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Magnetic resonance imaging (MRI) of the 
lumbosacral area was requested. The conus 
medullaris of healthy adult normally ends at the 
level of L1. Our patient had a low-lying conus at 
the L4-L5 levels (Figure 2). This suggested the 
presence of a tethered cord. Although the neurolo-
gical examination of the patient was normal, in 
order to avoid neurological complications, 
detethering operation was advised. However, the 
patient and her family declined surgery. 
 
 
 
 
 
 
 
 
 
 
 
Figure 2. Magnetic resonance imaging of spinal cord 
showing a low-lying conus (tethered cord) (arrow) at the 
L4-L5 level 
 
DISCUSSION 

A midline cutaneous posterior anomaly is often 
a clue for an underlying occult spinal dysraphism. 
The cutaneous signs of spinal dysraphism are seen 
in 50% of cases of occult spinal dysraphism and 
one-third of those cases have hypertrichosis. A 
polygenic mechanism together with environmental 
factors-such as folic acid deficiency–are said to be 
relevant in the aetiology of spinal dysraphism. The 
recurrence risk in subsequent pregnancies is 
increased but is less than 25%5.  

In our patient faun tail, capillary malformation 
and occult tethered cord were observed.  

Hypertrichosis is the third most reported 
cutaneous sign of spinal dysraphism and is usually 
seen at birth, as was seen in our patient5. 

Capillary hemangioma, as a manifestation of 
spinal dysraphism has been rarely reported in 
literature2.  Two small studies have shown a small 
prevelance of spinal malformations associated 
with a solitary capillary malformation of the 

lumbosacral region6,7. Hairy patches are most 
frequently associated with tethered cord and 
diastematomyelia4,5.  

Many patients are initially asymptomatic but 
may become symptomatic later in life. The 
cutaneous markers should be evaluated with 
complete history and physical examination, 
especially in older children. History taking should 
include questions regarding additional congenital 
malformations, family history of neural tube 
defects, weakness or pain in the lower 
extremities, abnormal gait, scoliosis, difficulties 
with toilet training or incontinence, recurrent 
urinary tract infections, and recurrent meningitis. 
If the tethering is undetected, sensorimotor 
deficits, bladder and bowel dysfunction may occur. 
So, early untethering for secondary tethered cord 
syndrome is essential. Progressive foot deformities, 
scoliosis or kyphosis are seen in approximately 
one fourth of children with increasing age2,5. When 
neurological deterioration starts, complete recovery 
may not be guaranteed even when technically 
succesful untethering is performed3. 

Any patient with abnormal lumbar 
hypertrichosis should be investigated for occult 
spinal dysraphism. For demonstrating the spinal 
cord anomalies, MRI is the best radiologic study. 
It is not advisable to remove the lesion prior to 
neurosurgery consultation. Because there may be 
a second defect such as a dermal sinus and 
probing could lead to meningitis2,5. Hair reduction 
with laser are recommended for treatment of 
hypertrichosis of faun tail. Özdemir et al reported 
two cases of faun tail naevus treated with an 
intense pulsed light (IPL) source with good 
cosmetic result8. 

In conclusion, cutaneous lesions have an 
important role in the detection and diagnosis of 
occult neural tube dysraphism. Recognition of 
these stigmata and appropriate radiological 
imaging decrease the long-trem morbidity of this 
condition. The dermatologists or pediatricians may 
be the first physicians to see such patients and 
should be aware of the potential underlying spinal 
defects. 
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ÖZET 
Sol ventrikül yalanc anevrizmas: medikal tedavi 
ile dört yllk izlem 
Yetmişüç yaşnda erkek hasta, 4 yl önce ilerleyici nefes 
darlğ nedeni ile başvurmuştu. Transtorasik ekokardiyo-
grafide sol ventrikül posterolateral duvarda yalanc 
anevrizmay düşündüren kavitasyon tespit edildi. 
Kontrast madde verilerek alnan bilgisayarl göğüs 
tomografisinde sol ventrikül posterolateral duvarda 
içerisinde yoğun trombus olan büyük boyutta bir yalanc 
anevrizma görüldü. Koroner anjiyografide hem 
sirkümfleks hem de ön inen arterde ciddi stenozlar vard. 
Bulgular daha önce geçirilmiş miyokardial infarktüs 
sonucu gelişen yalanc anevrizma tans ile uyumlu 
olarak gözlendi. Hasta cerrahi tedaviyi reddetti ve 
medikal tedavi altna alnd. Dört yllk izlemde hasta hala 
hayatta ve klinik olarak hastann semptomlarnda tama 
yakn düzelme gözlenmiştir. 
 
Anahtar Kelimeler: Yalanc anevrizma, sol ventrikül, 
iskemi, medikal tedavi 

ABSTRACT 
A 73-year-old man presented with a progressive 
dyspnea four years ago. Transthoracic echocardiography 
revealed a large posterolateral cavity, suspecting an old 
pseudoaneurysm. Contrast-enhanced computed tomog-
raphy of the chest demonstrated a large posterolateral 
pseudoaneurysm with intracavitary extensive thrombus. 
Coronary angiography showed severe stenoses in both 
left circumflex and left anterior descending arteries. 
These findings were consistent with left ventricular 
pseudoaneurysm resulting from an old infarction. The 
surgery was recommended, but the patient refused. 
Conservative management was initiated with close 
follow-up appointments. After four years the patient is 
still alive and had near complete resolution of his 
symptoms. 
 
Key Words: Pseudoaneurysm, left ventricle, ischemia, 
medical treatment 

 

 
INTRODUCTION 
Left ventricular (LV) pseudoaneurysm is a rare 
condition and complicates up to 4% of all acute 
myocardial infarctions1 and develops when cardiac 
rupture is contained by pericardial adhesions2,3.  

Left ventricular pseudoaneurysm is most 
commonly associated with transmural myocardial 
infarction (MI); however it can also be seen in 
some conditions such as chest trauma, cardiac 
surgery, infective endocarditis and inflammation4.  

In some cases the diagnosis is made many 
years after the myocardial infarction5. When 
diagnosis is made, irrespective of chronicity, 
surgery is always recommended because of strong 
tendency for fatal rupture5-7.  
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However conservative medical treatment provided 
that the probability of being free of cardiac 
rupture is very low during follow-up5-6. We present 
here a patient who is under medical treatment of 
four years still survive alive without surgery 
 
CASE 

A 73 year old man presented with progressive 
dyspnea four years earlier. At that time he 
reported that he could walk up only a flight of 
stairs before becoming short of breath and had 
been maintained on therapy of chronic obstructive 
pulmonary disease because of episodic wheezing 
and an infrequent nonproductive cough. However, 
one week before admission he had noted severe 
dyspnea at rest and was admitted for further 
evaluation  

Initial examination of the patient revealed 
diffuse expiratory wheezing with no crackles, a 
grade 3/6 systolic murmur at the apex with a 
prominent S3 gallop rhythm and pitting edema of 
both legs to the level of knees. He had also 
clubbing, cyanosis and elevated jugular venous 
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pressure. Other findings on the rest examination 
were unremarkable 

Electrocardiogram revealed normal sinus 
rhythm, right axis deviation, low voltage QRS 
complex, non-specific ST-T abnormalities and 
occasional premature complex. Two-dimensional 
transthoracic echocardiography demonstrated 
severe left ventricular systolic dysfunction 
(ejection fraction 30%) and large posterolateral 
wall cavity (45x35 mm) of the left ventricle. With 
a high suspicion of pseudoaneurysm, contrast 
enhanced computed tomography (CT) of the chest 
was performed for more detailed analysis with 
intravenous contrast material and showed an  
enhancing cavity (4.48x4.16 cm) surrounded by 
low dense area which was in accordance with 
thrombus and had been communicated through 
widely neck (2.13 cm) with left ventricle (Fig 1 A-
B). Three dimensional CT images also confirmed 
the presence of pseudoaneurysm with outer 
surface calcification and established the diagnosis 
of a large chronic posterolateral left ventricular 
pseudoaneurysm with extensive intramural 
organized thrombus (Fig 1 C) scheduled follow-up 
appointments. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 1 A. Contrast-enhanced axial CT image shows a 
pseudoaneurysm (white long arrow) surrounded by 
extensive intramural organized thrombus An: pseudo-
aneurysm;  Th: thrombus; Ao: aorta; LA: Left atrium; 
LV: Left ventricle 1 B. the size of pseudoaneurysm is 
4.48x4.16 cm and its neck is 2.13 cm in diameter 1 C. 
Three dimensional CT images show clearly the 
pseudaneurysm with outer surface calcification 
 

Results from the patient’s pulmonary function 
tests and thorax CT showed severe airflow 
obstruction and important emphysematous 
changes respectively, suggesting severe chronic 
obstructive pulmonary disease findings (COPD) 
An etiologic work-up was performed to identify 
conditions associated with a left ventricular 
pseudoaneurysm, thus an appropriate next step 
was considered to be the coronary angiography. 
The patient underwent coronary angiography 
which revealed two significant lesions in the 

circumflex artery at mid and distal locations and a 
severe stenosis in mid left anterior descending 
artery (Fig 2). Given these findings, the patient 
was diagnosed as having a large posterolateral 
ventricular pseudoaneurysm, likely the result of 
an old MI.  

After diagnosis of left ventricular pseudo-
neurysm and concomitant coronary artery 
disease, surgery was recommended but the 
patient refused because of his old age. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 2. Coronary angiography revealing severe 
stenoses in LCX  and LAD arteries (arrows). (LCX :Left 
circumflex artery, LAD: Left anterior descending artery) 
 

Appropriate medical treatment was initiated 
and given aspirin, low-dose beta blocker, 
diuretics, vasodilators and long acting oral nitrates 
and close follow-up was made during the four 
years. Although he was unable to return his 
baseline state of health, the patient reported 
improved functional capacity and resumed 
normally most of his daily activities. Serial 
echocardiograms have been taken in each 
appointment for four years and no clear 
deterioration in his left ventricular functions was 
identified during these visits (Figure 3). He is 
currently maintaining on medical therapy.  
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 3. The patient’s echocardiogram taken in his last 
visit. Modified apical chamber view shows a cavity 
(arrow) at mid -basal lateral left ventricular wall. Left 
ventricular functions were as same in previous visits. 
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DISCUSSION 
Left ventricular pseudoaneurysm formation 

may be a very uncommon finding in chronic MI8. 
Congestive heart failure is the most common 
presentation, followed by angina, ventricular 
arrhythmias and embolization in chronic 
conditions5. As in our case, 10-20% of pseudo-
neurysms are discovered incidentally5 and the 
median time to diagnosis after the myocardial 
infarction is 3.9 months2. The risk of fatal rupture 
is well known in left ventricular pseudoaneurysm 
especially in midlateral left ventricular wall 
complicating inferolateral MI related to an 
occlusion of the left circumflex artery3. Hence, 
surgical resection is always advocated, regardless 
of chronicity as soon as possible when the 
diagnosis is established5. The risk of surgery on 
chronic lesions is still very high as can be seen in 
case reports and limited collections of case 
reports5. Postoperative mortality after surgical 
repair of a left ventricular pseudoaneurysm ranges 
from 13–35.7%. However, it can be performed 
with acceptable results in most cases especially 
who have large and expanding pseudoaneurysm 
because of the risk of fatal rupture5-6. Associated 
factors for the relatively high risk of surgery are 
co-morbid conditions, age and poor left ventricular 
systolic dysfunction5. 

The outcome of patients with this condition 
treated conservatively has been assumed to be 
poor, with a mortality of around 50% at two years 
in one series5; however other literature review 
suggests that all deaths seen in these patients at 
follow-up were extracardiac, independent of the 
aneurysmal rupture. Although data on the long 
term prognosis with conservative management 
are relatively sparse, considerable literature has 
been published examining the efficacy of the 
medical treatment. Death from fatal rupture 
seems to be uncommon and medical treatment of 
chronic pseudoaneurysm is not associated with an 
increased risk of cardiac rupture6-7. One report 
described a 70 year old man with left ventricular 

pseudoaneurysm was still alive 12 years after the 
diagnosis9. 

Prolonged survival rate in patients who did not 
undergo surgery might be due to the very narrow 
connection between the left ventricle and 
pseudoaneurysm3, small pseudoaneurysms5, left 
ventricular systolic impairment, and the formation 
of a large thrombus inside the pseudoaneurysm, 
which attenuated the strength of left ventricular 
systolic contraction3.  

Our experience in this particular patient, 
although he has a large posterolateral LV 
pseudoaneurysm, therefore, is in accordance with 
other studies in which the risk of suffering 
complete fatal rupture is very low, supporting a 
medical management in the setting of high 
surgical risk on account of older age, poor left 
ventricular ejection fraction, and the presence of 
co-morbidity6. Our patient’s clinical picture 
strongly suggested high risk for surgery in the 
presence of these features- that is; poor left 
ventricular systolic function, older age, and severe 
COPD. 

Taking into consideration the relatively high 
incidence of ischemic stroke (32.5% at four years) 
suggests that chronic anticoagulation should be 
considered. On the basis of one study, the first 
clinical presentation is systemic embolism in 13% 
of these patients with a left ventricular 
pseudoaneurysm6. Chronic anticoagulant treatment, 
rest and strict blood pressure control should also 
be provided in these patients on medical therapy7. 

In conclusion, as mentioned above, proceeding 
to surgery is the most appropriate management of 
left ventricular pseudoaneurysms as soon as 
detected for relieving to prevent possible future 
complications. As in our case, if the patient has a 
poor prognosis and a high risk of perioperative 
complications because of advanced age and poor 
functional status, medical therapy with comfort 
care alone would have been appropriate. 
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pressure. Other findings on the rest examination 
were unremarkable 

Electrocardiogram revealed normal sinus 
rhythm, right axis deviation, low voltage QRS 
complex, non-specific ST-T abnormalities and 
occasional premature complex. Two-dimensional 
transthoracic echocardiography demonstrated 
severe left ventricular systolic dysfunction 
(ejection fraction 30%) and large posterolateral 
wall cavity (45x35 mm) of the left ventricle. With 
a high suspicion of pseudoaneurysm, contrast 
enhanced computed tomography (CT) of the chest 
was performed for more detailed analysis with 
intravenous contrast material and showed an  
enhancing cavity (4.48x4.16 cm) surrounded by 
low dense area which was in accordance with 
thrombus and had been communicated through 
widely neck (2.13 cm) with left ventricle (Fig 1 A-
B). Three dimensional CT images also confirmed 
the presence of pseudoaneurysm with outer 
surface calcification and established the diagnosis 
of a large chronic posterolateral left ventricular 
pseudoaneurysm with extensive intramural 
organized thrombus (Fig 1 C) scheduled follow-up 
appointments. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 1 A. Contrast-enhanced axial CT image shows a 
pseudoaneurysm (white long arrow) surrounded by 
extensive intramural organized thrombus An: pseudo-
aneurysm;  Th: thrombus; Ao: aorta; LA: Left atrium; 
LV: Left ventricle 1 B. the size of pseudoaneurysm is 
4.48x4.16 cm and its neck is 2.13 cm in diameter 1 C. 
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Results from the patient’s pulmonary function 
tests and thorax CT showed severe airflow 
obstruction and important emphysematous 
changes respectively, suggesting severe chronic 
obstructive pulmonary disease findings (COPD) 
An etiologic work-up was performed to identify 
conditions associated with a left ventricular 
pseudoaneurysm, thus an appropriate next step 
was considered to be the coronary angiography. 
The patient underwent coronary angiography 
which revealed two significant lesions in the 

circumflex artery at mid and distal locations and a 
severe stenosis in mid left anterior descending 
artery (Fig 2). Given these findings, the patient 
was diagnosed as having a large posterolateral 
ventricular pseudoaneurysm, likely the result of 
an old MI.  

After diagnosis of left ventricular pseudo-
neurysm and concomitant coronary artery 
disease, surgery was recommended but the 
patient refused because of his old age. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 2. Coronary angiography revealing severe 
stenoses in LCX  and LAD arteries (arrows). (LCX :Left 
circumflex artery, LAD: Left anterior descending artery) 
 

Appropriate medical treatment was initiated 
and given aspirin, low-dose beta blocker, 
diuretics, vasodilators and long acting oral nitrates 
and close follow-up was made during the four 
years. Although he was unable to return his 
baseline state of health, the patient reported 
improved functional capacity and resumed 
normally most of his daily activities. Serial 
echocardiograms have been taken in each 
appointment for four years and no clear 
deterioration in his left ventricular functions was 
identified during these visits (Figure 3). He is 
currently maintaining on medical therapy.  
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
Figure 3. The patient’s echocardiogram taken in his last 
visit. Modified apical chamber view shows a cavity 
(arrow) at mid -basal lateral left ventricular wall. Left 
ventricular functions were as same in previous visits. 
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may be a very uncommon finding in chronic MI8. 
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arrhythmias and embolization in chronic 
conditions5. As in our case, 10-20% of pseudo-
neurysms are discovered incidentally5 and the 
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chronic lesions is still very high as can be seen in 
case reports and limited collections of case 
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treated conservatively has been assumed to be 
poor, with a mortality of around 50% at two years 
in one series5; however other literature review 
suggests that all deaths seen in these patients at 
follow-up were extracardiac, independent of the 
aneurysmal rupture. Although data on the long 
term prognosis with conservative management 
are relatively sparse, considerable literature has 
been published examining the efficacy of the 
medical treatment. Death from fatal rupture 
seems to be uncommon and medical treatment of 
chronic pseudoaneurysm is not associated with an 
increased risk of cardiac rupture6-7. One report 
described a 70 year old man with left ventricular 

pseudoaneurysm was still alive 12 years after the 
diagnosis9. 

Prolonged survival rate in patients who did not 
undergo surgery might be due to the very narrow 
connection between the left ventricle and 
pseudoaneurysm3, small pseudoaneurysms5, left 
ventricular systolic impairment, and the formation 
of a large thrombus inside the pseudoaneurysm, 
which attenuated the strength of left ventricular 
systolic contraction3.  

Our experience in this particular patient, 
although he has a large posterolateral LV 
pseudoaneurysm, therefore, is in accordance with 
other studies in which the risk of suffering 
complete fatal rupture is very low, supporting a 
medical management in the setting of high 
surgical risk on account of older age, poor left 
ventricular ejection fraction, and the presence of 
co-morbidity6. Our patient’s clinical picture 
strongly suggested high risk for surgery in the 
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ventricular systolic function, older age, and severe 
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Taking into consideration the relatively high 
incidence of ischemic stroke (32.5% at four years) 
suggests that chronic anticoagulation should be 
considered. On the basis of one study, the first 
clinical presentation is systemic embolism in 13% 
of these patients with a left ventricular 
pseudoaneurysm6. Chronic anticoagulant treatment, 
rest and strict blood pressure control should also 
be provided in these patients on medical therapy7. 

In conclusion, as mentioned above, proceeding 
to surgery is the most appropriate management of 
left ventricular pseudoaneurysms as soon as 
detected for relieving to prevent possible future 
complications. As in our case, if the patient has a 
poor prognosis and a high risk of perioperative 
complications because of advanced age and poor 
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