIKESE
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FEIRFEAZ O LR AEME |, 325 0% A A RH [ A X 458
B R B AT BE PR B9 R, OF HAR AR R et o
IR R PR, 5 B S v Y £F
HEMEFNASZESL 0 N 2 AN [R) , SRERAR 1 75 56 BE T
JESZI LT AN AT Je 3 P J A B e R il B B
& LA Y ( smooth muscle cells, SMC ) Fl4H fifd
AL (extracellular matrix, ECM ) |, U137 B BT 2 ( hy-
aluronic acid, HA) | & H 2055 M RAE AN, anE
Wik 240 MR T 240 D) 520 R AZ AR /N A L, 7R
510 o g 8735 ST A AN | AN TR S Ed e R e S
ol SN REEN (1R R O O g £ 1873 QU S TS T RN
KT, Horh 62. 2% 1 83 T AR T IR 3 ik F1 2 X
Ak, 6 LR AE 2 5 AR 2 Bk T R S b B, Kramer
SRV O 2 A T B0 )2 43 (optical  coherence
tomography , OCT) A& B, ik — 2 1 42 foh BXE B 1 B <
75% WITH AR AS . 3 B0 LURR AR 4T Oy i — 2D WF 5
BB {52 odt 0 30 B e 24 0 A [) 2 s AL okl A B ff o AN
[ IRYT T SR BEE 1 HEAil
1.2 Bh¥iRsy
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/NS KR AL e — D R B RS
SEVERS, i TR MBS 5 5 & BN B O TR AE

290 M A BB SR BRE R AN (] 42 ol R B 5 - 2 UL g A
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JE 4 A A I PSP 28 JUL A I o7 B ol 7R R A
PN B 2R A8 00 O T AR T AL, R B R AR P A5 AR A
HE B EE R A7 AR R S iR e i Bk
Pt 3 Jl et S T WLAR M A A BEE 2R . H
A IS8 o i 9 4 3 2K L, 3 AN B T RE R
T e JREBR 2 ol P FE R P L5 S 4 445 3 A0
B Y ML ZE L, (e AR AR £, ml DL P B
Y 1WA NY T A i e S ] I 8 1R 25 W
P REP R A | i A Bl B R AT LA i 2
TP AT PG TRV B R
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TR AR T LU, F A BB AR e 7 [ B i
TG — R

2 N BETHEE RIS (R B BEER IS I
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PRI AT A0 1A R 448 S 1 ) i s i % e 2 A5 T g
SEGETAZ D, PN B A0 MR T AT DA A M
L7t AR S 10 /N 66 BT, DA T 5 755 A PR B ke 42 okt 0
AT J8C, RT3 ACS, T A B 40 D 174 ) R s 1
KT 3 S A U B ) 2 LA e A E A i S e g
0B Z M) AR ELAE 30, OF B 2 8 T Al |
P T AT
2.1 MiEzh A F N EEEHRG% R E R
2.1.1 AR Ay 84 4E R BEYAZ R 22 K A
SEAR B Ik 53 RT3 7] B8 53 B A 5 22 O 5
Ao PR 3 ok S i i 8 RE B R P B2 35 DI
pARS s v S e 0kt e R i DS R N = R f 7
T 7 A N o 40 RO Ain LA K PA) B 368 3 A i A R if
VA X Ee T R T RE R BN S B AR L A
MAEBEAE AL i sh 1 e os R AEUE X 5
R AILBRON, ) B S A G IS PN B A A
TR T SR Z N 20 4 i 45 44 A 2 fig
PR E LI, Bl K SZ 3 Il He R IAL I Y B MR 2%
X Bl kosE 7= A AU g AN AR E T SR ST Y
SIS BEBT) )N 77 (wall shear stress, WSS) 1 Ifil 45 BE
W 77 (wall stress, WS) .
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X NS ik ok A s 1 BRE B 1) 32 BF 9 G B, B
RN B2 S th 3T BEHR A2 T AR 5 U0 R g Y X
S, ARRBY I 308 Jk 4 e ST il (0 Tt M i I e —
A T W T S il R 6 M S A il ) 114 PR 2 T
sk I i M, AR 5 P 48 (reactive oxygen species,
ROS) #E A PN 15 I B ¢ 48 A0 AR 85 B2 NI 25 1 1L [ e
(low density lipoprotein cholesterol , LDLC) , A AJ DL,
DU ROS WG BRF A 1] 4n i i AL ) B Ak
RIS T, 3 — 25 84 o Jmy 3 S AL B 38, A )
THEMLAN MR B, 524 2 8 T I P A R BT U
JO7 TR, v PR 20 L T BE X F B O 7 AR R T
73, DT B 1 3 AN 2 Y 3 AL 50820 ROS 55
14 L T L5303

IIRELTLR7) ) pA] S RO =R AR LS 21 D)
LR 5 A% Tk A Y LA T RE, R E A B A i O
Too N AN SR B U g A 5 A2 Ak,
SN HAG T 2 40 N 78, Ml ke — FR 9 87 5 BE DR 3R ik
AT 1045 -8 JUL A0 L 20 R 1Y A B A 5, T LA
Fas/FasL 148 B 13755 P9 Rz 40 RT3 JL 440
P, ] RGBS Ake B P B R — AL A A Tl
( endothelial nitric oxide synthase , eNOS ) 1 R b & 77
NO Ay 7= A= Bl 2 B 3285 9 2 22 (endothelial
glycocalyx , eGCX) 1E A LK A% R 45 44 fith & NO {5 %
8 %, AT AR S O PR I R A R
b, A B2 40 AR AR B DI N T AT DA R R E R,
AL NF-B {5 5 3 e, 2 B 0 i g & 3R
B n LA R /N AR A PR 15 vt R 20 i TR
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FAANTERE , SRS R I W TE O R T EAEAR K
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PEHLR AL R BE S RE N R A O ZERTF Y
E L NN = £~ KSR VA eSS VYR EREa il A o
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BB AT RE A £ 5 5 B 20 5 SO 2 4 i A1 B o
I =R A E SR
2.1.2 SR FEEF TLR2 A5 M L 54 B
I AU % A B A ) AR T a4 3h
T DL 2o b AR A BE B2 k2 ok i %
TEHE 2B | I it 4 20 AT D3 2ok 0% TLR2 B8 Y
FANE R DIRE, SRR AR, 7R/ BUACAY SE 56
PES KA FERE AL T | DA B 48 7 it 25 L Y DX 3y
Fik TLR2, JF H & I8 LA 38 2 3 i TLR2
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E SN 0 R4 & &, TLR S & BT 115 W 240 i ol bt
Jir i S5 A4 G 5 W 40 L RN AR SR i ) By — 2
BRI SZ A B RIR e RS — &, B A1
TR JEUAAR DG 1Y 3 1A R 2 S 0E T %, 7T R
ST 2 K oA R T A A48 M S PR S
55N SN R (S B RE TR IR SR B ) A4S A,
TLR 0] 035 11 40 3 6 B 2 20 200 36 1) 286 B 20 5 1
(intracellular adhesion molecules-1,ICAM-1) B E %
PERMYRIB AEHERAE SOV Y R S ke, ANEN
J A 2 5% T4k TLR2 38 300 o 8 1 4 11 48
Jfi4 2 8 (interleukin-8, IL-8) LN By Fik | 1L-8 J&—
Fofreb R A L e A 3R], R DAk SRk rh R A0 i
AR 7 R0 0 6 B 23 7, SRR TP kL R I, A 5 R
iE S, e SR A R AR ML A5 A

R TLR2 S8 SLARL AN 300 B 41 iy
A N B ESZE EE 1 KF BAIG, 33X 2 — b 9 57 P B 2R
JESEBAERYEE 5T, HOKP AR 2l N B 52 58
REVERRAT A 0 9 B2 20 ML BE 7%, O LI B2 40 ffd 2 /%
T ZIEAZ AN ( polymorphonuclear neutrophils, PMN)
SO L S AR AR Ry R gk B 52 e AL oK
TR

FIAN, BN B e B ROIN S IO 2
T 3 RE AT B PN B A0 A i R AT PR B & {H TLR2
PGS, W 2 e SR JF 3R N B FRR B 5, T HL,
— /NI B3 v I /DN A R 200 i 1 5 B R
TGt 23 Bl 2 1Mk, T8 BUIE B3R A R T NET (1)
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2.2 BEGBARSXEMARNEEER
2.2.1 whkmie ERRAIRIESEHIV L KR
FVBERLA D7 TSR |, 78 Sl bk it A 8 Ak 1 i 5 vh 32
B TAY Z M ST  Bedh, HA 7w 5 40 i e K
B2 20 M v RE T8 S 450407 P B 400 B a2 T B ACS,
PIANAE AR | W8 PR A 20 A, TR PR A

Hh PR A AR R LA Y 5 — B Bl £k, O
il 1145 P BURLEE 11 25 F AT ROS SR BUT 2 E M
TRCR Jay ¥4 2P R M AR 3 7 1 88 B 7 o PN B 4 i
M BN 127 B AR TR B I 1 5 vb 1 hE 20 i 1)
BALVERT TS24 rh MR A0, rh Mo 20 i 7T LA
I I R A M ORL A0 M A BT, Ok 3 SR ON R A0 i
EAL Y TR

5D SRR R L, B P AR ol A 1 SR
A ALY ( myeloperoxidase , MPO) i 2 THi ) 4%
A] LAGE T MPO 3% RAEFR & e X 3 BE S o 24
MBEHAZ M, MPO & —FP il 2L R A AL, F 2R A
TR A g K URL Y, MPO B ] 241 i Hh 5

A, BEREARANER ] NO 9 2 My 1 HTBE | 38 B i 4
PN B BT SR BE AT IT A T v R 4 i S5 AR TR AL, 5K
HFZm ™ MPO AT LASE S B ROS ik A B¢
ANRLYA T T EL AT DR SR 7 7 AE —Rh A R A S AL
FI KGR (hypochlorous acid, HOCI) , H:n] /g F—
FALR A W (nitric oxide synthase, NOS) , FR il f# 1k
A NO /> NO YRR, AR AT R AR rp Mok 20 i 2R
R B Dk DX 175 5 P B 2 L O T AN A SR Y
E ST

H ¥k, MRP8/14 & & ¥y, th FX & S100A8/
S100A9, 7 S100 ZEHEAY P BB, 228 phy v s 4
0 BRRZ A0 L A it /N B 2k, A N AR 3 kA
IR, 7R/, MRPS /14 it Z Xt sl koo A i
PR AR I WA PRI AE ., MRP8/14 38 i B 1R £
TSI 2 2 SRR S R 2355 PN B 40, DR 7R il A
DA B2 AT g AR I A A B, 4 2 N
B SR B BRI L AN 3% e AR R kR (IL-8 A
ICAM-1 FT5-F I 5224 e 5K 2 AR A 4 P B 4
SET-REF Y PRI Y MRP8/14 34 1] Li3E
i H A 75 5 TLRA 254, etk B2 A& R
T, DT 38 a5 v PR 0 R P R AR i A9 R B F
BB

[F) BF, o PR R 48 3R 2§ ( neutrophil
elastase , NE ) J& HP k7 240 O RE ) — B2 22 28 1 il
B REA R A Wk 1) 40 T R L T S SR A, A
G NE A LMR E eGCX B AT A ™ F Y N K g
RERREAT . 1 H AR & NE 785 A58 bkok i b
PRFR A S PR Bz 0 L 4 S 114y e 4 e v s JBE 2R 58, O
HE # Uk 9wl DL o B0 R 3 & 8 B vy
PERK-CHOP 3 30 fi75 5 19 B2 40 Mg o 11, AT
B AR AREE R R, PRI NE AT BES
PRArT P B A i B2 i i) i3 A2

B T XS I, etk 4 A 4 A 0 1 2R g
G AT LA 2R T 5 8 T L/ RO W5 | B 22 1 v kL 20
Ok 435 o 4 e 3 M O A5 00 N B AR RO 2
LA A B AT F 5 AR 46 A U 2 (matrix met-
alloproteinase , MMP-2) Fll MMP-9, ‘& {118 2 [ fi %k
JEG REL R, 11 A 1 40 L 285 A Pl 27 At e St

s, PR AR ) 7 ROS S 34 B 4
JRLIECIS R ) RE BE A 52 MR I A5 5K 7 | JRy E8 4 4E A AR
JEE SN, HP PR 20 L Y A7 78 38 i TLR2 A5 N
B A RIS 4583 A B R R
2.2.2 W4 RRE SR TG Bt 4G 4F R kAl
Jf3& T LASE 3 NET J& B ( NETosis ) , fif ifiL /M iz 28 4&
TR A 2 7 R A B R . LI A O
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FH NET F7 75 T BEHLAZ 1ok 855 ) BRE B s 742 2% 1
NET J2& i M5t UKL R A% 25 1 20 1) DNA 2544 /&
AT AR H AR T RS 2 Hh A 7 At P 245 P 4
B E RO A B AL BT S ALY (myeloper-
oxidase , MPO) \NE ZHfifJii 25 141 S100 5%, NETosis
S FH A0 B R T R B M O T AR 2 AR T AR
EAYT

HETAH NET i@ A28 i, —Flo2 %
fRIEAE X —iB R ILr e B4, E R E IR 2
PR 28 (U 8 A 22 40 RIS Ak 4 it /N ) 38 v b
0 2 1 P 1 AR R B AZ R T S Bl rh vk 2
JL7E 9 96 B A kAR R RSB NET J5 75 S8 730 , 38 3
MPO F1 ROS #1473 IfiL 45 P9 5z 4 M A ok g 710 5 —
Fhig A2 SR IR 12, T B UM JE B NET By
LA L 2 7 A i G L 2 B 1 40 4R 0T HL T RS
TR T AR I T% |, JF v K Tk R 22019 1 0 22 1§ 4 ( pep-
tidyl arginine deiminase 4 ,PAD4)%1{§E’§I§E%E}[&§
PRI IR AR W A R TR BRIk 15 22 5
iR 25 PR 905 P 2 2%, DA TS5 B8035E 1M T R 2 R, i
HEMATE L, UL, AT LK PAD4 A R — A~ 4
S B E R | RS T PADA I, 6T A

5340 NET °J LU i AR 2 R 25 2 5 Bz
Pl B3 A 2 A O I/ Bl A R R O PR R AR
M. 8%, NET 72 AR 4D BLAT Ja 3 ) 76 42 1l 44 JE
BUEH, R G E 21 2 2 1 DURR RN £F 4 2 1 I 4% 19
TR, T I A5 P R I, 3k 3 R 41 AR 1 HB A
H4 A5 11, I3 5 BE B (14 2 1 5 NET 38 7T LR
I /INAR 5 A0 I8 2E B8 1 25 B S I, i BT LA A 1
FHT il /A, 38 2 58 ATP F1 ADP 4 43 0 LA B 55
T CDO62L AR It 22 2 , {2 1l /I 2R AR Fn i
eI L, 18 7] LA i3 TLR2 1 TLR4 {2 o %E i i A=
S, A2 AR B 39 5 A R 3 Ak A M ot Rl Y
A3 S ik 2 B I, HG R R TL-17 3 — o o 1 5
/N SRR (i 2 I AR T B R T

HUR G NET AT DA I A8 B 1 ik — A~ S i 52
20 ONET A 240 i A2 2 5 008 4 b iy ot /N Al € 1
DAL~ 0 10357 11 1ML & 95 XL F~ (von: Willebrand factor,
VW) Z54 , 78 2458 1 G 196 S 0 Y 7 285 12 g 2, IR
T I A B S AR e N R 0 AT T B A
MATE AL, AN, 78 AT LIS AR i 48 P i 41 i
B RMAIER A, TR N B st T AeTE

B TR S48 NET 38 1T DL 1o HoAth 75 24 ok
MATEAL, NET SE4 5 i K F Xl a, i & —Fh a2
R 8 1 A1 Bl 51— Fh BR Oy B A R /N AR (Weibel-

Palade bodies, WPB) fJ & i1, WPB H1 & A vWF P
PR 121 AR T X0a™ 404 NET 415
AT LGS G vWF A2 85 1 DL S 4 1IN R 2140
M, BEAh, 5 NET 25609 NE 2 U135 40 i 58 1 %) 20
AU I AR 1 55 308 Ao 1 1 KA, S I 32
PRI HE it /AR AR 2R, a0 T S S, At A
A1, NETosis A LT A= W An &9, Qi 25 DNA
o RR AL B 11, 70 e B iZr nT LA (i — Fh O 4]
X A2 240 12, T ACS 4T TR ff )
BT B AR R X NET 76 R T 18 b 7 FH 14
AR, NET AMUA AT REVE A BESUE MU F: 3L ACS IR
P A AT SN IR PR S S H TE T T 8 A

3 ZIRITEHE=IR

DA A A Ao — B B 0 T 3 o8 4 i R B AR
TR, PRI A B B T T 20 (1A
1) M X EARHLHRI AT o83 . B B 4 2 1fi =2 1k
WRPIR“ATHE” S — B BoZ i TLR2 /- S /%)
RN BB, TE N Zead i AETs TS 25 B
TS5 20 I 7 10 v e 20 it T DAGE e ORI
HEPY 00 Jm A B AT HE A B, AET
R PN B A0 7= A ey B A 2 IR F O 5 P B T 36 o
il 7T 5 | 0 R I 0 o PR 40 i 2 e IR 7 2T
YR B, IR B L NET, S 8002 & AL 1 4 378
IR SR I R L R, AT 5] & ACS™

4 RSN EFIHESEBREMR

£ it 7 o 2 200 L LA A A ) SO B, R T 4
FRanffo iy i 450 5o ae BA HEA/E M, S
BEYCAR LE , A il st & 25 - JL 4 0 48 1 2 i
AN AL S, HG P o W J5 R 2 B IOk ok R A A b
SN ANIET , ABIESE A B, 35 B R A SRR
TR R 1N, R BH S RE P2 1k 1)
HURRAE

BB AT LA [ B R A ok e 0 1N R 4
AT, B BTRR A — R AN AP 5T 2, B AN )
AR 23 o e, 388 b O AE R vh 2 AR B A
J, AT RE 5 AT BURH OC , 3 A 75 5 N e AN AR T
A E MR AN i 55 5, DT AT AR -5 B k12 LA
BEHAZ b Y T B 5 20 %, 375 ) o R A J e 4 21
BRI T LR AW FEIE R AR BRI T,
RIS W R 2 LU I 1000 kD F g ARG 73
FhE HA ( high molecular weight HA, HMW-HA ) 5i2
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Theory of two hits

Stage1:Triggers for erosion
Disturbed flow

Stage2:Consequences of erosion

NE ©
<
INeu'(rophil MPO@ Platelet Erythrocyte
: =)= . /"5/ ROSG Xla, IL-17 OO
Lumen 0 T'gz "&5\ sinmml) | NET  ans ) ) @ ® \

[—"JL_'%@ @@

Intima ,

PRR 9 ‘@ Fib 4
Q V ol @o ' mD%Q qg ,.'!'g&' |‘ :

Normal EC Actlvated EC poptotlc EC EC Detachment Thrombosis

% ————r
Béﬁ% % —_———
Media Q-%Q QO‘ — P —

B 1. shBKHHEE N DEHRE MR B R TEFi
P 4 2 DS 55— A B BE RN 0 A B B0 B B, ISP S AT i % TLR2 5 4 2 4 (EC) 21 BB R B2 4K (PRR) &5, b sB A TR
(HA) {2 BEe b (i —Ffd WL 4> BT FE 4 TLR2 Bifk, TLR2 55 PRR 4545 , & 3T EC IEREIR EC BY72 %, T 0 BEC R T Xt
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Figure 1. Two-hits theory for atherosclerotic plaque erosion
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