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ABSTRACT
Spontaneous Coronary Artery Dissection (SCAD) is one of the nonatherosclerotic causes of 
Acute Coronary Syndrome. It’s extremely rare for SCAD to present in an asymptomatic male, 
with incidental finding of Left Ventricular (LV) thrombus on echocardiogram. This report 
presents the case of a 36-year-old male with such an atypical presentation of Spontaneous 
Coronary Artery Dissection with Left Ventricular apical thrombus as a complication. The 
patient received successful medical management, with excellent clinical outcomes. This 
case highlights the importance of an early recognition and treatment strategy for both 
conditions using medical therapy.
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1. Introduction

Spontaneous coronary artery dissection (SCAD) is 
a nonatherosclerotic cause of acute coronary syn-
drome. It is extremely rare for SCAD to present in 
asymptomatic male with incidental finding of left 
ventricle (LV) thrombus on echocardiogram. We pre-
sent a case of spontaneous coronary artery dissection 
complicated with apical thrombus. The patient 
received medical management with excellent clinical 
outcomes.

2. History of presentation

This is a 36-year-old male with a past medical history 
of schizophrenia who was brought by the police into 
the emergency room after an acute episode of psy-
chosis. The patient was very agitated and presented 
auditory hallucinations. He denied chest pain, short-
ness of breath, palpitations, additional symptoms, or 
drug use. His vital signs were within normal limits 
except for a heart rate of 105/minutes. His physical 
exam was remarkable only for mild distress and agi-
tation. The rest of the exam was normal. During his 
stay in the emergency room, the patient underwent 
blood work which was remarkable for elevated crea-
tine kinase levels > 4500 u/l (Normal 38–174 U/L) 
and an EKG which showed an inverted T-wave in 
inferior and anterolateral leads (Image 1). Patient had 
a peak troponin of 0.38 ng/ml (normal< 0.5 ng/ml). 
The echocardiogram showed a left ventricular ejec-
tion fraction of 50 to 55%, akinesis of the apex, and 
well-circumscribed 2.2 × 2.5 cm echogenic mass 

attached to the endocardial border of the apex that 
could represent thrombus versus myxoma (Images 
2, 3). He was started on a therapeutic dose of enox-
aparin and in order to rule out any ischemic etiology 
causing wall motion abnormality, the patient under-
went cardiac catheterization which showed distal left 
anterior descending(LAD) artery dissection with 
thrombus versus intramural hematoma (Image 4). 
The patient was continued on therapeutic enoxaparin 
and bridged to warfarin, aspirin, high-intensity statin, 
and beta-blocker as well as antipsychotic medications. 
The patient continued asymptomatic and mentally 
stable. He was discharged on warfarin, aspirin, beta- 
blocker, and high-intensity statin.

3. Discussion

Spontaneous coronary artery dissection (SCAD) is 
defined as a tear in the coronary arterial wall that is 
not related to trauma or medical instrumentation. The 
dissection causes blood entry in the vascular wall with 
the consequent formation of the false lumen and 
intramural hematoma (IMH) blocking blood flow to 
the heart. In the general population, although the true 
incidence of SCAD is still uncertain, in modern series 
it has been reported to represent 1.1%–4% of all acute 
coronary syndrome (ACS) cases [1] and has been 
identified as the cause of 15%–35% of ACS in 
women under 50 years [2].

The spectrum of clinical presentation can range from 
chest pain symptoms alone to ST-segment–elevation 
myocardial infarction (STEMI), ventricular fibrillation, 
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and sudden death [3,4]. The most common association 
with SCAD are fibromuscular dysplasia (FMD), preg-
nancy, emotional stressors, and physical activities but 

the etiology and pathogenesis of SCAD are still uncer-
tain. The coronary distribution of SCAD has been well 
described. Although any artery can be affected, the left 
anterior descending artery is the most commonly 
affected (32%–46% of cases) [5]. LV thrombus is 
a complication usually seen six to ten days after myo-
cardial infarction (MI), especially after LAD MI asso-
ciated with anterior wall and apical motion 
abnormalities, this can occur even in the absence of 
aneurysm [6].

The first-line management of SCAD consists of con-
servative medical therapy. This is based on evidence 
that angiographic healing occurs in the majority of 
cases and reaching up to 100% if the control angiogra-
phy is performed 26 days after SCAD onset [7,8]. 
Medical management of SCAD includes antiplatelets 
and beta-blockers, The role of anticoagulation for 
SCAD is controversial with the risk of dissection exten-
sion balanced by the potential benefit of resolution of 
overlying thrombus and improvement in the true 
lumen patency [7]. Once SCAD is proven on angiogra-
phy the anticoagulation is usually avoided to prevent 
the extension of IMH, however, in this case with the 
presence of LV thrombus which presents a high risk for 
embolization and stroke, the use of anticoagulation is 
warranted. Joo and colleagues reported a case of SCAD 
with LV thrombus managed medically with antiplatelet 
and anticoagulation, the course was successful with 
coronary artery wall healing and a complete resolution 
with repeat angiography at 4 months consistent with 
current evidence [9].

American College of Cardiology (ACC) recom-
mends conservative management in clinically stable 
patients without high-risk anatomy. Extended inpatient 
monitoring for 3–5 days is also recommended. In 
patients with ongoing ischemia, left main artery dissec-
tion, or hemodynamic instability, urgent intervention 
with a percutaneous coronary intervention (PCI) or 

Image 1. EKG: T wave inversion in anterior-lateral and inferior leads.

Image 2 ECHO:Non contrast apical four chamber view show-
ing echo density in the left ventricular apex which represents 
thrombus vs mass.

Image 3 ECHO: Image obtained after administration of con-
trast agent, showing spherical filling defect noted in apex, 
consistent with apical thrombus.
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coronary artery bypass grafting (CABG) can be consid-
ered [10].

This case highlights the successful clinical course 
of SCAD using medical therapy with antiplatelet and 
anticoagulation correlating with current recommen-
dations. Early treatment of LV thrombus with antic-
oagulation is reasonable to decrease the risk of 
embolization including stroke.

In the setting of SCAD, historically PCI is asso-
ciated with low success and CABG retains high suc-
cess, but CABG is usually performed as a salvaged 
procedure in case of PCI failure. A previous retro-
spective analysis in patients presenting with SCAD 
had a 53% technical failure of PCI [8]; however, most 

patients in these studies presented with non-STEMI. 
A recent analysis between 2003 and 2017 identified 
patients with STEMI due to atherosclerosis versus 
SCAD. This study demonstrates that a traditional 
primary PCI strategy for STEMI-SCAD is effective 
in most patients, with technical success only modestly 
lower than STEMI due to atherosclerosis. Successful 
revascularization and final TIMI flow grade 3 was 
achieved in 91% of PCI treated STEMI-SCAD versus 
98% of STEMI-atherosclerosis [11].

The decision for revascularization is considered by 
angiographic and clinical aspects: in case of persistent 
ST elevation or ischemia, and hemodynamic instability, 
also an invasive approach is recommended particularly 

Image 4 Cath: Coronary angiogram showing arterial wall contrast staining with multiple radiolucent lumen in mid to distal left 
anterior descending artery consistent with type 1 spontaneous coronary artery dissection (SCAD) . Normal right coronary artery.
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when left main or the proximal tracts of the major 
coronary arteries are involved [8].

There is limited data regarding follow up after 
SCAD however Gad and colleagues reported the inci-
dence and cause of 30 day readmission following 
hospitalization of acute myocardial infarction (AMI) 
secondary to SCAD versus non-SCAD. The incidence 
of 30-day readmission following AMI and SCAD is 
real and occurs early post-discharge. Most readmis-
sions are due to cardiac causes, especially recurrence 
of AMI. Among the SCAD readmissions, 50.6% of 
patients were readmitted in the first-week post- 
discharge, with 54.5% of AMI readmissions occurring 
in the first 2 days post-discharge. Unfortunately, 
there is no specific data reported about the incidence 
of LV thrombus after SCAD-MI [12].

In summary, SCAD remains a medical condition 
with limited evidence available to further guide med-
ical decision; however, significant efforts are being 
made to improve awareness and comprehension of 
the prevalence, causes, prognosis, recurrence rate, 
and optimal management of SCAD; in part, due to 
many works published by Mayo Clinic SCAD registry 
with accessible and reliable sources of information 
available to patients and families. In the long term, 
much is needed to be learned.
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