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thrombus are considered as the major mechanism for the formation of ACS.

antithrombotic therapy;
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Acute coronary syndrome ( ACS) is one of the most serious cardiovascular diseases endangering human

For a long time, plaque rupture (PR), the release of plaque contents accompanying and the formation of mural

With the application of optical coherence

tomography (OCT) , it is realized that, in addition to PR, plaque erosion (PE) is another important and common patholog-

ical mechanism of ACS.

search progress on the diagnosis and treatment of PE.
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In recent years, the research on PE has made good progress.

This paper will summarize the re-
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glucose ,PFPG ) | 2018 4 Il B LE %% (acute-to-chronic
glycemic ratio, A/C) TR 25 AR i glucose vari-
able tendency, GVT) 25, 44 5 B 7= 7E TOME R foa g 52 A
#H, ARPG F1 GVT T LIVES PR A SZ T P 1,
ARPG 7KV~ #8 55, PR A 7] GE 4 B A, ] i > )4
TIMI ML 2 S AS LA K SR AR I3 25 X R 5, ARPG
1 GVT XFF PR ZWAY ROC Hh<E R fEH 0. 702 2,
HA—EmiZK e,

Kurihara %[30] BB 5% A PR 251 DA N e i
15 ACS B HEAILEIA O, PR 4k T4 % X 7T fig
A TR FR GG 4 B SEE SO, T3
BEPUATREPEA OG0 PE 47 & TH 2 A HSIREK
1o, SR AT (075 10 98 266 4 2 T v, S T A i
BTONIRT N B A R B0 O3 — ST o PR
) KA R AE 1T 9 8155 00:00—05:59 A LL,
PR 7£ 06:00—11:59 F1 12:00—17:59 ) & 4= KB
BET R BRXF G R T TAEH T
PE BEH WA KA B MERHE™ , PE ML
AR AR MBI A 5E R Kim 557 BT & B,
/NT 50 B BHELLRUINT 70 2 etk ACS B3 IR
ALHEAEHy PE (] REME B R

4 BREMmEENTE

PE 5 PR 7ESR AR BEHREAE | IR 1 5T DA S UL
FEAE AR A 7 i HLA 25 5 L PE 55 PR AR
A TS AR, Niccoli 2513 By R 1T BFSY & IR,
PR BE MHLS L PE B 25 MACE 1Y & E %2 PE
19 3.7 £, I Yonetsu ZPY BF5E T 318 ] ACS
B (131 f) PE, 141 4] PR) , SF-¥Ff i} E] Ny 576
KA1 A IS PR M, PE B EMFEEHE /N, IFH
PE AN RO F M AR T PR, A H A2
WIBG ., PCIARJG L RIS A & LR BUR %5 W
JEAN B O VE A AL 5 Jg v i AL 2E | i A
P FNFEHE 1 005 A ¢, Higuma 257 1 Hu 257% 3
BT PR BH PCI AR RERM A R EST
PE 83,1 H PR B3 B4 5y 4 B4k i 48 14 %€
Sugiyama Z£7 43 HT T PE LA K PR 4t 52 fi B 3 1
JEIRACHE A BE B, & B PE P 1 3E TR A0 0% 28 B
Hepy#om/NT PR & 1 H PE AYAESR AL AR BE b
o AN i 3R A O 3 DL R SOIR S A Y & A R
BEMT PR B¥E ., % L, PR TS 22T PE W HE



CN 43-1262/R " & Sl k{244 & 2022 4F55 30 455 7 631

5 ICS R AL e TE DL I SR AR A A K LA AR,
EVEA K,

5 B 2

PE J& ACS (T 2 BEALH] , T 4F R 23] T
ZXME, HETC &/ T PE MIEIRIZWibnE, [F]
B T PE & AR KU FIR B2 PE 9% A= BL ]
VARG RIS IRANIE 2 . NIk, BF5E PE B
T B A BEAL A L AR IR YT 2 e L A
R, X TS ACS BRI Y A B REE

[ &% 30k]

[1] KOLODGIE F D, BURKE A P, FARB A, et al. Differen-
tial accumulation of proteoglycans and hyaluronan in culprit
lesions: insights into plaque erosion [ J ]. Arterioscler

Thromb Vasc Biol, 2002, 22(10) . 1642-1648.

LIBBY P, PASTERKAMP G, CREA F, et al. Reassessing

—
\S}
[

the mechanisms of acute coronary syndromes [ J]. Circ
Res, 2019, 124(1): 150-160.
[3] DATJ, XING L, JIA H, et al. In vivo predictors of plaque
erosion in patients with ST-segment elevation myocardial in-
farction: a clinical, angiographical, and intravascular optical
coherence tomography study[ J]. Eur Heart J, 2018, 39(22) .
2077-2085.
JUNT]J, KANG S J, LEE J G, et al. Automated detection
of vulnerable plaque in intravascular ultrasound images
[J]. Med Biol Eng Comput, 2019, 57(4) ; 863-876.
[5] HU S, YONETSU T, JIA H, et al. Residual thrombus pat-

tern in patients with ST-segment elevation myocardial in-

—
N
[

farction caused by plaque erosion versus plaque rupture after
successful fibrinolysis; an optical coherence tomography
study[J]. J Am Coll Cardiol, 2014, 63(13) . 1336-1338.

[6] DALJ, FANG C, ZHANG S, et al. Not all plaque erosions
are equal : novel insights from 1 660 patients with STEMI,
a clinical,, angiographic, and intravascular OCT study[ J].
JACC Cardiovasc Imaging, 2020, 13(2 Pt 1) 516-518.

[7] PRATI F, UEMURA S, SOUTEYRAND G, et al. OCT-
based diagnosis and management of STEMI associated with
intact fibrous cap[ J]. JACC Cardiovasc Imaging, 2013, 6
(3):283-287.

[8] SAIA F, KOMUKAI K, CAPODANNO D, et al. Eroded
versus ruptured plaques at the culprit site of STEMI; in
vivo pathophysiological features and response to primary
PCI[ J]. JACC Cardiovasc Imaging, 2015, 8 (5):
566-575.

[9] STEG PG, VAN'T HOF A, HAMM C W, et al. Bivalirudin
started during emergency transport for primary PCI[J]. N

Engl J Med, 2013, 369(23) . 2207-2217.

[10] BRAUNWALD E. Coronary plaque erosion: recognition
and management[ J]. JACC Cardiovasc Imaging, 2013,
6(3): 288-289.

(1] BB, S, 25, 5. AFZERE R 3k

SRR EF BRI RMIE SRS ()], o E S kA
fezkik, 2021, 29(4) ; 322-326.
YANG Y P, DONG S J, LI J C, et al. Morphological
characteristics of culprit lesions in patients with different
types of acute coronary syndrome[ J]. Chin J Arterioscler,
2021, 29(4) . 322-326.

[12] 7R50E, 22 H, [ W, 5. 2doERsh kg & 1R 5 W
Ry MR RO IETEBERE [T ). [ S kAR AL 2k A
2020, 28(7) : 639-644.

SU Y R, PENG Y, BAI M, et al. Advances in duration
of dual anti-platelet therapy after acute coronary syndrome
[J]. Chin J Arterioscler, 2020, 28(7) : 639-644.

[13] HU S, WANG C, ZHE C, et al. Plaque erosion delays
vascular healing after drug eluting stent implantation in
patients with acute coronary syndrome: an in vivo optical
coherence tomography study[ J]. Catheter Cardiovasc In-
terv, 2017, 89(S1) : 592-600.

[14] JIA H B, DAIJ N, HOU J B, et al. Effective anti-throm-
botic therapy without stenting; intravascular optical coher-
ence tomography-based management in plaque erosion
(the EROSION study) [ J]. Eur Heart J, 2017, 38
(11): 792-800.

[15] XING L, YAMAMOTO E, SUGIYAMA T, et al. ERO-
SION study ( effective anti-thrombotic therapy without
stenting ; intravascular optical coherence tomography-based
management in plaque erosion) : a 1-year follow-up report
[J]. Circ Cardiovasc Interv, 2017, 10(12) : e005860.

[16 ] SUGIYAMA T, XING L, YAMAMOTO E, et al.
Thrombus resolution with tirofiban in the conservative
management of patients presenting with plaque erosion
[J]. Coron Artery Dis, 2018, 29(4) : 301-308.

[17] HONDA K, MATOBA T, ANTOKU Y, et al. Lipid-low-
ering therapy with ezetimibe decreases spontaneous ather-
othrombotic occlusions in a rabbit model of plaque erosion:
a role of serum oxysterols[ J]. Arterioscler Thromb Vasc
Biol, 2018, 38(4) : 757-771.

[18] JIA H, ABTAHIAN F, AGUIRRE A D, et al. In vivo di-
agnosis of plaque erosion and calcified nodule in patients
with acute coronary syndrome by intravascular optical co-
herence tomography [ J]. J Am Coll Cardiol, 2013, 62
(19) . 1748-1758.

[19] FERRANTE G, NAKANO M, PRATI F, et al. High lev-
els of systemic myeloperoxidase are associated with coro-

nary plaque erosion in patients with acute coronary syn-



632

ISSN 1007-3949 Chin J Arterioscler, Vol. 30, No. 7,2022

dromes: a clinicopathological study [ J ]. Circulation,
2010, 122(24) . 2505-2513.

[20] TAN Y, YANG S, CHEN R, et al. High plasma my-
eloperoxidase is associated with plaque erosion in patients
with ST-segment elevation myocardial infarction [ J]. J
Cardiovasc Transl Res, 2020, 13(6) : 908-915.

[21] LIU J, WANG S, HOU J, et al. Proteomics profiling re-
veals insulin-like growth factor 1, collagen type VI a-2
chain, and fermitin family homolog 3 as potential biomar-
kers of plaque erosion in ST-segment elevated myocardial
infarction[ J]. Circ J, 2020, 84(6) : 985-993.

[22] DONG H, HU S, SUN R, et al. High levels of circulating
microRNA-3667-3p are associated with coronary plaque e-
rosion in patients with ST-segment elevation myocardial
infarction[ J]. Int Heart J, 2019, 60(5) : 1061-1069.

[23] ANSELMI G, GAGLIARDI L, EGIDI G, et al. Gut mi-
crobiota and cardiovascular diseases: a critical review
[J]. Cardiol Rev, 2021, 29(4) . 195-204.

[24] BJORNESTAD E ¢, OLSET H, DHAR I, et al. Circulat-
ing trimethyllysine and risk of acute myocardial infarction
in patients with suspected stable coronary heart disease
[J]. J Intern Med, 2020, 288(4) ; 446-456.

[25] TAN Y, SHENG Z, ZHOU P, et al. Plasma trimethyl-
amine N-oxide as a novel biomarker for plaque rupture in
patients with ST-segment-elevation myocardial infarction
[J]. Circ Cardiovasc Interv, 2019, 12(1): e007281.

[26] PAN W, SUN M, WU J, et al. Relationship between ele-
vated plasma ceramides and plaque rupture in patients
with ST-segment elevation myocardial infarction[ J]. Ath-
erosclerosis, 2020, 302 8-14.

[27] CHANDRAN S, WATKINS J, ABDUL-AZIZ A, et al.
Inflammatory differences in plaque erosion and rupture in
patients with ST-segment elevation myocardial infarction
[J]. J Am Heart Assoc, 2017, 6(5) : e005868.

[28] YAMAMOTO E, YONETSU T, KAKUTA T, et al. Clini-
cal and laboratory predictors for plaque erosion in patients
with acute coronary syndromes[J]. J Am Heart Assoc,
2019, 8(21): e012322.

[29] LIU J, WANG S, CUI C, et al. The association between
glucose-related variables and plaque morphology in patients

with ST-segment elevated myocardial infarction[ J]. Card-

iovasc Diabetol, 2020, 19(1) . 109.

[30] KURIHARA O, TAKANO M, YAMAMOTO E, et al.
Seasonal variations in the pathogenesis of acute coronary
syndromes[ J]. J Am Heart Assoc, 2020, 9(13); e015579.

[31] ARAKI M, YONETSU T, KURIHARA O, et al. Circadian
variations in pathogenesis of ST-segment elevation myocar-
dial infarction; an optical coherence tomography study|[ J ].
J Thromb Thrombolysis, 2021, 51(2) : 379-387.

[32] KIM H O, KIM C J, KIM W, et al. Relative risk of
plaque erosion among different age and sex groups in pa-
tients with acute coronary syndrome [ J]. J Thromb
Thrombolysis, 2020, 49(3) . 352-359.

[33] NICCOLI G, MONTONE R A, DI VITO L, et al. Plaque
rupture and intact fibrous cap assessed by optical coherence
tomography portend different outcomes in patients with
acute coronary syndrome [ J]. Eur Heart J, 2015, 36
(22): 1377-1384.

[34] YONETSU T, LEE T, MURAI T, et al. Plaque morpholo-
gies and the clinical prognosis of acute coronary syndrome
caused by lesions with intact fibrous cap diagnosed by opti-
cal coherence tomography[ J]. Int J Cardiol, 2016, 203
766-T74.

[35] HIGUMA T, SOEDA T, ABE N, et al. A combined optical
coherence tomography and intravascular ultrasound study on
plaque rupture, plaque erosion, and calcified nodule in
patients with ST-segment elevation myocardial infarction; in-
cidence, morphologic characteristics, and outcomes after
percutaneous coronary intervention [ J |. JACC Cardiovasc
Interv, 2015, 8(9) ; 1166-1176.

[36] HU S, ZHU Y, ZHANG Y, et al. Management and out-
come of patients with acute coronary syndrome caused by
plaque rupture versus plaque erosion: an intravascular op-
tical coherence tomography study[ J]. J Am Heart Assoc,
2017, 6(3) . €004730.

[37] SUGIYAMA T, YAMAMOTO E, BRYNIARSKI K, et al.
Nonculprit plaque characteristics in patients with acute
coronary syndrome caused by plaque erosion vs plaque
rupture; a 3-vessel optical coherence tomography study
[J]. JAMA Cardiol, 2018, 3(3): 207-214.

(eSO P



