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Calcified Ventricular Aneurysm
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eft ventricular aneurysm (LVA) is defined as a distinct
area of abnormal left ventricular diastolic contour with systolic
dyskinesia or paradoxical bulging. A False aneurysm is defined
as a rapture of the left ventricular wall enclosed by a surrounding
pericardium, with an incidence rate of 10-35% of developing a
myocardial infarction, depending on methods used for diagnosis
and definition.!?

A 70 year old male patient was presented at Sultan Qaboos
University Hospital in Salalah with a history of increasing
shortness of breath and a cough producing a white coloured
sputum over the last 2 weeks prior to admission. The patient also
had a history of orthopnea and paroxysmal nocturnal dyspnea for
the 2 days prior to admission. For two years prior to admission,
the patient had experienced shortness of breath on performing
ordinary activities, and swelling of both legs over the last 2
months. However, the patient had no chest pain, no palpitation,
no dizziness, no chest pain on effort and no history of dysuria.
The patient was known to suffer from Coronary Artery Disease
and experienced a myocardial infarction (MI) 10 years back where
a coronary artery bypass surgery (CABG) was performed. The
patient also had a history of diabetes and hypertension but was on
irregular treatment and irregular follow up.

On admission, the patient was dyspnoic, and his complexion
had turned earthy in colour. The patient was also presented with
bilateral leg oedema, raised JVP, his BP was 140/80, PR was 90
B/min, temp was normal at 37°C, normal heart S1, S2 and systolic
murmur. Chest bilateral basal crepitation and abdomen palpable
liver were also observed.

Investigations showed Serum creatinine was 369.8mmol/L,
urea 32.47mmol/L, K 3.27mmol/L, Na 128 mmol/L, Glucose
6.38mmol/L Ca 2.23mmol/L, Ph 1.1mmol/L Hb 13.4g/dl, wbc
774, AST 60.8U/L, ALT 59.4U/L, bill 34.3 PT 22.8 seconds,
INR 1.63. Urine exam revealed no glucose or protein in the sample,
a white blood cell count of <4cell in a 24 hr collection of urine,
198mg/24 hours of protein and 0.117 ng/ml of Troponin

Chest x-ray revealed a PA and left lateral cardiomegaly, calcified
lesion on the left lower part of the chest and differential diagnosis
for the calcified lesion was suggestive of either calcified ventricular

aneurysm or a calcified thrombus, (Figure 1, 2).

Figure 1: Chest X-ray

Figure 2: Calcified Lesion Found

Electrocadiography showed Sinus rhythm, conductive delay,
Q wave II, III, AVF, V5-V6 leads, T-inversion I, and AVL.
(Figure 3). Transthoracic echocardiography showed that all the
cardiac chambers were dilated, calcified akinetic bulging of the
apicoseptal area of the left ventricle, calcified mitral valve leaflets,

calcified aortic cusps, moderate mitral regurgitation, mild aortic
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Figure 3: Electrocardiography

regurgitation, mild tricuspid regurgitation and left ventricular
systolic dysfunction (EFNBI%). However, there was no thrombus,

no pericardial effusion, and no vegetation, (Figure 4).

Figure 4: Transthoracic Echocardiography

CT-scan of the chest revealed calcified ventricular aneurysm,
calcified aorta, and calcified left anterior of the descending artery
(Figure 5).

The patient was admitted to the hospital and treated as a case
of LV dysfunction and renal impairment.

Left ventricular aneurysm is a known complication of
myocardial infarction with an incidence rate of 10-35 %, thus
cases of calcified ventricular aneurysm are rare. 95% of ventricular
aneurysm cases are caused by myocardial infarction, other causes

include trauma, Chagas disease, sarcoidosis and very rarely,
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Figure 5: CT-can of the Chest

congenital LVA. Psudoanurysm may be caused by M1, after Mitral
Valve Replacement or as a complication of septic pericarditis.>”

Angina is presented in 60% of patients with 3 vessels disease.
Dyspnea is usually presented due to systolic and diastolic
dysfunction, while arterial and ventricular arrhythmias may
present syncope, palpitation and sudden death. Thromboembolism
is unusual; however, it may present a stroke, PVD or ML

ECG usually shows Q wave, persistent ST elevation indicative
of the diagnosis, whereas Chest X-Ray cardiomegaly shows signs
of heart failure, yet very rarely is it a sign of calcified aneurysm.
However, chest X-Ray is not usually the diagnostic tool for LVA.
ECHO is the golden standard test used for the diagnosis of LVA
because it shows aneurysm size, valvular lesions and thrombus
within aneurysm as well as systolic and diastolic functions. An
MRIand MRA may also be used to diagnose ventricular aneurysm,
while Ventriculography is rarely used; hence routine investigation
with coronary angiography is a common procedure.

In the natural history of LVA, 90% of medically treated
asymptomatic patients survive in ten years, while 46% of medically
treated LVA patients were symptomatic patients.

The most common causes of death in LVA are arrhythmia
which accounts for 44% of deaths, heart failure causes 33% of
deaths, recurrent MI resulting in 11% and non-cardiac causes,
accounting for 22% of deaths.

The factors which determine the survival of patients with LVA
are; age, class of HF, extent of CAD, duration of angina, prior
infarction, MR, ventricular arrhythmias, aneurysm size, function
of residual myocardium, left ventricular and diastolic pressure
(LVEDP), and eatly development of LVA.

The risk of thromboembolism is low (0.35% per year) since
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long term anticoagulation is usually not indicated unless there
is a history of thromboembolsim or AF. If a mural thrombus
appears in echocardiography, the risk is increased to 19% per year
and anticoagulation is indicated. Very rarely does rupture occur.®
Asymptomatic patients are medically managed.

Surgery is implicated in the presence of any of the following;
recurrent angina, large aneurysm, congestive heart failure, rupture,
psudoaneurysm, congenital aneurysm, recurrent embolism, CABG
with significant aneurysm.>'%!!

Opverall, LVA is aknown complication of myocardial infarction.
Calcified cases of LVA are rare. Calcified lesion within the heart
shadow in chest x-ray in a patient with a history of coronary artery
disease may be due to calcified ventricular aneurysm or calcified
thrombus and by evaluating echocardiography and CT scans, it is

possible to differentiate between the two conditions.
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