
INTRODUCTION

The vast majority of left ventricular aneurysms
occur in patients with coronary artery disease1－3）.
On the other hand, localized aneurysms of the left
ventricle of unknown etiology are rare, and are
defined as idiopathic left ventricular aneurysm
（ILVA）4－6）. ILVA is frequently associated with
monomorphic ventricular tachycardia（VT）and
located more often at the posterior and/or inferior
wall5,6）. Here, we describe a case of ILVA located at

the basal region of the anterolateral wall associated
with pleomorphic VT（4-type VTs induced by elec-
trophysiological study）. 

CASE REPORT

A 39-year-old Japanese woman with recurrent
episodes of palpitation occurring once a week was
referred to our hospital for evaluation of wide QRS
complex tachycardia（Fig. 1－left）. During the
tachycardia, systolic blood pressure was
100 mmHg, heart rate was 230 beats/min, and the
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A 39-year-old Japanese woman presented with an idiopathic left ventricular aneurysm manifesting as

recurrent episodes of palpitation. She was referred to our hospital for evaluation of sustained ventricular
tachycardia. Echocardiography disclosed a dyskinetic well-defined wall bulge during both systole and dias-
tole at the basal region of the interventricular septum, and reduced left ventricular wall thickness and
severe hypokinesis at the anterolateral to posterolateral region. These appearances were confirmed by the
angiographic findings. The sustained ventricular tachycardia was reproducibly induced by a single
extrastimulus from the right ventricular apex. Subsequently, 4-type ventricular tachycardias were induced
during the electrophysiological study and the mechanism of these ventricular tachycardias was considered
reentry. Radiofrequency catheter ablation failed due to the changing QRS morphologies during the entrain-
ment study. The patient was treated with cibenzoline 300 mg a day, and there has been no recurrence of
tachycardia during the 18-month follow-up period.
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QRS configuration showed right bundle branch
block pattern and inferior axis. Atrioventricular dis-
sociation was seen in leadsⅡ,Ⅲ, aⅤR, and aⅤF,
confirming the diagnosis of VT. Verapamil, adeno-
sine triphosphate and procainamide were adminis-
tered intravenously. However, the clinical VT was
not interrupted, and required electrical cardiover-
sion（100J）for termination. On admission, the base-
line electrocardiogram revealed normal sinus
rhythm with complete right bundle branch block
and no abnormal Q wave（Fig. 1－right）. Physical
examination, chest radiography, and cardiac enzy-
matic and serologic data were all within normal
limits. Furthermore, no hilar, mediastinal, or super-
ficial lymphadenopathy, pulmonary, liver or spleen
infiltrates, and no ophthalmic or cutaneous lesion
indicating systemic sarcoidosis were detected.

Echocardiography disclosed a dyskinetic well-
defined wall bulge during systole and diastole at the
basal region of the intraventricular septum in the
parasternal left ventricular long-axis view（Fig. 2）.
Similarly, the dyskinetic systolic outward aneurysm
was demonstrated from the anteroseptal region to

the anterolateral region at the level of the mitral
valve in the parasternal left ventricular short-axis
view. Furthermore, reduction of left ventricular
wall thickness and severe hypokinesia were
revealed at the level of the papillary muscle from
the anterolateral region to the posterolateral region
（Fig. 3）. The echogenecity at the site of aneurys-
mal wall was not higher than the scar of post
myocardial infarction. 

Coronary angiography, left ventriculography,
biopsy of the left endomyocardium and electro-
physiological study were carried out after informed
written consent was obtained. Coronary arteries
were normal（Fig. 4－left）. Left ventriculography
in two projections（right anterior oblique 30°, left
anterior oblique 45°）disclosed the dyskinetic well-
defined wall bulge persisting during both systole
and diastole at the basal region from the anterosep-
tum to the anterolateral wall. The wall motion of
the posterolateral region was severely reduced（Fig.
4－right）. These findings were identical with those
obtained from two-dimensional echocardiography.
Left endomyocardial biopsy found no aspects of

276 Uchida, Fujii, Matsuoka et al

J Cardiol 2002 Dec; 40（6）: 275 –282

Fig. 1 Twelve-lead electrocardiograms taken during palpitation attack and on admission
Left : During the wide QRS complex tachycardia, the QRS configuration reveals right bundle branch block
and inferior axis and atrioventricular dissociation was seen in leads Ⅱ,Ⅲ, aⅤR, and aⅤF, confirming the
diagnosis of ventricular tachycardia.
Right : On admission, the baseline electrocardiogram reveals normal sinus rhythm with complete right bun-
dle branch block and no abnormal Q wave.
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Fig. 2 Two-dimensional echocardiograms in the left ventricular long-axis view（upper）and measure-
ments obtained from the M-mode echocardiogram（lower）
Upper : The two echocardiograms show the dyskinetic well-defined wall bulge persisting during systole
and diastole at the basal region of the intraventricular septum（arrow）.
Lower : These data are all within normal limits. 
LV＝ left ventricle ; Ao＝Aorta ; LA＝ left atrium ; AoD＝aortic diameter ; IVS＝ interventricular sep-
tum ; LVDd＝ left ventricular end-diastolic diameter ; LAD＝ left atrial diameter ; PW＝posterior wall ;
LVDs＝ left ventricular end-systolic diameter.

Fig. 3 Two-dimensional echocardiograms at
the level of the mitral valve（upper）
and the papillary muscle（lower）in
the left ventricular short-axis view
（left: diastolic frame, right: systolic

frame）
The dyskinetic systolic outward aneurysm
extends from the anteroseptal region to the
anterolateral region at the level of the
mitral valve（arrowheads）. Reduction of
left ventricular wall thickness and severe
hypokinesis are seen from the anterolateral
region to the posterolateral region at the
level of the papillary muscle（arrowheads）.
Note that the echogenecity at the site of
aneurysmal wall and asynergic area is not
so high and little different from the scar of
post myocardial infarction.

Short-axis view

Long－axis view

AoD 29 mm 
LAD 35 mm

LVDd　46 mm 
LVDs　33 mm

IVS 9 mm 
PW 10 mm
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acute or healing myocarditis, granulomatous infil-
trations, interstitial fibrosis or myocardial degenera-
tion.

Electrophysiological study was performed with
the patient in the fasting state and under light seda-
tion with oral diazepam. All antiarrhythmic therapy
was discontinued for at least five half-lives.
Sustained VT was induced reproducibly by a single
extrastimulus from the right ventricular apex. The
QRS morphology was identical with that of clinical
VT. Entrainment study was performed during the
VT7,8）. Pacing from the right ventricular apex
demonstrated QRS-complex constant fusion at a
constant pacing cycle length or different degrees of
fusion at different pacing cycle lengths（progressive
fusion）, except for the last captured QRS complex.
However, the QRS morphology immediately
changed after termination of the pacing.
Subsequently, 4-type VTs were induced（Fig. 5）.
Meticulous mapping along the aneurysm was per-
formed using a steerable ablation catheter with a 
4-mm distal electrode. The sustained VT2 was fre-
quently observed during the electrophysiological
study. Diastolic potentials were recorded during the

VT2 when the ablation catheter was positioned at
the middle region of the anterolateral wall at the
border of the aneurysm（Fig. 6）. Radiofrequency
catheter ablation was attempted. However, the criti-
cal site was difficult to identify due to the changing
VT morphologies and the ablation failed.
Programmed electrical stimulation was performed
for evaluation of antiarrhythmic therapy. TheVTs
were not induced after cibenzoline was infused
intravenously at a dose of 1.4mg/kg.

There were no complications during these proce-
dures. The patient was treated with cibenzoline
300mg a day, and there has been no recurrence of
tachycardia during the 18-month follow-up period.

DISCUSSION

The present case of ILVA located at the basal
region of the anterolateral wall was associated with
4-type VTs induced by electrophysiological study.
Echocardiography may be helpful in evaluating the
localized aneurysm and the wall motion abnormali-
ties of the left ventricle. Radiofrequency catheter
ablation failed due to the changing VT morpholo-
gies during the entrainment study. This is an unusu-

Fig. 4 Coronary angiograms（left）and left ventriculograms（right）in the left anterior oblique and
right anterior oblique views
Coronary arteries are normal（left panel）. Left ventriculograms disclose the dyskinetic well-defined wall
bulge persisting during both systole and diastole at the basal region from the anteroseptum to the anterolat-
eral wall（solid arrowheads）. The wall motion of the posterolateral region is severely reduced（white
arrowheads）. These findings are identical with those obtained from two-dimensional echocardiography.
LCA＝ left coronary artery ; RCA＝ right coronary artery ; LAO＝ left anterior oblique ; RAO＝ right
anterior oblique.

Coronary angiography Left ventriculography



al case demonstrating the anatomic and electro-
physiological features of ILVA associated with
pleomorphic VT.

Several etiologies for ventricular aneurysm have
to be excluded before the diagnosis of ILVA can be
established. Left ventricular aneurysm is a common
complication of myocardial infarction1－ 3）.
However, we could exclude ischemic heart disease
based on the findings that the location of the left
ventricular aneurysm and the asynergic area were
not related to the coronary artery distribution and
the echogenecity at the site of aneurysmal wall was
not so high. Furthermore, the patient had no coro-
nary risk factors, no history of chest pain and nor-
mal coronary arteries. Other etiologies of ventricu-
lar aneurysm include congenital diverticulum and
congenital aneurysm9－16）. In the past, the terms
congenital diverticulum and congenital aneurysm
have been used interchangeably. The lesion is
termed diverticulum if the connection to the ven-
tricular cavity is narrow, and as aneurysm if the
point of connection to the ventricular cavity is

wide10,12,13,16）. The congenital diverticulum has mus-
cular and fibrous types. The muscular type has a
preserved three-layered structure and is contractile.
The fibrous type has a three-layered structure, but
the myocardium is mostly replaced by fibrous tis-
sue and is not contractile9,11,12）. These two types can
be distinguished by the location of the aneurysm,
such as the apex of the left ventricle or the sub-
valvular region of the mitral or aortic annulus, and
the presence of complications such as midline con-
genital abnormalities, and mitral or aortic incompe-
tence12）. Congenital aneurysm seems to belong to
the fibrous type of congenital diverticulum9,11）. We
do not consider these congenital etiologies as likely
because our case was a middle-aged woman in con-
trast to known patients with congenital diverticu-
lum and congenital aneurysm.

Several specific causes of myocardial damage
most also be excluded, including sarcoidosis,
myocarditis, tuberculosis, syphilis and rheumatic
heart disease. Echocardiography is a useful nonin-
vasive technique for possible markers of sarcoid
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Fig. 5 Tracings of 4-type VTs induced by extra stimulus or entrainment study from the right ven-
tricular apex or close to the aneurysm of the left ventricle
The VT1 is identical with the clinical VT. VT1, VT2 and VT3 show right bundle branch block configura-
tions. VT4 shows left bundle branch block configuration. The QRS axis of VT1 and VT3 is the inferior
axis. VT2 and VT4 show the superior axis.
VT＝ventricular tachycardia.



heart disease such as septal thickness or scars, peri-
cardial effusion and decreased ventricular systolic
function17）. Focal abnormalities of wall motion
affecting the basal portion of the ventricular septum
should suggest the possibility of myocardial sar-
coidosis even in the absence of recognized systemic
manifestations18）. ILVA might be difficult to distin-
guish from myocardial sarcoidosis based only on
anatomic findings. Echocardiographic findings of
myocarditis are polymorphous and nonspecific, as
segmental wall motion abnormalities were identi-
fied in 25（64%）of 41 patients, but left ventricular
septal aneurysm was seen in only one patient19）.
These specific causes can also be excluded by the
clinical course, physical examination, serologic
data, absence of recognized systemic sarcoid mani-
festations and left endomyocardial biopsy showing
no abnormal findings.

Left ventricular aneurysm due to transmural
myocardial infarction is frequently associated with
VT, but the incidence of ILVA as the anatomical
substrate for sustained VT is very low. Comparison
of the clinical and electrophysiologic features of
ILVA with those of left ventricular aneurysm due to

myocardial infarction found no patients with 4-type
VTs, and the location of aneurysms in 9 of 10
patients was at the posterior and/or inferior wall6）.
The mechanism of 4-type VTs in our case was con-
sidered to be reentry because induction and termi-
nation of VTs by programmed extrastimuli and
entrainment phenomenon were observed repro-
ducibly. Diastolic potential, which may suggest the
slow conduction zone8,20）, could be recorded at the
border between the aneurysm and the asynergic
area rather than the center of the aneurysm. The
asynergic area was relatively wide and the VTs
were easily degenerated to another QRS morpholo-
gy during the entrainment study. These findings
suggest that the reentrant circuit of the VTs was
extremely complicated and the common critical
slow conduction zone for these VTs may have been
absent. In addition, the left ventricular aneurysm in
our case was considered to be the fibrous type
based on the absence of contractility and the slight-
ly increased echogenecity of the aneurysm. The
wide left ventricular aneurysm of fibrous type
might be the complex arrhythmogenic substrate.
Therefore, we could not interrupt the reentrant cir-
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Fig. 6 Fluoroscopic images showing the mapping catheter close to the aneurysm of the left ventricle
（left）and tracing recording the diastolic potential indicating the slow conduction zone（right;

arrows）during VT2
The mapping catheter is located at the middle region of the anterolateral wall at the border of the aneurysm.
The surface leadsⅡ,Ⅲ, aⅤF,Ⅴ1,Ⅴ2 and intracardiac recordings from the mapping catheter, high right atri-
um, His-bundle recording region, and right ventricular apex are shown.
HRA＝high right atrium ; HBE＝His-bundle recording region ; RVA＝ right ventricular apex. Other
abbreviations as in Figs. 4, 5.

LAO60° 

RAO30° 

　II 

　III 

　aVF 

　V1 

　V2 

Mapping 

　HRA 

　HBE 

　RVA



cuit for these VTs by radiofrequency catheter abla-
tion.

The treatment for ILVA associated with sustained
VT is diverse. Eight out of 340 consecutive patients
were characterized by a left ventricular aneurysm
of no detectable etiology in primary myocardial
disease and all patients were successfully treated
with anti-arrhythmic drugs5）. On the other hand,
surgical treatment has been required to control VT
or implantation of an implantable cardioverter
defibrillator to prevent sudden cardiac death21,22）.

The long-term prognosis of ILVA caused by
unknown etiology still needs further investigation.
Echocardiography may be useful in the evaluation
of the left ventricular aneurysm and function.
However, we have to carefully examine ambulato-
ry-Holter recording or electrophysiological study to
assess whether the anti-arrhythmic drug is effective
or not against the ventricular arrhythmia. If the VT
is recurrent, further treatment such as implantable
cardioverter defibrillator implantation may be need-
ed.

Idiopathic Left Ventricular Aneurysm 281

J Cardiol 2002 Dec; 40（6）: 275 – 282

複数単形性持続性心室頻拍を合併した特発性左室瘤の1例

内田　文也　　藤井英太郎　　松岡　宏治　　大久保節也

笠井　篤信　　大道　近也　　中 野　 赳

複数の単形性持続性心室頻拍を合併した特発性左室瘤の1例を経験したので報告する．症例は39

歳，女性で，主訴は動悸である．動悸発作時，近医にて心室頻拍を指摘され，精査目的により当院
へ紹介となった．心エコー図検査では，左室前中隔から前側壁の基部において限局性の菲薄化を
伴ったdyskinetic bulgeと，前側壁から後側壁にかけての重篤な壁運動低下を認めた．これらは，左
室造影により同様の所見が確認された．心臓電気生理学的検査では，4種類の持続性心室頻拍が右
室心尖部からの単発期外刺激により再現性をもって誘発された．心室頻拍の機序は，リエントリー
であった．高周波カテーテルアブレーションは，至適通電部位決定のためのエントレインメント
ペーシングにより，異なった心室頻拍へ容易に移行するなどして成功には至らなかった．シベンゾ
リン静注下で心室頻拍の抑制効果を確認し，現在，シベンゾリン300 mg/dayの内服18ヵ月の経過
観察により頻拍の再発を認めていない．
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