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Abstract: Isolated Left Ventricular Non-Compaction (LVNC) is a rare congenital anomaly which is characterized
by numerous prominent ventricular trabeculations and deep intertrabecular recesses. The incidence of
associated cardiovascular complications and congenital heart disease is high. It is associated with congestive
heart failure, ventricular arrhythmia and embolic events. It is believed to represent an arrest in endomyocardial
morphogenesis. We report a 23-year-old female with Patent Ductus Arteriosus (PDA) and incidental finding
of PDA and LV non-compaction. As far as we know this is the second report of LV non-compaction associated
with PDA.
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INTRODUCTION follows: BP = 100/60 mmHg, PR = 88/min RR = 24/min, T =

Noncompaction of the ventricular myocardium also
known as left ventricular non compaction(LVNC) is a rare
congenital cardiomyopathy and represents an arrest in the
process of myocardial compaction, resulting in
persistence of numerous prominent ventricular
trabeculations and deep intertrabecular recesses . The[1]

disorder has recently been recognized as a distinct form
of cardiomyopathy. It was previously termed spongy
myocardium, although this term has been abandoned
because it underscores the hypothesis that the basic
morphogenetic abnormality may be arrest of normal
compact of the loose interwoven mesh of myocardial
fibers in the embryo . It typically involves the left[2,3]

ventricle; although involvement of the right ventricle has
been reported . Clinical presentations include depressed[4]

systolic and diastolic function, systemic embolism, and
the development of ventricular arrhythmias . The most[5]

common cause of death in these patients is sudden
cardiac collapse. Many patients suffer from ischemic
attacks, pulmonary embolism, heart failure, pulmonary
edema episodes, cardiogenic shock and sustained
ventricular tachycardia .We report a 23-year-old female[6-12]

with incidental finding of patent ductus arteriosus (PDA)
and left ventricular noncompaction. As far as we know
this is the second report of left ventricular non-
compaction associated with PDA. 

CASE REPORT

A 23-year-old female presented with nausea, vomiting
and loss of consciousness. Her vital signs were as

37.9.A continuous murmur was heard in cardiac
examination. Laboratory tests showed rising of blood urea
nitrogen and creatinine and she needed hemodialysis.
FANA and ANCA were negative, Anti dsDNA = 50 and
blood cultures were negative. Transthoracic and
transesophageal echocardiography showed a large (25x30
mm) mobile mass on pulmonic valve with a highly mobile
mass in right pulmonary artery originating from patent
ductus arteriosus (Fig. 1).

There was continuous shunt flow from descending
aorta into the pulmonary artery which suggested the
presence of PDA (Fig. 2).
 Left ventricular ejection fraction was mildly reduced
(LVEF = 45%) and there was multiple prominent
trabeculations with deep intertrabecular recesses in
posterolateral LV wall with a ratio of
noncompacted/compacted  myocardium  about 2.1/1 (Fig.
3).

Renal sonography showed increased kidney size and
renal biopsy revealed class IV lupus nephritis.

The patient developed severe pulmonary
insufficiency on the follow up echocardiographic
examination at two weeks without any change in the size
of pulmonary valve and artery masses. Because of high
grade lupus nephritis surgery is postponed after clinical
and medical stabilization.

DISCUSSION

Noncompaction of the ventricular myocardium is an
embryonic   cardiomyopathy   that   is  increasingly being
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Fig. 1: Transthoracic (a) and transesophageal (b) views showed large vegetations in pulmonary valve and in right
pulmonary artery

Fig. 2: Transesophageal view in 45  upper esophageal was suspected . The diagnosis is made by0

showed large PDA with continuous shunt flow echocardiography, but magnetic resonance imaging (MRI)

Fig. 3: Transgastric transesophageal view showed of Cardiology Task Force on the definition and
multiple prominent trabeculations with deep classification   of    cardiomyopathies.  Circulation,
intertrabecular recesses in posterior apical region 93: 841-842.

recognized . LVNC has been categorized as an[13]

unclassified cardiomyopathy by the World Health
Organization in the recently published report on definition
and classification of cardiomyopathies . It is a result of[1]

an arrest in myocardial morphogenesis and is
characterized by excessively prominent trabeculations in
a ventricular wall segments and deep intertrabecular
recesses.

Three types of clinical presentations have been
described in patients with LVNC:1) Systolic and diastolic
dysfunction 2) Ventricular arrhythmias and 3) Systemic
embolization . The cause of left ventricular dysfunction[14]

is not clear. Epicardial coronary arteries were intact in
almost all of reported cases, but intramural hypoperfusion

[15]

is increasingly used and provided better delineation of the
extent of the abnormal trabeculations in patients with
noncompaction of the left myocardium. It was particularly
useful when the myocardial involvement was subtle .[16]

Review of literature showed only one report of LVNC
associated with PDA .Our case had some unique feature[15]

such as PDA and LVNC with large vegetations on
pulmonic valve, pulmonary trunk and ductus arteriosus
and high grade lupus nephritis. 
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