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Clinical outcomes in patients with ACS

Incidence of recurrent adverse events is about 13% mainly caused by non-culprit lesion
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ldentification of patients at high-risk

Several risk scores have been developed for the identification of patients at high-risk
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ldentification of high-risk plaques

Angio, physiology, CT, intra-coronary imaging may stratify the risk in a region of interest
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Odds ratio (95% Cl)  p value

Patient-level models with one high-risk feature

Model 1: MaxLCBI,,, 23247
Model 2: PB =70%
Model 3: MLA =4-0 mm?

227 (1:25-4-13) 0-0071
3-49 (1-83-6-63) 0-0001
6-00 (2-12-17-00) 0-0007

Lesion-level models with one high-risk feature

Model 1: MaxLCBI,,, 23247
Model 2: PB =70%
Model 3: MLA <4.0 mm?

7-83(412-14-89)  <0-0001
12.94(6:36-2632)  <0-0001
4.97 (2.59-9-53) <0-0001

Lesion-level models with one high-risk feature, secondary analysis*t

Model 1: MaxLCBlI, ., =2324-7
Model 2: PB =70%
Model 3: MLA <4-0 mm?

458 (2-34-8-97) <0-0001
6:53(2:85-14-95)  <0-0001
4-55 (2-32-8-95) <0-0001

Lesion-level model with all three high-risk features#

MaxLCBI,,, 23247
PB =70%
MLA =4-0 mm?

3-80 (1-87-7:70) 0-0002
537(2-42-11-89)  <0-0001
185 (0-95-3-61) 0-072

Erlinge D, Maehara A et al. Lancet 2021



Optical coherence tomography (OCT)

OCT enables differential diagnosis of ACS and morphological assessment of non-culprit segment
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Optical coherence tomography (OCT)

OCT enables differential diagnosis of ACS and morphological assessment of non-culprit segment
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FIGURE 2 OCT-ldentified Causes of MINOCA
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Plaque rupture

Higher incidence of recurrent adverse events in pt with plague rupture has been demonstrated
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Plaque rupture

Both culprit and non-culprit cause recurrent events if lipid-lowering is insufficient
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Cumulative MACE Incidence, %

Plaque rupture

Early initiation of strong lipid-lowering may reduce the adverse event by stabilizing LRP

Patients with STEMI by PCI (post hoc analysis) P<0.001 P<0.001
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Plaque rupture

ACS presentation is identified as a favorable factor for the response to lipid-lowering therapy

Variable Estimates [95%CI] p value
Acute coronary syndrome —_—0— -1.535 [-2.561, -0.509] 0.003
Hypertension —a— -0.885 [-1.999, 0.228] 0.119
Hyperlipidemia i -0.662 [-1.845, 0.522] 0.273
Male & -0.471 [-1.850, 0.908] 0.503
Baseline thin-cap area, mm? = -0.368 [-0.478, -0.259] <0.001
ACEI/ARB -0.112 [-1.172, 0.949] 0.836
BMI -0.023 [-0.187, 0.141] 0.786
Diabetes -0.004 [-1.034, 1.025] 0.993
Age, yrs 0.030 [-0.021, 0.080] 0.247
Follow-up duration, month 0.046 [-0.107, 0.198] 0.558
Beta-blocker —t 0.318 [-0.695, 1.331] 0.538
Statin naive — 0.339 [-0.778, 1.456] 0.552
Current smoker = 0.888 [-0.388, 2.165] 0.173
Low-intensity statin i 0.930 [-0.685, 2.545] 0.259
Chronic kidney disease i 1.691 [0.350, 3.033] 0.013
1 I I |
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Minami Y, Jang IK, et al. J Am Heart Assoc 2017




Plaque rupture

Additional PCSK9i may further stabilize LRP and reduce recurrent adverse events

Patients with AMI (N-STEMI/STEMI) undergoing coronary angiography & successful PCl of the infarct
vessel & 2 non-infarct related arteries with angiographic evidence of atherosclerosis (20-50% DS)
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MACE-free survival

TLR-free survival

Eruptive calcified nodule

Can IVL reduce the incidence of TLR by the efficacy of acute gain for lesion with eruptive nodule?
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Thrombus volume, mm3

Is non-stent strategy shown in the EROSION study feasible for all patients with plaque erosion??
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Thrombus volume, mm3

Plague erosion

Is non-stent strategy shown in the EROSION study feasible for all patients with plaque erosion??
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Plague erosion

Residual stenosis, thrombus burden and older age are factors for MACE

Any events 50/232 (21.6)
Cardiac death 6 (2.6)
Recurrent Ml 3 (1.3)
Ischemia-driven TLR 29 (12.5)
Rehospitalization* 36 (15.5)
Major bleeding 2 (0.9)
Stroke 5(2.2)

*pecause of unstable angina or progressive angina

YinY, Yu B et al. J Am Heart Assoc 2022
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The EROSION Study
Non-stent strategy
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AS%263.5%
TB218.5%




Conclusion

« OCT may enable precision approach for ACS patients including MINOCA
although the concept has not been supported by evidences

* Plaque rupture is the most reasonable candidate for the early intensive
lipid-lowering therapy (strike early, strike strong) including PCSK9i

 Eruptive calcified nodule is still requiring optimal revascularization strategy,
and the efficacy of IVL should be further evaluated

* Plague erosion without residual stenosis may be able to skip stenting, but
prolonged anti-platelet therapy may be desirable



