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4 mars 2020
Homme 37 ans
SCA ST+ latéral

• Tabagisme actif (et cannabis)
• Ethylisme (10 unités / jour) sevré il y a 3 mois
• 174 cm – 96 kg - IMC 32 kg/m2

• Prothèse de hanche en 2019 (arthrose) compliquée d’une fracture du fémur
• Pas d’antécédent familial
• Intermittent du spectacle
• Histoire médicale récente :
- Hospitalisation à Paris pendant 4 jours jusqu’au 3 mars 2020 pour douleur thoracique avec 

élévation de la troponine (après avoir transporté un décor de théâtre)
- Coronarographie: sténose 40% diagonale

- IRM cardiaque et angioscanner thoracique normaux
- Retour à domicile sans traitement



4 mars 2020

• Douleur thoracique typique à 
16h
• Appel du SAMU à 20h

• ECG :
• Ticagrelor, aspirine, nitrate
• Salle de cathétérisme à 20h45
• Voie radiale 6 French

• Héparine 2000 UI IV



Sténose très longue, diffuse et serrée de la diagonale
(persistant après Risordan IC)
Flux TIMI 2 dans la diagonale

Tiger 4 – 5 French



Dissection de la diagonale – Hématome intra-mural
Ischémie persistante (ECG, douleur thoracique)

CD dominante. Pas d’athérosclérose. Vaisseaux non tortueux.



Dissection coronaire spontanée
type 2A (SCAD)

separation have been proposed (25) (Figure 1). The
first is the intimal tear hypothesis, in which a primary
disruption in the intimal!luminal interface creates an
entry point for intramural hematoma (IMH) accumu-
lation inside the false lumen, leading to separation of
the arterial wall. The second is the medial hemor-
rhage hypothesis, in which a hemorrhage into the
arterial wall is the primary mechanism, perhaps due
to spontaneous rupture from the increased density of
the vasa vasorum. It is possible for the latter process,
with increased pressure from IMH, to cause a rupture
into the true lumen, resulting in a “reverse” intimal
rupture. Intuitively, the pathognomonic angiographic
appearance of multiple lumens would require the
presence of visible intimal disruption. However, the
presence of intimal disruption does not imply a spe-
cific mechanism for genesis of the tear.

SCAD invariably results in accumulation of blood
within the false lumen, which can compress the true
lumen to varying degrees, depending on the amount
of IMH and the arterial wall response to the IMH. It
has been hypothesized that in the setting of athero-
sclerosis, the presence of medial atrophy and scarring
limits propagation of the dissection plane (26).
Conversely, in the setting of SCAD, where predis-
posing arteriopathies have weakened the arterial wall
architecture, once the dissection plane occurs,
anterograde and retrograde propagation can be quite
extensive. This has been observed in SCAD found by
intracoronary imaging, where the mean length of
dissection was >45 mm (27).

The presence of true lumen compression by IMH
can result in myocardial ischemia and infarction.
Occlusion of the lumen by thrombi in the true or false
lumen may also occur, such as at intimal rupture
sites. Two large angiographic series and 1 OCT (25
SCAD arteries) series showed lack of thrombus in the
arterial lumen (9,10,27). However, 1 small OCT study
of 11 patients showed thrombi in the false or true
lumen in all cases, but most were insignificant (28).
Thus, it appears that thrombi play a secondary path-
ophysiologic role compared with IMH as the primary
cause of ACS with SCAD.

PREDISPOSING AND

PRECIPITATING ETIOLOGIES

The underlying etiology of SCAD appears to be
multifactorial. There is often an associated underly-
ing predisposing arteriopathy, which may be com-
pounded by a precipitating stressor, culminating in
the phenotypic expression of SCAD (Table 1). Many
potential predisposing nonatherosclerotic arterio-
pathies for SCAD have been reported. The most

dominant association reported is fibromuscular
dysplasia (FMD).

FMD. We reported the first case series of concomitant
SCAD and extracoronary FMD in 2011 (5). Since then, a
high prevalence of FMD has been observed in 72% to
86% of SCAD cohorts who were routinely screened
(6,9). The Vancouver series (n ¼ 168) included a high
proportion of patients who underwent invasive

FIGURE 1 Mechanisms of SCAD
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(A) Normal coronary artery. (B) Intimal rupture initiating tear, with intramural hematoma
formation. (C) Spontaneous bleeding into the arterial wall, creating a false lumen filled
with intramural hematoma. SCAD ¼ spontaneous coronary artery dissection.
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parity), presence of coexisting fibromuscular
dysplasia (FMD), inherited connective tissue disor-
ders (e.g., Marfan syndrome, Loeys-Dietz syndrome,
Ehlers-Danlos syndrome type 4, and polycystic
kidney disease), systemic inflammatory conditions
(e.g., systemic lupus erythematosus, Crohn’s disease,
ulcerative colitis, rheumatoid arthritis, and celiac
disease) predisposing to arteritis, and coronary artery
spasm history were recorded. Postpartum SCAD was
categorized as occurring early, within 6 weeks of
delivery as defined by the World Health Organization
(21), or late, up to 1 year after delivery (22). In this
series, we classified multiparity as having given
birth $4 times and grand multiparity $5 times with
gestational age of $24 weeks; and grand multigravida
as having been pregnant $5 times (10). Given our
previous reports of SCAD’s strong association with
FMD (7,10), patients were routinely screened for
extracoronary FMD in 3 arterial territories: renal,
iliac, and cerebrovascular. Nonselective catheter-
based angiographies with pigtail catheters of the

renal and iliac arteries were preferred for patients
with prospective SCAD diagnosis. Otherwise, CTA was
performed for the renal and iliac arteries. CTA from
the arch to circle of Willis was performed electively to
assess for cerebrovascular FMD and intracranial
aneurysm.
DIAGNOSIS AND OUTCOMES. All coronary angio-
grams were reviewed by 2 experienced cardiologists
for SCAD, and classified according to our published
angiographic SCAD classification (Central Illustration)
(5). By definition, atherosclerotic, traumatic, or iat-
rogenic dissections were excluded from the diagnosis
of SCAD. Type 1 angiographic SCAD appears as the
classic contrast dye staining of arterial wall with
multiple radiolucent lumen, with or without the
presence of dye hang-up or slow contrast clearing
from the lumen. Type 2 angiographic SCAD appears as
diffuse (typically 20 to 30 mm) and smooth narrowing
that can vary in severity. Type 3 angiographic SCAD
mimics atherosclerosis with focal or tubular stenosis
that typically requires optical coherence tomography

CENTRAL ILLUSTRATION SCAD Classification

Saw, J. et al. J Am Coll Cardiol. 2017;70(9):1148–58.

SCAD is classified angiographically into 3 types. Type 1 has the classic appearance of contrast dye staining of arterial wall with multiple radiolucent lumen. Type 2
shows long diffuse (typically >20 to 30 mm) and smooth narrowing that varies in severity. Type 3 has focal or tubular stenosis that mimics atherosclerosis,
typically requiring intracoronary imaging to prove presence of intramural hematoma or double lumen. SCAD ¼ spontaneous coronary artery dissection.

Saw et al. J A C C V O L . 7 0 , N O . 9 , 2 0 1 7
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Décision d’angioplastie de la diagonale

Figure 8. Algorithm for management of acute spontaneous coronary artery dissection
CABG indicates coronary artery bypass grafting; PCI, percutaneous coronary intervention; 
and Rx, management. aLeft main or proximal 2-vessel coronary artery dissection.
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Direct stenting plus long que la zone disséquée couvrant les 2 
bords de la dissection d’au minimum 5 mm

EBU 3,5 – 6 French
Pilot 50

Stent Orsiro 2,5 x 40 mm distal
Orsiro 3,0 x 30 mm proximal



Propagation de l’hématome



Implantation d’un 3e DES sirolimus
3,5 x 13 mm

with those treated with revascularization (3.8% vs.
16.1%; p ¼ 0.028) (11).

PCI cha l lenges . These suboptimal results are a
consequence of multiple challenges with PCI in this
anatomy (Table 4). These arteries are typically archi-
tecturally weakened by the underlying arteriopathies,
and are prone to iatrogenic dissections and extension
of dissections during PCI. In a retrospective review
of 348 angiographic studies in SCAD patients, iatro-
genic catheter-induced dissections occurred in 3.4%
(in addition to their presenting SCAD arteries),
with a much higher occurrence in ad hoc PCI cases
(14.3%) (71). Thus, PCI has to be undertaken
cautiously with meticulous techniques, but may still
result in suboptimal outcomes. It may be challenging
to enter the true lumen with the coronary guidewire,
especially in the presence of type 1 angiographic
SCAD with intimal disruption. With wiring, angio-
plasty, or stenting, the IMH can often propagate
anterogradely or retrogradely, further compromising
the true lumen and extending the dissection. Long
stents are typically required because dissections are
extensive, with a higher risk of restenosis. Further-
more, SCAD often involves distal coronary segments
that are too small for stents. Moreover, with the
natural resorption of IMH over time, there may be
subacute and late strut malapposition, which can in-
crease the risk of stent thrombosis (69).

PCI approach . If PCI has to be pursued, there are a
few strategies that may improve the outcome. A
femoral access approach is preferred, because the
radial approach has been associated with higher iat-
rogenic dissection in these patients (3-fold higher
risk) (9,71). OCT/IVUS guidance should be considered
to ensure true lumen access and adequate stent strut
apposition. Long stents are suggested to provide
adequate coverage for both proximal and distal edges
of the IMH (5 to 10 mm longer on both edges) to
accommodate extension of the IMH compressed by
the stent. For longer lesions that require multiple
stents, a multistep approach of stenting the distal
edge, followed by the proximal edge, and then
stenting the middle, may be useful in preventing IMH
propagation (72). The use of bioresorbable stents also
has the theoretical benefits of providing a temporary
scaffold, and yet avoiding late stent malapposition
and possibly stent thrombosis after resorption of IMH
(69,73). There have also been recent successful case
reports of using cutting balloons to fenestrate the
IMH to allow decompression of the false lumen into
the true lumen (74,75). This may prevent propagation
of IMH if stenting is subsequently required; however,
there is a theoretical risk of coronary rupture in the

setting of SCAD. Thus, this should be performed
cautiously with an undersized balloon. Follow-up
OCT should also be considered to assess for malap-
posed or uncovered struts before cessation of DAPT.
CABG. Emergent CABG should be considered for pa-
tients with left main dissections, extensive dissec-
tions involving proximal arteries, or in patients in
whom PCI failed or who are not anatomically suitable
for PCI. Only small observational studies are avail-
able, but most show good acute survival following
CABG, which is encouraging because these are typi-
cally emergency operations in unstable SCAD patients
(9–11). Acute unsuccessful graft bypass was reported
in 6% of grafts (2 of 34) in a 20-patient series (10).
However, long-term results with CABG appears sub-
optimal, with reported graft patency of 27% in a small
series (7), which may be related to spontaneous
arterial healing, with subsequent competitive flow
causing graft thrombosis. Nevertheless, CABG is an
important temporizing strategy, providing coronary
blood flow and myocardial perfusion for these criti-
cally ill patients in whom PCI is unsuitable.
POST-DISCHARGE RECOMMENDATIONS. At our institu-
tion, long-term medical management routinely con-
sists of aspirin and beta-blockers, with the addition of
angiotensin-converting enzyme inhibitors and statins
as required. Cardiac rehabilitation is also highly
encouraged, especially if a dedicated program for

TABLE 4 Challenges and Suggestions With SCAD PCI

Challenges during PCI of SCAD

Risk of iatrogenic catheter-induced dissection

Difficulty advancing coronary wire into distal true lumen

Propagating IMH anterograde and retrograde with angioplasty/
stenting, extending dissection and further compromising true
lumen arterial flow

Dissection tends to extend into distal arteries, which are too small
for stents

Often extensive dissected segments require long stents, increasing
stent restenosis

Risk of stent malapposition after resorption of IMH, with risk of late
stent thrombosis

Suggestions if PCI is pursued for SCAD

Meticulous guide catheter manipulation, preferably through femoral
access approach

OCT/IVUS guidance to ensure wire in true lumen (or over-the-wire
catheter injections) and optimize stent apposition

Long stents covering 5"10 mm of proximal and distal edges of IMH

Placing short stents at proximal and distal edges first, before
placing long stent in the middle

Consider bioabsorbable stents (temporary scaffold to avoid long-
term malapposition)

Possible and careful use of cutting balloon (to fenestrate IMH)

Consider follow-up OCT to assess for malapposed/uncovered struts
before stopping DAPT

DAPT ¼ dual antiplatelet therapy; IMH ¼ intramural hematoma; IVUS ¼ intra-
vascular ultrasound; PCI ¼ percutaneous coronary intervention; other abbrevia-
tions as in Tables 1 and 2.
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Flux TIMI 3, RIVA, diminution de la douleur thoracique



Séjour à l’hôpital

• Pic troponine us 25 000 ng/l (N < 78) à J1

• ETT : FEVG 66%, hypokinésie antéro-latérale et apico-latérale, aorte 
ascendante = 38 mm
• ECG : 

• LDL = 1,65 g/l

• HbA1c = 5,6%

• Pas de toxiques urinaires
• Douleur thoracique atypique intermittente



Coroscanner 3 stents perméables
Pas de propagaUon de l’hématome vers le tronc commun ou l’IVA
Pas de dissecUon spontanée de la Cx ou de la CD 



• Recherche d’une artériopathie prédisposant :
- Pas de fibrodysplasie musculaire (angioscanner) 

- Syndrome arthrose et aortopathie ? Mutation du gène SMAD3 à consultation génétique
- Combinaison d’une artériopathie et d’un stress physique

• Traitement : aspirine, ticagrelor, bêta-bloquant (nébivolol 2,5 mg) , IEC, statine, patch nicotine, 
spray de trinitrine

• Rééducation cardiaque

• Soutien psychologique
• Eviter le port de charges lourdes avec Valsalva prolongé (changement de travail ?)

• Retour à domicile à J10 (13 mars)

Séjour à l’hôpital



14 mars 2020

• Douleur thoracique intense à 3h
• ECG à 4 h : ST+ antérieur étendu avec miroir inférieur
• Salle de cathétérisme à 5 h 

• Abord radial 6 French



Tiger 4 – 5 French

- Rétrécissement de calibre du 
tronc commun
- Sténose serrée de l’IVA 
proximale et moyenne, TIMI 2
- Sténose très serrée de la Cx 
proximale, subocclusion de la 
Cx distale, TIMI 1
- Marginale G TIMI 2
- Malgré la nitroglycérine IC

- Stents diagonale perméables

Dissection spontanée du tronc commun, IVA proximale, IVA moyenne et circonflexe



cohort of 168 patients, successful or partially suc-
cessful PCI was achieved in only 64% (57% had
extension of dissections during PCI, 12% required
urgent CABG, and 6% had stent thrombosis), with
long-term durable results in only 30% (9). In the
Mayo Clinic series of 189 patients, PCI failure

occurred in 53%, and emergency CABG was required
in 13% (10). In the Italian series of 134 patients,
successful PCI was achieved in 72.5% (9% required
urgent CABG, and 5% had stent thrombosis), and pa-
tients treated conservatively had lower in-hospital
major cardiac adverse events (MACEs) compared

CENTRAL ILLUSTRATION Management Algorithm for Spontaneous Coronary Artery Dissection

YN

Y

Y N

N

Ostial LAD or
≥2 proximal 

SCAD?

Spontaneous coronary artery dissection (SCAD)

Stable, no 
high-risk feature 

High-risk 
feature present

Is percutaneous 
coronary

intervention
(PCI) feasible?

Isolated
left main

Involving
left anterior 

descending (LAD)
+/or circum"ex

Conservative 
therapy

Conservative 
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or chest pain
Left main 
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Monitor in-hospital for 3−5 days

Adjunctive medical therapy
Aspirin and  beta blocker (+/- Clopidogrel, ACE Inhibitors/angiotensin receptor blockers, statin)

Consider:
Intra-aortic balloon pump
Extra corporeal membrane

oxygenation
Left ventricular assist device

Implantable cardioverter 
de#brillator

Saw, J. et al. J Am Coll Cardiol. 2016;68(3):297–312.

Conservative therapy is typically pursued in stable patients and they are monitored in-hospital for 3 to 5 days. Revascularization should be
considered for those with high-risk features, including PCI, if feasible. Consider intra-aortic balloon pumps, extracorporeal membranous
oxygenation, left ventricular assist devices, or implantable cardioverter-defibrillators in hemodynamically unstable patients. ACE¼ angiotensin-
converting enzyme; LAD¼ left anterior descending; PCI¼ percutaneous coronary intervention; SCAD¼ spontaneous coronary artery dissection.

Saw et al. J A C C V O L . 6 8 , N O . 3 , 2 0 1 6
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Mais : pas de chirurgie cardiaque dans notre centre

IDM antérieur, 37 ans

3 stents sur la 1e diagonale 10 jours auparavant

Patient sous ticagrelor

Artériopathie sous-jacente ?
Dissection de l’IVA distale ?

Perméabilité des pontages faible si SCAD

Angioplastie réalisable



Hématome de paroi 
tronc commun,

IVA et Cx 
Douleur thoracique
ElévaMon du segment ST
Stabilité hémodynamique
Flux TIMI 2 dans l’IVA
Flux TIMI 1 dans la Cx
Décision d’angioplasMe de la 
Cx, puis ensuite, peut-être de 
l’IVA
EBU 3,5 – 6 French



DES 2,5 x 40 mm sur la Cx distale DES 3,0 x 40 mm sur la Cx proximale

DES 3,0 x 9 mm sur la Cx ostiale Flux TIMI 3 dans la Cx



Mais douleur thoracique persistante avec ST+ dans les dérivations 
antérieures
Décision d’angioplastie de l’IVA

• Protrusion du stent de la Cx dans 
le tronc commun ?
• Ballon semi-compliant Sapphire

2,5 x 15 mm inflaté à 12 atm
dans le TC

Douleur thoracique atroce

SensaLon de mort imminente



Sténose très serrée de l’IVA proximale
Flux TIMI 1-2 dans la diagonale
Flux TIMI 0 dans l’IVA

Et pas de guide dans l’IVA !!!!!!



Anesthésie générale, décision d’angioplastie de sauvetage

• Stenting du TC vers la diagonale, à cheval sur 
l’IVA moyenne

• DES 3,0 x 35 mm en chevauchement avec les 
stents précédemment implantés sur la diagonale

• Post-dilataFon (POT) du stent du TC
• Ballon non compliant 4,0 x 8 mm à 14 atm



Flux TIMI 3 dans la diagonale
Moignon IVA



Micro-cathéter angulé Supercross 120°
et guide Pilot 50 mis en place dans l’IVA
Flux TIMI 1 dans l’IVA

Ordering Information

SuperCross™ Microcatheters
The SuperCross™ Microcatheter is intended to be used in conjunction with steerable guidewires to access discrete regions of the coronary and/or peripheral 
vasculature. It may be used to facilitate placement and exchange of guidewires and other interventional devices and to subselectively infuse/deliver diagnostic 
and therapeutic agents.

model
guidewire 

compatibility
distal 

tip
working 
length

shaft 
construction distal o.d. proximal o.d. distal i.d. proximal i.d.

hydrophilic 
coating

5302 0.014" 45° 130 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5303 0.014" 45° 150 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5304 0.014" 90° 130 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5305 0.014" 90° 150 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5306 0.014" 120° 130 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5307 0.014" 120° 150 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5308 0.014" 90° XT 130 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

5309 0.014" 90° XT 150 cm Coiled
2.4 Fr. 

0.79 mm / 0.031"
3.2 Fr.

1.07 mm / 0.042"
0.017" 

(0.43 mm)
0.018" 

(0.46 mm)
Distal 80 cm

Packaged in quantities of 1 unit per box.

SuperCross™ Microcatheters—Straight|FT
The SuperCross™ Microcatheter is intended to be used in conjunction with steerable guidewires to access discrete regions of the coronary and/or peripheral 
vasculature. It may be used to facilitate placement and exchange of guidewires and other interventional devices and to subselectively infuse/deliver diagnostic 
and therapeutic agents.

model
guidewire 

compatibility
distal 
tip

working 
length

shaft 
construction distal o.d. proximal o.d. distal i.d. proximal i.d.

hydrophilic 
coating

5300 0.014" Straight 130 cm Braided
1.8 Fr. 

0.61 mm / 0.024"
2.5 Fr. 

0.84 mm / 0.033"
0.017" 

(0.43 mm)
0.021" 

(0.53 mm)
Distal 40 cm

5301 0.014" Straight 150 cm Braided
1.8 Fr. 

0.61 mm / 0.024"
2.5 Fr. 

0.84 mm / 0.033"
0.017" 

(0.43 mm)
0.021"  

(0.53 mm)
Distal 40 cm

5340 0.014" FT 130 cm Braided
1.8 Fr. 

0.61 mm / 0.024"
2.5 Fr. 

0.84 mm / 0.033"
0.017" 

(0.43 mm)
0.021"  

(0.53 mm)
Distal 40 cm

5341 0.014" FT 150 cm Braided
1.8 Fr. 

0.61 mm / 0.024"
2.5 Fr. 

0.84 mm / 0.033"
0.017" 

(0.43 mm)
0.021" 

(0.53 mm)
Distal 40 cm

Packaged in quantities of 1 unit per box.
FT= Flexible Tip

ANGLED TIP

Working length: 130 cm (Model 5300), 150 cm (Model 5301)

Positioning marks: single at 95 cm and double at 105 cm40 cm hydrophilic coating

Marker band

28cm rapid exchange section

26cm hydrophilic coating

Working length: 150cm

Marker band

Working length: 130 cm, 150 cm

80 cm hydrophilic coating Positioning marks: single at 95 cm and double at 105 cm

Working length: 130 cm (Model 5302), 150 cm (Model 5303)

Positioning marks: single at 95 cm and double at 105 cm 80 cm hydrophilic coating

Marker band

28cm rapid exchange section

26cm hydrophilic coating

Working length: 150cm

Marker band

STRAIGHT|FT

Working length: 130 cm, 150 cm

40 cm hydrophilic coating

Marker band

Positioning marks: single at 95 cm and double at 105 cm



Ballon semi-compliant 2,0 x 15 mm Flux TIMI 2 dans l’IVA
Stagnation du produit de contraste

Dissection (« cutting balloon du pauvre ? »)



Tomographie par cohérence optique
Le guide est-il dans le vrai chenal ?

Micro-cathéter Dragonfly



ReconstrucNon de l’IVA

DES 2,5 x 40 mm sur l’IVA distale, DES 3,0 x 40 mm sur l’IVA moyenne et DES 3,0 x 30 mm sur l’IVA proximale 



Flux TIMI 3 dans l’IVA
Normalisation du segment ST
Stabilité hémodynamique



ExtubaNon 3 heures plus tard 

• Absence de douleur thoracique, stabilité hémodynamique

• ETT : FEVG 55%, hypocinésie septo-apicale modérée

• Pic de troponine 39 683 ng/l à J1

• ECG :

• Remplacement du ticagrelor par clopidogrel



Séjour à l’hôpital

• Retour à domicile à J10 (23 mars 2020)
• Aspirine, clopidogrel, bêta-bloquant (aténolol 100 mg) , IEC, statine, 

patch de nicotine, trinitrine en spray

• Soutien psychosocial +++



Suivi

Adressé 2 semaines plus tard par son cardiologue pour coronarographie      
(douleurs thoraciques atypiques)



Suivi

IRM cardiaque en août 2020 : FEVG 67%

Échographies cardiaques de stress en septembre 2020 et 

février 2021 normales

10 stents (317 mm) et 1 an plus tard : le patient va bien !



Merci pour votre attention


