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Symptoms: chest pain
Biomarkers: A troponin

Provisional diagnosis: Acute M

Coronary angiogram




Troponin positive nonobstructive coronary arteries
(TP-NOCA)

I troponin—> organ specific rather than ischemic specific

Coronary Disorders (MINOCA)
Myocardial Disorders

Coronary Dissection
Plaque Disruption Myocarditis
Coronary Spasm Takotsubo cardiomyopathy
Microvascular Dysfunction Other cardiomyopathies
Coronary thrombus/embolus

Non-cardiac Disorders

Pulmonary embolism
Renal Impairment

Pasupathy et al . Circulation.2017



Standardized Diagnostic Criteria for MINOCA

1. AMI criteria - detection of a rise and/or fall of cTn values with at least one value above the 99th percentile URL and
at least one of the following:

eSymptoms of myocardial ischaemia;

eNew ischaemic ECG changes;

eDevelopment of pathological Q waves;

eImaging evidence of new loss of viable myocardium or new regional wall motion abnormality in a pattern consistent with an
ischaemic aetiology;

e|dentification of a coronary thrombus by angiography or autopsy (not for type 2 or 3 Mls).

2. Nonobstructive coronary arteries on angiography:

Defined as the absence of obstructive disease on angiography (ie, no coronary artery stenosis 250%) in any major
epicardial vessel

This includes patients with:
Normal coronary arteries (no angiographic stenosis)
Mild luminal irregularities (angiographic stenosis <30% stenoses)
Moderate coronary atherosclerotic lesions (stenoses >30% but <50%)

3. no other clinically overt specific cause that can serve an alternative cause for the acute presentation (eg. sepsis,
pulmonary embolism, myocarditis)



In theory

Myocardial injury

Takosubo

ISCHAEMIA
Myocardial infarction

NON-ISCHAEMIA
MINOCA

Myocarditis

Eurolntervention 2021;17:e875-e887



In the real world, the situation is much less clear...

In theory In clinical practice

Myocardial injury Myocardial injury

-
e —
- -

Takosubo

ISCHAEMIA

\
Myocardial infarction

\
4 \

MI-CAD } NON-ISCHAEMIA

7
’
MINOCA =g

NON-ISCHAEMIA
MINOCA

Myocarditis

lack of specificity of ischaemic symptoms and ischaemic ECG changes
difficulty in measuring the exact degree of stenosis on coronary angiography

Eurolntervention 2021;17:e875-e887



Difficult to do?

Use the traffic light approach!




Clinical P : Additional . _
inical Presentation Investigation Diagnosis

Rise and/or fall of ¢cTn with one
level >99 percentile plus
ischemic signs/symptoms
+
Nonobstructive CAD
(<50% lesion on angiography)

* Sepsis
* Pulmonary Embolism

* Cardiac Contusion

« Other Noncardiac T¢Tn

Consider Clinical Context
(clinically overt diagnoses)

(myocardial Injury)

. : . . . — * Obstructive CAD

“Working Diagnosis” Review Angiography Findings* = :

Exclude: 9-=¢ (clinically o?/ergokzd):l/agnoseg) * Coronary emboli/thrombus
. | « SCAD (Dissection)

» Missed Obstruction : : : :

(Ischemic Mechanisms) _— LV Functional Assessment - * Takotsubo Syndrome WO r k' n | Gg NoSIS

(Echo, LV Angiogram) « Other Cardiomyopathies , ;

- Myocardial Injury (exclude ischemic)

(Nonischemic Mechanisms)

» Myocarditis

Contrast Cardiac MR Imaging
(clinically subtle diagnoses)

Coronary Vascular Imaging
(IVUS, OCT)
Coronary Functional Assessment

*Consider FFR

* CMRI confirmed Infarct

+ Plaque Disruption
» Coronary emboli/thrombus
» SCAD (Dissection

» Coronary Artery Spasm .
(myocardial Infarct)

» Unclassified MINOCA

MINOCA
Myocardial Infarction with
Nonobstructive Coronary

Arteries
(Ischemic Mechanisms)

Tamis-Holland. Circulation 2019



The MINOCA diagnostic algorithm

Assessments to consider?

i ©

Clinical history Physical exam ECG assessment

LI )

Evaluation of patients with a =
working diagnosis of Cath Iab

assessment Detailed angiographic Intravascular Assess for coronary
I\/I | N O C A assessment + LV imaging microvascular dysfunction
angiography (incl. LVeDP) (IVUS/OCT) * vasoreactivity (ACh testing)j

Assessments to consider?

Step 2 ) )\ 6)
e O m i / 4
% w Clinical history Physical exam ECG assessment Echocardiography

Woard
assessment

@

Blood testsP CTPAJ/CT brain®

Assessments to consider?

)

o t o
W
Y Ll
Follow-up clinic Repeat Cardiac
Post discharge evaluation echocardiography rehabilitation

care

Byrne et al. EHJ, Volume 44, Issue 38, 7 October 2023




Specific Causes of MINOCA

In-situ thrombosis

SCAD

| VI Coronary microvascular dysfunction

Tamis-Holland. Circulation 2019



Coronary angiography
A __ diastole - systole Left coronary artery Right coronary artery systole T2wSTIR

R e
. e

-

Coronary angiography
Left coronary artery

L o

Ventriculography
T2wSTIR systole

LGE
Four-chamber Short-axis

Right coronary artery

/
-
o &
r~
e

T2wSTIR sequence — oedema widespread subepicardial signal increase = myocarditis
transmural contrast enhancement in LGE

sequence—> scarring—> AMI limited to a small area
(embolic genesis?)

Eurolntervention 2021;17:e875-e887



@® State of the Art

by Eurcintervention

Myocardial infarction with non-obstructive coronary artery
disease

Bertil Lindahl**, MD, PhD; Tomasz Baron’, MD, PhD; hMario Albertucesr®, MDY, Francesco Prati™*, MD

I. Deparowent gf Medical Sciences, Unpsala Unhersiy Uppsala, Sweden: 2. Contrp per la Lotta contro [ Trglrto (CLI
Foundmion, Rome, Tafy; 3. Uni-Comillus, Saivr Comillus brermarionsl Uhiversity f Heaith Sciences, Roms, Rajy

Abstract

Az a result of the increazed use of coronary angiography in acute myocardial infarction in tha last two
decades, myocardial infarction with nen-chstructive cosonary anterizs (MIMOCA) ha: received srowing
attentipn m evervday climical practice. At tha sama time, research mterast in MINCCA has mereased sigmif
icantly: BMINOCA s a heterozeneons dizease entity seen in 3-10% of 21l patients with srvocardial infarction,
especially in women Clinically, MDNOCA may be difficult to distingaish from other non-ischasmic condi-
tions that cam cause similar symptoms and myecardial injury. There i =till soms cenfusion areond the dias-
npais, investization and manazement of patiznts with MINOCA. The present review summarises the current
kmowledze of MINOCA rezarding epidemiology, pethophysiology, imvestigztion, and treatment, with a spe-
cial forus on imaging modalities. In addition, remaining impartant Imowledze zaps are hishlizhtad

Hoorresponding author: Deparoment gf Medical Sciance

Dyas Hommarskiolds wig 38, SE-751 85 Unpsala, Swedk
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TIMING OF CMR EXAMINATION

TIMING OF CMR EXAMINATION

The diagnostic precision of CMR is increased when imaging is undertaken

within 7-14 days of presentation| Delayed imaging may result in certain

pathological changes, such as myocardial oedema in myocarditis no longer
being apparent. Dastidar et al compared results of retrospective scans in
MINOCA patients, showing that early performance of CMR (within two
weeks after admission) reduces the number of non-conclusive scans from
43% to 16%, mainly due to a better detectability of Takotsubo syndrome
and myocarditis?2. In serial scans of patients with a working diagnosis of
MINOCA, in whom early scans revealed myocarditis, scans more than three
weeks after admission showed a complete resolution of epicardial LGE
pattern in one fourth?3.

Eurolntervention 2021;17:e875-e88.



OCT

Eurolntervention 2021;17:e875-e887



Representative OCT Images in MINOCAs

Plaque Erosion Calcified Nodule

SCAD Spasm Unclassified Cause

Zeng et al. JACC cardiovascular Imaging, 2023



Utility of comprehensive evaluation in MINOCA

16 studies; N=1,207

Coronary Functional Testing

18 studies; N=1,449

Plaque Spontaneous/
erosion/ 28% prsovac;l:d
disruption p
16%
SCAD
Microvascular
dysfunction
Cardiac Magnetic Resonance Thrombophilia Assessment
42 studies; N=5,821 12 studies; N=834
Takotsubo / Factor V
/ Protein C/S
(73 deficiency
Myocarditis :

Cardiomyopathy

«Normal» or
other causes

Factor XII
deficiency

Pelliccia et al International Journal of Cardiology, 2021




‘M) Check for updates

Circulation

ORIGINAL RESEARCHARTICLE O

Coronary Optical Coherence Tomography and O CT + C I\/I R

Cardiac Magnetic Resonance Imaging to Determine
Underlying Causes of Myocardial Infarction With
Nonobstructive Coronary Arteries in Women

BACKGROUND: Myocardial infarction with nonobstructive coronary |.|E:|.rl,.,[.,;,“i,r R. Reynolds’™, ® 3 O 1 WO m e n e n ro I I e d at 1 6 S i te S

arteries (MINOCA) occurs in 6% to 15% of myocardial infarctions (Mis)
and disproporticnately affects women. Scientific statements recommend :
multimedality imaging in MINDCA to define the underlying cause. We performed  jydith 5. Hochman'™, MD

coronary opfical coherence tomography (0CT) and cardiac magnetic rescnance
{CMR) imaging to assess mechanims of MINOCA ® e a n a g e

METHODS: In this prospective, multicenter, international, observational study,

we enrclled mmenhwiﬂ'u a Tligil:al diagnosis of my&l:icardial infarction. Ii imlashie e ..
coronary angiogral revealed <50% stenosis in all major arteries, multivessel

O-L—I'wi pE?F:?meFll:Lh;ulluwed by CMR (cine imaginag, |a}:'e gadolinium ® O CT a Cq u I S It I O n 2 d ays
enhancement, and T2-weighted imaging and T1 mapping). Angiography, OCT,

and CMR were evaluated at blinded, independent core laboratories. Culprit

Isinl'llsggenti'ﬁeddliy CE!;L weI:e classi'ﬁ;d;ﬂs del;ﬁni'be -::rhpussible. Then:I‘:r'.i'IR e o o
core laboratory identi ischemia-related and nonischemic myocardial injury.

Imaging results were combined to determine the mechanism of MINOCA, when * C IVI R a C q u I S I t I O n 6 d ays
possible.

RESULTS: Among 301 women enrclled at 16 sites, 170 were diagnosed with

MINOCA, of whom 145 had adequate OCT image quality for analysis; 116 of

these underwent CMR. A definite or possible culprit lesion was identified by OCT

in 46.2% (67/145) of participants, maost commonly plague rupture, intraplaque

cavity, or layered plaque. CMR was abnormal in 74.1% (8671 16) of participants.

An ischemic pattern of CMR abnormalities (infarction or myocardial edema in

a coronary teritory) was present in 53.4% (62/116) of participants undergoing

CMR. A nonischemic pattern of CMR abnormalities imyocarditis, takotsubo

syndrome, or nonischemic cardiomyopathy) was present in 20.7% (24/116).

A cause of MINOCA was identified in 84.5% (98/118) of the women with

muktimedality imaging, higher than with OCT alone (P<0.001) or CMR alone

{P=0.001}. An ischemic cause was identified in 63.8% of women with MINOCA

{74/118), a nonischemic cause was identified in 20.7% {24118} of the women,

and no mechanism was identified in 15.5% {181 186).

COMNCLUSIONS: Multimodality imaging with coronary OCT and CMR identified et s B easta o e

potential mechanims in B4.5% of women with a diagnoss of MINOCA, 75.5% — S

of which were ischemic and 24.5% of which were nonischemic, alternate _'Mmm :mg-\g
diagnoses to myocardial infarction. Identification of the cwse of MINOCA is = myocandal infarction = inmograpty,
feasible and has the potential to guide medical therapy for secondary prevention.  9P8! herna = woman

Sourcas of Funcl &38
REGISTRATION: URL: https:ifeaw: cinicaltrisks gov; Unique identifier: G, S

MCTO2905357. & 0320 American Hearl Aesodsiion, inc

ittpe: e ahiajoesmas cryYjpumalire

624  Febnowy 16, 20 Cirulation. 2021, 143-624-240 DOE 10U T1E1/CIRCULATIONAHA, 10, 053008



301 women with clinical diagnosis of Ml enrolled =:> 170 MINOCA

OCT N=145

[ Culprit Lesion n=67 (46.2%) ]

~

Plaque Rupture n=8 (5.5%)

Thrombus without  n=5 (3.1%)
plaque rupture

Intra-Plaque Cavity n=31 (21.4%)

Layered Plaque n=19 (13.1%)

Intimal Bump (Spasm) n=3 (2.1%)

145 OCT interpretable ——)» 116 CMR

(23 OCT contraindications, 2 not interpretable)

' Ty

Infarction n=38 (32.8%)

L -

Regional Injury n=24 (20.7%)

~
A

CMR N=116
N\
Non-Ischemic n=24 (20.7%)
Normal
Myocarditis n=17 (14.7%) n=30
Takotsubo Syndrome n=4 (3.4%)
Other Cardiomyopathy n=3 (2.6%) N (25-9%)

\smn n=1 (0.7%)/

v

Integration of OCT and CMR N=116

Cause Identified

N

Myocarditis
> Takotsubo Syndrome

-

Non-Ischemic Cardiomyopathy n=3 (2.6%)

n=98 (84.5%) No cause identified

Myocardial infarction (Ml) n=74 (63.8%) n=18 (15.5%)

n=17 (14.7%)
n=4 (3.4%)

/
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Acute coronary syndromes

Safety and prognostic relevance of
Invasive coronary provocative tests

Patients with acute myocardial infarction and
non-obstructive coronary arteries: safety and
prognostic relevance of invasive coronary
provocative tests

Rocco A. Montone, Giampaolo Niccoli®, Francesco Fracassi, Michele Russo,
Filippo Gurgoglione, Giulia Camma, Gaetano A. Lanza, and Filippo Crea

e * 80 consecutive patients

Rmcmmrad 15 Mgy 207 % revomd 1 Augmre 07 7 i decason 17 Ocotser 3017 copted 360 ossmiser 3017 oriine i h-ofead-ofrne & Decamizer 2017
Sew page 79 for the editorial comment on this article (Soi 1011 093 shaartj lehaT 3T)

Ams Functioral akerations of epicardial coromary arteries or cononary microcirouksion represent a frequent cause of
myacardial infarction and non-obstructive oromry eres MINOCAL We amed at asesing the prognostic
vale of Nraconomry provocive tests in patents presenting wath MIMNOCA and in whidh other quses of
MINCCA Fawe been excluded.

* mean age 63.0% 10.7 years

‘We prospectvely evaaed patients with a dagnoss of MINCCA, excluding patients with astiologies other fhan aus-
pected canonary vasamator abnamalites. Immediaely afer corarary angiograpby. an imasve provocatiee test usng
aetycholine or ergonovine was performed. The inddenae of desth from any case. @rdiac death, and recumence of
aue coromry spdrome [ACS was asessed at follossupn. W also asesed angra sEhe using Sexttie Angna
Questionraines (SAQ). 'We enrdlled 80 corsenutive patents fnean age 300 +107 years, 40 50%) male]l Prowoczine
test was postve n 37 ($62%) mtents withowt any mmplicaton. Among patients with a positve ®=t epicrdial
spaam was deteced in 24 ($49%) paients and micovascular spaem in 13 351%) mtents. After 2 median foliow-up
of 340 (range 1 20-600) manthe, patents with a postve £t had a sgificandy hgher oourenae of dexth from any
cause [12 B24%) vs 2 [A7%) P=0002] cardanc desth [7 (189%) v= 0 (Q0%); P= Q.005], and readmisson for ACS
[10 (27.0%) w= 3 (7.0%E P= 0015] as well as 2 worse angima, sAhs as asewsed by SAD [Sextte soone 8800 (330
1000} w= 1000 @#40-100.0); P= O] when cmpared with paiens with a negatve test

Methods
and results

e 40 (50%) male

Comlusions We demonstae that in patents pressmting with MINOCA and suspected coromary sasomotor abnormalifes, a
positive prosocative test for spasm is sfe and identfies a high-nsk subset of mtents

FEOT AE b | L0 B0 A | QOO L0 A B0 Bl ) Mo (N LB B0 B A0y o P L]

Keywords MIMNGCA + vasve provocatve £5t * Vasosmsm * Prognoss

Introduction

Myomardal infircian (M) and non-obsrudive cronary arbenes
(MINGCA]) is a syndrome with different causes, drarcterzed by
clinical evidence of Ml with normal ar near-normal mromry arteries
on angography ' Diaa from larg: Ml regsries suggest a prevalence
between 5% and 25%7 Bt the most reat study inoa

mntemparary cohort of patients, reported 2 presalene of 88%,°
which appears © reflect daly dinical experience. Of impaorance. the
prognass of MINOCA & not 2 benign & neporied by ety cobart
studies and as commanly asumed by physcians®™ Moreowe, a
recant retrospectve amabms of mtents enrolied in the ACQITY
ral showed fizt. mmpared with non-5T dlevation M pagents and
chsrucie coromary arteries, patiens with MINOCA fad a higher

* Comepondng wthor: Tet +39 06 IS 48T, Foc +39 06 J055535, Bk gn oo ihoamm s
Fublishad on behalf of the Eurcpen Sccety of Caddoge. Al righs resrved € Tha Aushor 2077, For parmimicn; plass amsk purms g misomiiopoom

Montone et al European Heart Journal (2018) 39, 91-98



A positive provocative test for spasm is
safe and identifies a high-risk subset of
patients

MINOCA

WY

Clinical assessment and differential diagnosis

Exclude other causes of MINOCA

= (e.g. Takotsubo, myocarditis, coronary
embolism, paroxysmal SVT, etc.)

b

CCB dose reduction or Suspected coronary vasomotion alterations
discontinuation at i
follow-up

Positive Provocative test Negative
Acetylcholine or Ergonovine

Higher incidence of death/CV
death/readmission for ACS and

Good prognosis
worse angina status at 1-year

A

Death from any causes

— Positive test

—— HNegative test

|
Log-ranic: p=0.002
. (= T e ]
mearsn | oy t 2y 3y » 5y
[Pl v 1. 7 34 7 15 H 7
L 43 43 33 13 o 3
Cardiac death
el
2
E
i
Lag-rank: p={0.005
Follos upimonthy
bt ki | iy 1y 5 ¥ 4y Sy
Peitha e 1t 37 34 n B 7
g the e 1l 43 43 3 prc ! 4 3
Readmission for ACS
I
E
i
Log-rani: p=0015
Fallew .I.l;-nruhll

e Positive test

Negative test

— Positive test

MNegative test



MINOCA BAT

Randomized Evaluation of Beta Blocker and ACEI/ARB Treatment in MINOCA Patients - MINOCA-BAT (MINOCA-BAT)

ClinicalTrials.gov Identifier: NCT03686696

The safety and scientific validity of this study is the responsibility of the

study sponsor and investigators. Listing a study does not mean it has . . . . .
A been evaluated by the U.S. Federal Government. Know the risks and Recruitment Status ﬂ - Terminated {LDW inclusion rate_}
potential benefits of clinical studies and talk to your health care provider First Posted € - September 27, 2018
befi rticipating. Read disclai for details.
el A s Last Update Posted € - November 27, 2023
Sponsor:

Uppsala University

Collaborators:
Karolinska Institutet
Goteborg University
University of Leeds
University of Adelaide
Oslo University Hospital
New York University

Information provided by (Responsible Party):
Uppsala University

MINOCA BAT aims to randomize at least 3500 MINOCA patients to treatment with ACE inhibitors/ARBs and B-
blockers or matching placebo.

* all-cause mortality and cardiovascular events at 1 year

» explore the benefits of routine cardioprotective therapies in MINOCA patients.



SWEDEHEART registry

AMI-patients
15 July 2003- 31th June 2013
N= 199,162

|

Unique patients with
coronary angiogram
N= 118,260

l

MINOCA patients
N= 9,466

Final study population
N=9,136

No coronary angiogram
N= 68,779

Readmission
N=12,123

Obstructive CAD
N= 107,914

Previous revascularization
N= 880

Death <30 days
post discharge
N=330

Medical Treatment

0.77 (0.68-0.87)

T T T T

1000 1500 2000 2500 3000
Days

720 523 390 270 138

657 493 347 221 113

0.86 (0.74-1.01)

A = Statins
— Treated
— Non-treated
40 -
g
T 30
8
I
S
®
2 20
3
(8]
10
0 —
T T
0 500
Number at risk
Treated 1107 891
Non-treated 1107 864
C 50 -|  Beta blocker
— Treated
— Non-treated
40 -
g
B 30
]
I
o
2
K
5 -
2 2
3
(o]
10
0 —
T T
0 500
Number at risk
Treated 1173 963
Non-treated 1173 950

T T T T

1000 1500 2000 2500 3000
Days

735 533 371 218 118

719 514 334 191 88

B 5 [ Acei/ars
— Treated
— Non-treated
40
g
T 30
)
I
2
s
g 20
-
o
10
0.82(0.73-0.93)
0 —
T T T T T T T
0 500 1000 1500 2000 2500 3000
Number at risk Days
Treated 2067 1725 1360 1019 637 354 146
Non-treated 2067 1698 1308 939 584 312 131
D 50 -{ Dualantiplatelet
— Treated
— Non-treated
0.90 (0.74-1.08)
&
B 30
8
5
@
2
2
5 -
2 20
5
(8]
10
- //
T T T T T T T T
0 50 100 150 200 250 300 350
Number at risk Days

Treated 1875 1851 1820 1796 1750 171 1662 1618
Non-treated 1875 1852 1824 1806 1748 1712 1660 1604

Circulation. 2017;135:1481-1489
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Drug class ‘
|

|

Dual antiplatelet

Study

Lindahl et al®

Finding from observational studies regarding benefit of secondary prevention treatment

Association with
outcome (MACE)

Non-significant

therapy/P2Y,, Kovach et al® Non-significant
inhibitors
Abdu et al®® Non-significant
Ciliberti G. et al®*® Non-significant
Paolisso P. et al®’ Non-significant
Statins Lindah! et al®* Decrease
Kovach et al®* Decrease
Abdu et al®® Decrease

Ciliberti G. et al®®

Non-significant

Paolisso P. et al®”

Non-significant

Beta-blockers Lindahl et al®® Non-significant
Kovach et al®* Non-significant
Abdu et al®® Non-significant
Ciliberti G. et al® Decrease
Paolisso P. et al®” Non-significant

ACEI/ARB Lindahl et al®3 Decrease
Kovach et al®* Decrease
Abdu FA. et al®® Decrease

Ciliberti G. et al®*®

Non-significant

Paolisso P. et al®’

Decrease

Calcium channel

Kovach et al®

Non-significant

blockers

Ciliberti G. et al®®

Non-significant

MACE: major adverse cardiac events

Eurolntervention 2021;17:e875-e887



Prognostic impact of secondary prevention treatment following myocardial infarction

with non-obstructive coronary arteries (MINOCA):
Bayesian versus frequentist meta-analysis

PRISMA Flow Diagram

Records identified through Records identified through
database searching in database searching in: Additional records identified
PubMed Web of Science (n=7629) through other sources
{n = 2564) CENTRAL (n =527) {(n=5)
| |
— Records excluded
{n = 10482):

= y Duplicates (n = 1916)

E Records screened Reviews {n = 558)

g {n=10725) > Non-English (n =307)

] Off-topic (n = 6269)

Non-human (n = 698)
— Case reports {n = 734)
Y

% Full-text articles assessed Full-text articles excluded
® for eligibility (n=234):

o {n =243) Non-obstructive but not MINOCA (n = 59)

’ MINQCA without comparisons within

S secondary treatment {n = 175)

k-] £ :

3 Studies included in the

32 meta-analysis

¢ -

APIONOTIKH KNNIK Samaras et al. Eur Heart J Open. 2022 Nov 23;2(6):0eac077.

KAPAIONQTTKH KAINIKH
A.No.




Prognostic impact of secondary prevention treatment following myocardial infarction
with non-obstructive coronary arteries (MINOCA):

Prognostic Impact of Secondary Prevention Medical Therapy following Myocardial Infarction with Non-Obstructive Coronary Arteries:
A Bayesian and Frequentist Meta-Analysis

12,663 MINOCA patients .
T wace

Meta-analysis of 5 observational studies o
B-blockers Statins RAAS inhibitors

Medications analyzed

RAAS inhibitors, statins, DAPT, B-blockers aHR (Frequentist) | 0.81 (0.67-0.97) 0.53 (0.37-0.76) 0.69 (0.53-0.90)

aHR (Bayesian) 0.83 (0.64-1.11) 0.61 (0.47-0.82) | 0.74 (0.57-0.93)

Outcomes of interest
* all-cause mortality Bayes Factor 1.15 (anecdotal) 32.20 (strong) 8.98 (moderate)

* major adverse cardiovascular events (MACE)
v, | o

e
—

Statistical methodologies
* Frequentist (classical)
* Bayesian (probabilistic)

Prognostic benefit Neutral effect
Metric used: Adjusted Hazard Ratio . )
* Statins for all-cause mortality * PB-blockers
Mean follow-up: 12 to 90 months « RAAS inhibitors for MACE « DAPT

G Samaras et al. Eur Heart J Open. 2022 Nov 23;2(6):0eac077.
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KAPAIOAOTIKH KAINIKH
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Bayesian analysis o . .
informative prior assumptions Prognostic impact of secondary prevention treatment following
m . . o o o .
A myocardial infarction with non-obstructive coronary arteries (MINOCA):

. . .
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MINOCA challenges

* True prevalence and prognosis unknown

* Multiple diagnostic work-ups
v Cost
v Expertise
v'Lack of clear sequence

* Treatment ?



Conclusions

 TpNOCA
Diagnosed at the time of angiography

Requires further investigations to delineate:
v’ Extra cardiac causes (eg d-dimers, CTPA)
v Non-ischemic cardiac causes (CMR imaging)

e MINOCA
Diagnosed after exclusion of non-ischemic causes
Requires further investigation for specific cause > Don’t give up!

* Underlying-cause targeted therapy:
* plaque disruption = SAPT
* +thrombus = DAPT
* Spasm (positive Ach test)—> calcium channel blockers
* SCAD-> revascularization vs medical management



Thank you for your attention!
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