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Abstract
Spontaneous coronary artery dissection (SCAD) remains a rare cause of acute coronary
syndrome. SCAD has been observed in three groups of patients: those with coronary atheroscle-
rosis, women in the peripartum period, and an idiopathic group. SCAD may also be associated
with some other conditions. Herein, we present a 57 year-old man who developed SCAD
concomitant with Trousseau’s syndrome secondary to colon adenocarcinoma. (Cardiol J 2010;
17, 6: 625–627)
Key words: spontaneous coronary artery dissection, Trousseau’s syndrome 

Introduction

Spontaneous coronary artery dissection
(SCAD) is a rare cause of acute coronary syndrome
and sudden cardiac death [1]. SCAD has been de-
scribed in young women during the peripartum pe-
riod and in women using oral contraceptive pills [1].
Most cases of SCAD appear to be idiopathic, al-
though dissections have been linked to Marfan’s
syndrome, atherosclerotic cardiovascular disease,
blunt chest trauma, intense physical exercise, use
of contraceptives, Kawasaki disease, systemic lu-
pus erythematosus, and cocaine use [1]. Manage-
ment of these patients has been controversial. Here,
we present a 57 year-old man who developed SCAD
concomitant with Trousseau’s syndrome secondary
to colon adenocarcinoma.

Case report

A 57 year-old man presented to our emergen-
cy department with chest pain, numbness, and cold-
ness of the right arm of one week duration. He had
no history of coronary artery disease, diabetes

mellitus or hyperlipidemia. However, he had hyper-
tension for five years and a 20 pack-year history of
smoking. Medical history revealed two episodes of
lower extremity deep vein thrombosis treated medi-
cally in the last ten months, in spite of regular
warfarin therapy. He had also a history of weight
loss of ten kilos in the last four months. Interna-
tional normalized ratio was 2.1 at presentation.
Electrocardiogram showed pathologic q waves and
deep s waves on precordial leads. Transthoracic
echocardiography revealed hypokinesia of left ven-
tricular anterior, septal, and apical walls with an
ejection fraction of 45%. Concurrent biochemical
markers were consistent with myocardial necrosis
(TnI: 2.4 ng/dL, reference: 0–0.1 ng/mL) and complete
blood count revealed mild anemia (Hb: 9.8 g/dL).
Coronary angiography showed flap-like filling de-
fect in the middle-third of the left anterior descend-
ing artery (Fig. 1) and in the right coronary artery
after the acute marginal branch (Fig. 2). Cardiac
positron emission tomography was performed after
stabilization of the patient and revealed no viable
myocardium. Beta-blocker, warfarin sodium, acetyl
salicilic acid, statin and angiotensin converting
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enzyme inhibitor therapies were chosen as
a treatment option without percutaneous or surgi-
cal therapy because of non-viable myocardium and
patient comorbidity. Due to the recurrent lower
deep vein thrombosis, weight loss and low hemo-
globin values, gastroenterology consultation was
performed. Colonoscopy revealed colon adenocar-
cinoma. He was discharged with anti-anginal and

anti-ischemic medication and referred to the onco-
logy department. After three months, he died from
pneumonia caused by febrile neutropenia second-
ary to chemotherapeutics.

Discussion

SCAD is a rare cause of myocardial infarction [1].
The incidence of SCAD has been estimated to range
from 0.1% to 1.1% [1]. SCAD usually occurs as a con-
sequence of hemorrhage within the outer third of the
media or between media and the external elastic lami-
na of a coronary artery [2]. Expansion of the false
lumen by further bleeding and separation of the dis-
sected layers lead to compression of the true lumen,
with subsequent myocardial ischemia or infarction [2].
Disruption and bleeding from vasa vasorum have been
suggested as a possible mechanism. An underlying
inflammatory process has been discussed by several
authors [3]. In patients with atherosclerosis, plaque
rupture that disrupts the intima–media junction
with an intramural hematoma formation is believed
to be causative. Additionally in women who deve-
lop dissection during pregnancy or puerperium, hor-
monal changes are thought to impair collagen syn-
thesis, loosen the ground substance, and cause
changes in the media of the coronary walls [1–3].

Clinically, SCAD may present with the entire
spectrum of coronary syndromes, varying from
unstable angina to myocardial infarction. The pat-
tern and severity of presentation is primarily relat-
ed to the vessel involved, the extent of dissection,
its rate of development, and the presence of coro-
nary artery disease [1].

SCAD has been described in young healthy
women [4], among whom 25–30% were pregnant
or in the peripartum period [4]. SCAD probably ac-
counts for up to 30% of myocardial infarctions dur-
ing pregnancy or during the early postpartum pe-
riod [4]. It has also been described in the setting of
atherosclerotic coronary artery disease [5], isola-
ted fibromuscular dysplasia of the coronary arteries
[6], hypertrophic cardiomyopathy [7], retching [8],
oral contraceptive use [9], cocaine abuse [10], cy-
closporine use [11], Marfan or Ehlers-Danlos syn-
drome [12], and sarcoidosis [13].

Finally, SCAD has also been described after
physical exercise such as light or heavy aerobics,
running, lifting heavy objects, snow shoveling, and
swimming [14]. In rare cases, the occurrence of
SCAD is a cause of acute myocardial infarction after
heavy lifting in male patients who have coronary risk
factors [14]. However, SCAD associated with Trous-
seau’s syndrome has not been reported before.

Figure 1. Coronary angiography showing flap-like filling
defect in the middle third of the left anterior descending
artery (arrow).

Figure 2. Dissection  at  right coronary artery after the
acute marginal branch (arrow).
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The association between venous thrombosis
and malignancy was first described by Trousseau
in 1865 [15]. Trousseau’s syndrome is a rare va-
riant of venous thrombosis, characterized by a recur-
rent and migratory pattern [16]. It is usually asso-
ciated with a tumour, generally of the gastrointes-
tinal tract. Given the exuberance and recurrence of
the symptoms in our patient, despite therapy with
oral anticoagulants, and after excluding other caus-
es of secondary venous thrombosis, the hypothe-
sis of Trousseau’s syndrome as a paraneoplasic
event was raised [16].

SCAD predominantly occurs as single vessel
disease. Left anterior descending artery is most of-
ten involved (in 75% of cases), followed by right co-
ronary artery (RCA), the left main and circumflex
artery [1–13]. Only a few cases of multiple vessel
dissection have been reported [17]. Most patients
with left coronary artery dissection sustain myocar-
dial infarction (vs only 50% of patients with RCA dis-
section) [17].

Several treatment modalities (coronary artery
bypass grafting, percutaneous transluminal coro-
nary angioplasty and/or stenting) have been report-
ed, with variable success [17]. Medical therapy
alone in patients who completed their infarctions
after dissections, and without residual ischemic
symptoms, produced good long-term outcomes
[17]. To the best of our knowledge, this is the first
case reported with SCAD and Trousseau’s syn-
drome. Although our patient presented with recent
myocardial infarction, he was discharged with anti-
anginal and anti-ischemic medication without per-
cutaneous or surgical therapy, and referred to the
oncology department. Stent implantation or coro-
nary artery by-pass grafting was not considered
because of short life expectancy and the stable car-
diac condition of the patient.
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