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Doppler vs thermodilution

An optimal optimal Doppler tracing could be obta;ﬁed in 69% of the patients.
Optimal thermo tracing could be obtained in 3@*% of the patients.

Barlcg#o et al. Eur Heart J. 2004;25:219-23
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Diagnosis

O
Investigations in patients with suspected coronary micro-
vasr.'l{g;h angina
@

N
+* Recommendations Class® Level®

& | Guidewire-based CFR and/or microcirculatory
N resistance measurements should be consid-
S ered in patients with persistent symptoms, but
Qed\* coronary arteries that are either angiographi-
> cally normal or have moderate stenoses with
O preserved iwFR/FFR. 12413
r{f& Intracoronary acetylcholine with ECG moni-
O toring may be considered during angiography,
2 if coronary arteries are either angiographically
normal or have moderate stenoses with pre-
served iwFR/FFR, to assess microvascular

vasospasm, 12438440 ;ﬂﬂ;
Transthoracic Doppler of the LAD, CMR, and S g
PET may be considered for non-invasive o(@e
assessment of CFR. 430432441 &°
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ANOCA: Cormica study”
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FIGURE 1 Stn.@d Medical Therapy Guided by an IDP in Patients With Angina but No Obstructive CAD
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FIGURE 3 Primary Efficacy Outcome: Treatment nmllr:&ﬁ? the 6-Month SAQ
O

Summary Score S
&
o
<
i @{9 -+ Angina Summary Score
o”b
\2\§° o = Angina Limitation
O
: o = Angina Stability
b\)
&= o Angina Frequency
OQ
/@&0 o o Treatment Satisfaction
0" : = Quality of Life
X
I ) T T
-10 0 10 20
Between Group Difference in SAQ
-~} -
Favors Favors

Control Intervention

Ford et al. ] Am Coll Cardiol 2018;72:2841-55

FIGURE 2 Primary Efficacy Endpoint: Quality of Life Mean Scores at Baseline and at 6 and 12 Months

A Primary Endpoint: Angina Severity B Quality of Life (EQ5D - Index)
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Figure 1. LEFT, short axis (SA), horizontal long axis (HLA) and vcrticgéﬁ)ng axis (VLA) views
and bull’s eye from SPECT MPI indicated severe apical hypoperfusno@ (arrows) (summed stress
score [SSS], 7; summed rest score [SRS], 0). Coronary anglogragiﬁ' (CA) of the left anterior
descending artery revealed the absence of obstructive CAD, a nor&ﬁ&l FFR value (0.99; normal FFR
values, > 0.8), an elevated IMR (30, normal IMR values, < 23)¢,\hnd the alteration of coronary flow
reserve (CFR) (1.1; normal CFR values, > 2). Q&
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SPECIAL ARTICLE éé
Coronary artery dISBUQE
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An EAPCI Expert Consensus Document Qn
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Arteries in Collaboration with Eurogéan
Society of Cardiology Working Geeup on
Coronary Pathophysiology & M4crucwculatmn
Endorsed by Coronary Vasomotor Disorders

@ ESC Eurapean Heart Journal (2020) 0, 1-21

European Society dai0.109Weurh eartiiehaa 503
af Cardiolagy

International Study Gruup°\

e ———

lL Step 1: Coronary angiography & LVEDP :
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INOCA and ANOCA are very frequent in cath-lab

o‘\&
A Endotypes within uw‘innm population
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Prognosis: Microcirculation and PCI

®&§®
, q . . .
253 patients, STEMI S 572 patients, CSS, IMR > 25, prospective observational stud
P , & 2
MACE: death or rehospitalization for heacg@?\ailure. MACE: Death, Ml and target vessel revascularization
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Prognosis: Microcirculation and PCI
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253 patients, STEMI & 572 patients, CSS, IMR > 25, prospective observational study
MACE: death or rehospitalization for heagtailure. MACE: Death, Ml and target vessel revascularization
R
Table 2. Univariable and Multivariable Predic of Death or
Rehospitalization Resulting From Heart Failuge’(P<0.1)
. .\0'
PValue Haéaﬁoj) Ratio 95% Cl Table 2. Predictors of MACE 6@’&\
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Univariable predictors é\@& o %@0@

Diabetes mellitus {[}.D[H\)@b 3.98 2.05-7.75 Q,§>

CFR <2 C13?1;1’?201 3.40 1.20-9.66 - — < Upper P Value

Hypertension Ocﬁn.nan 2.15 1.08-4.27 High IMR 1.67 1.%\3,06\ 231 0.002

S 3
Age < 0.058 1.03 1.00-1.06 _ -
@ I\
FFR <0.8 q}.@@ 0.072 D= 0.90_af Prior PCI 0.50 o 0.28 0.91 0.022
TIMI mync%m‘% 0.087 1.95 0.91-4.18 Prior M 1 .9;3& 1.02 3.87 0.044
rfusi de <3 sl

p'? ,Smﬁa e< Stent length <02 1.00 1.04 0.053
Multivariable 8*0\
predictors DES use & 087 0.42 1.05 0.080

Diabetes mellitus <0.001 4.44 2.22-8.88 &\N

FFR <0.8 0.008 3.24 1.35-7.76 600

IMR >40 0.026 223 1.10-4.49 &
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Prognosis

O

STRATIFIED MEDICINE ¢

Q}ée

&

Stratified medlcm%éi’s the identification of patient subgroups (or endotype@_ﬂ within
a heterosg,eneoLzl‘so populatlon these being distinguishable by disease séverlty and
potential forglfesponse to therapy . o

&0
A Theraggﬁstlc biomarker is a metric that predicts therapeutic rg@ponse

O
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Potefitial role of IMR as a theragnostic biomarker to gwgle stratified medicine in
acute and chronic coronary syndrome &oﬁ
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r&I\aznyczka, A.M. et al. ] Am Coll Cardiol Intv. 2019;12:951-66



Future: Randomizéd studies

Acute coronary syndrome &

A Study of Low-dose Intracoronary Thromb@?tlc Therapy in STEMI (Heart Attack) Patients. (RESTORE-MI)
NCT03998319. 506 patients. STEMI IMR gQ*%Z low, or very low dose tenecteplase vs placebo- Australia
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Chronic coronary syndrome é‘o? Q,@
Personalized Medicine Using C&?ronary Microvascular Function Measured in Patient with Percutangbus Coronary
<
Intervention in Angina. (DECIS&‘@NING) — France ©
< &
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) 96 stratified on pre-PCI IMR 6\50
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,\© Personalized medicine, open IMR Standard care, blinded IMR &
N4 \ &

0 s

IMR 2 25 IMR < 25

IMR 2 25

CMVD
treatment

De-escalation
treatment

Standard care

PRIMARY ENDPOINT




Future: More preusg@ or more simple ?
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De Bruyne, B. et al J Am Coll Cardiol 2021;78(15):1541-1549.
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patients to mprg@e their symptoms and quality of life. é\e@‘&
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