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Spontaneous dissection as a rare cause of infarction  
in young women
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A 37 years old woman was admitted to our 
department with typical chest pain with 
ST-segment elevation above the anterior wall. 
The pain lasted for 1 hour. The patient was 
free of risk factors for coronary artery disease 
(CAD). To clarify whether there is a spasm of 
the vessel, initially, 2 boluses of nitroglycerin 
were administered intracoronally, and finally, 
dissection was confirmed with optical coher-
ence tomography. Intravascular ultrasound 
(IVUS) also excluded atherosclerosis and 
confirmed the dissection of the left anterior 
descending artery (LAD) and intramural he-
matoma almost occluding the vessel lumen 
(Figure 1A–F). The size and length of the stent 
were selected based on the IVUS imaging. 
In addition, IVUS confirmed complete stent 
expansion and no proximal or distal edge 
dissection after the procedure.

Normalization of changes on electrocardi-
ography was observed. Echocardiography was 

without segmental abnormalities of contrac-
tility. The maximum increase in troponin I level 
to 13 pg/ml (n <0.012 pg/ml) was observed. 
Arteriopathies and connective tissue disorders 
were excluded. Dual antiplatelet therapy 
(clopidogrel and acetylsalicylic acid) was rec-
ommended for one year, then aspirin alone.

Spontaneous coronary artery dissection 
(SCAD) is a non-atherosclerotic abnormali-
ty/condition and is defined as a separation 
of the layers of an epicardial coronary-artery 
wall due to intramural hemorrhage, with or 
without an intimal tear. Approximately 90% 
of patients with this condition are women 
[1]. The cause of SCAD is unknown, although 
sex hormones may play a role in the patho-
genesis. Common environmental risk factors 
that predispose to coronary heart disease, 
such as smoking, diabetes, hypertension, and 
hypercholesterolemia are rarely identified in 
patients with SCAD. The incidence of SCAD 

Figure 1. A. An AP cranial angiographic view: SCAD of LAD. B. A RAO views with cranial angulation: LAD closure after intracoronary nitroglyc-
erin injection. C. RAO cranial view: LAD wiring. D. RAO cranial view after LAD pre-dilatation. E. Final RAO cranial view after stent implanta-
tion in the distal segment of LAD. F. OCT cross-sections of the distal segment of LAD with intimal dissection (the red arrow) and intramural 
hematoma (the white star)

Abbreviations: AP, anterior-posterior; LAD, left anterior descending artery; OCT, optical coherence tomography; RAO, right anterior oblique; 
SCAD, spontaneous coronary artery dissection
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as a cause of acute coronary syndrome (ACS) is possibly 
underestimated. Generally, SCAD is presented as the classic 
occurrence of multiple radiolucent lumens and contrast 
staining of the arterial wall. However, most cases differ 
from this angiographic “pathognomonic” appearance and 
include diffuse smooth stenosis pattern (type 2), focal or 
tubular stenosis, that mimics atherosclerosis (type 3), or 
occlusion of the artery (type 4).

 The clinical presentation associated with SCAD spans 
the spectrum from asymptomatic to the range of ACS [2]. 
There is no clear evidence in favor of treatment strategy for 
ACS caused by SCAD. However, because spontaneous heal-
ing occurs in most cases, and percutaneous coronary inter-
vention is less effective with a higher risk of complications, 
the American Heart Association (AHA) statement supports 
a rather conservative approach in a low-risk patient. Patients 
with SCAD have high incidence rates of iatrogenic coronary 
damage compared to expected rates in the general pop-
ulation undergoing cardiac catheterization. This suggests 
a generalized fragility of the coronary arteries in patients 
with SCAD and emphasizes the need for meticulous care 
in techniques such as ensuring the co-axial engagement 
of coronary ostia, not engaging the coronary arteries too 
deeply, and injecting the coronary arteries gently, and 
with as few coronary contrast injections as possible in this 
condition [3]. Nevertheless, conservative therapy may not 
be appropriate in high-risk patients with ongoing ischemia, 
left main artery dissection, or hemodynamic instability [1]. In 
our patient, we chose an invasive strategy due to recurrent 
chest pain and hemodynamic instability [4].

The diagnosis of SCAD as the cause of ACS is often 
difficult and requires additional intracoronary imaging. 

Interventional cardiologists should include SCAD in the 
differential diagnosis of ACS, especially in young patients 
without typical risk factors for atherosclerosis.
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