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Ca§.clinique n°1

* Mme C. 47£n5
. Tabag@me actif> 20 PA, hérédité coronaire
. Sdgae Raynaud AMI type Berger, maladleé»é

Béhcet ﬁa
c! Tableau angineux ﬁﬁ&ﬁ
@hﬁ — Angor typique Prinzmetal ﬁ&f
&



Angor spastique : physiopathologie
mdaltifactorielle
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Mes / Inflammation chronique
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DIAGNOSTIC:
diffieile, sous estimé
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* SPASME SPOQWANE

— Angor d%e,-\?epus TNT+,
lca+, EE

— C@@(fgf\e circardien

— Modifications ECG: ST +/-,
S sride U, TV, FV, BSA, FA
£ paroxystique

* SPASME PROVOQUE

— Test provocateur: dérives
ergot de seigle/ Ach
* [VoulCTCG et ACD: gt;OE
mg a 0,2 mg f
* Wash out Ica ei‘@atres
— diagnostic pugei‘flf
. Cl|n|que¢%ngnr
. Electﬁhue ST+/ST-

. Emgraﬂhmue occlusion
.@@f&- 90% de la lumiére
& artérielle répondant a
“" Vinjection de TNT




Test au Methergin

Table 4. Indications for Fruvonutlvgﬁfaism Testing
Class | (Strong Indications) @‘%E'
= Hislory suspicious of VSA ut documented spontaneous episode, especially if:
- Nitrate-responsive rﬁnqina. andfor
- Marked diumal \raE an in symptom onsal/exercise tolerance, and/or
. Rest angina ugg'ﬁul obstructive coronary artery disease
= Acute ::umna{gﬁyrbdrumﬂ presentation in the absence of a culpnt lesion
. Unexplamsﬁ'msusci!atad cardiac arrest
= Unexplained syncope with antecedent chest pain

= nt rest angina following angiographically successtul PCI .

Claggia (Good Indications) &
bﬁ'nvashra testing for non-invasive diagnosed palients unresponsive to drug therapy I
~~m@lmﬁ.s llb (Controversial Indications) {f'
* Documented spontaneous episode of vanant angina &J
» Invasive tasting for non-invasive diagnosed patients responsive to drug therapy @g‘i‘
Class Il (Contra-indications) @"3‘"
« Emergent acute coronary syndrome &
» Savere fixed multivessel CAD including left main coronary artery stenosis ,qu

o

= Severa myocardial dysfunction (Class b if symptoms suggestive of vasospasm)

= Patients without any symptoms suggestive of VSA aﬁaﬂ

*Adapted with permission from Beltrame JF, et al."® CAD, coronary artery dis-s%_ﬁtf PCI, percutaneous coronary inter-
vention; VSA, vasospastic angina, &
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Coronarographie
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Sevrage tabacet OH; a / déclenchants: BB,
cocaine gﬂ'@ derivés ergot de seigle,
& f OH, supplémentation
__—-l""'""‘;

— &
——— N Ty d:'@
- ICa: mono ou bithérapie — _°

/ forte dose (I) fﬁ
I: nicorandil g&& l]

Fasudil: inhibiteurs de [%ﬁ,

rho kinase( Ja El:%,:: _”
®
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Pronostic
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Table 3. Coronary Spasm Assﬁ”?ﬁtiun Risk Score

Clinical detﬂrﬁnant Hazard ratio (95% CI) Assigned score
Out-of-hospital cardiac aE#ﬁ%t 3.79 (1.61-8.94) 4
Significant organic stgabsiﬁ 2.24 (1.33-3.78) 2
Rest angina alone b 1.71 (1.08-2.72) 2 4@
Smoking 1.71(1.04-2.79) o ﬁh
Multivessel gasm 1.69 (1.03-2.78) %a“""
ST altauegjﬁ”% during angina attack 1.54 (0.95-2.50) ,5:@1
Use of B-blockers 2.00 (0.88—4.54) m:s@q 1

l‘%@ Japanese Coronary Spasm Association (JCSA) Risk Score® (score 0-9) predicts th&@i@k of MACE (cardiac

Jdeath, non-fatal myocardial infarction and appropriate implantable cardioverter-defibrillatos®$hocks) in patients with

P VSA, scored as: Low risk (0-2) 0.5% MACE/S years; Intermediate risk (3-5) 0.8% MAGE/S years; High risk (6-9)
3.1% MACE/S years. Cl, confidence interval, MACE, major adverse cardiac events; %&A vasospastic angina.

iﬁ':?
A
Pronosticde CAD athéromateuse: MACE= 3%an

Boden WE, Weintroub WE. Gpn'mufmedit'%f] gempy with or without PCl for stablecoronary disease N Eng f Med 2007
A
DR Pryscille KA "Tl_"_—|=.1|{#.!-': GHPS], Paris
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Traitgament meédical
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. Intolergrﬁce Amlodipine, Verapamil,
Moﬁs’i"domme Nicorandil

. Eﬁhec du sevrage tabagique
& Echec du traitement médical,
* persistance SF &



4 Coronarographie
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Récidive angineuse a 6mois




Conclusion
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Atteinte de la circulation capillaire: Rappel physiologique de Ia
régulatien du debit coronaire
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SNA & "l énosine: :
Modification du méta / /
du RS

rpolarisation éflulair

ﬂﬁﬁ Relaxation des
{f‘d? CML=Vdilatation=Réserve de
.:;E‘D débit coronaire(3,5<N<4,5)
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Facteurs hormonaux et
SMA:
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Facteurs de survenue d’une ischémie
en I’absen@g‘é&de sténose coronaire
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Cas,ﬁ.clinique n°2

* Femme, 55‘an5
. Diabétg@mutlcompliqué

«‘.‘r

* Lu %ms+ SAPL avec atteinte multiviscérale
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QMI Occlusion chronique monotronculﬁwe de
&

":}Ia CD @6@

"« Dépistage d’une ischémie 5|IenC|§ﬁse dans le
cadre d’un diabete + bilan preﬁperatmre
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[ AR
+53.1

+ Vit 25.8 cmis e N + Vit 41.1 cmis
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Altération de la perfusion
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gonclusion
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* l'angor a c%ﬁmalres saines est une pathologie
complexgé, résultant de plusieurs facteurs
mtnquES et indépendants

* De ﬁ?ultlples entités ont éte décrites et peuv@mﬁt

c.ﬂ ‘exister chez un patient ,ﬁ
o~ La place des traitements mterventlonnné'is reste
@
s limitée ﬁ’

 Des pistes thérapeutiques medlca;ﬁenteuses
doivent étre recherchées afin dﬁ"mellorer le
pronostic. &



