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ABSTRACT 

A 40 year old male, a known case of hypertrophic cardiomyopathy, was 
admitted for catheterization. At catheterization and angiography, septum was 
hypertrophied to about Scm and diffuse coronary artery aneurysm was revealed. 
We found no previous report of coronary artery aneurysm in hypertrophic 
cardiomyopathy. 
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INTRODUCTION 

Coronary artery dilak�tion may ocsur due to a variety 
of conditions. A genetic cause also may be involved, but 
the genetic predisposition has not yet been proven. Con
currence of this problem with hypertrophic cardiomyopathy 
is more interesting, the latter having agenetic background, 
but whether this is an incidental finding or part of a 
complex genetic problem needs more study. 

This rare case presents a patient with hypertrophic 
cardiomyopathy and diffuse multivessel coronary artery 
dilak�tion. 

CASE REPORT 

A 40 year old male, a known case of hypertrophic 
cardiomyopathy with a positive family history, referred 
for further evaluation and cardiac catheterization to our 
department He was a known case since nine years ago at 
which time he developed shonness of breath and atypical 
chest pain, which was studied carefully and after 
echocardiography, diagnosis of hypert rophic 
cardiomyopathy was documented and propranolol was 
prescribed. 
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On admission physical exam revealed a well-devel
oped, well-nourished male i n  no acute distress. Blood 
pressure was 140/il5mmHg, pulse rate 75/min with irregu
lar pattern, and respiratory rate 13/min. Lungs were clear. 
A double apical beat was palpable at sixth intercostal space 
in anterior axillary line. Grade 1J/VI ejection munnur was 
heard at left sternal border. Liver was palpable 2cm below 
right costal margin. Electrocardiography showed atrial 
fibrillation with narrow QRS complexes, left ventricular 
hypertrophy and secondary T wave changes extending 
from V4 through V6. On chest x-ray, cardiothoracic ratio 
appeared moderately enlarged with prominency of left 
ventricle. 

EchocardiographyrevealedEDD=3.8cm,ESD=2.5cm, 
LA= 3.Ocm, IVS= 4.85cm and posterior wall= 1.0cm. 
Systolic anterior motion of mitral valve was detected. 
Cardiac catheterization was performed. Left ventricular 
injection showed small left ventricular cavity in both 
systolic and end-diastolic periods with simulkweous in
jection at left and right ventricles. Hypertrophied septum 
about 5,8cm thickness was detected at end-diastole and 
end-systole. Coronary artery angiography showed fusi
form aneurysmal dilal1ltion of left amerior descending 
artery extending 40mm in length (Fig. 2). 

Right coronary artery injection also showed fusiform 
aneurysmal dilatation continuing to 4.5cm through distal 

. end of coronary artery (Fig. 3). 
Operation was suggested and was performed three 

days later, after which the cardiac surgeon reported that the 
septum was thick and coronary arteries wefe eClalic and 



rnronary Artery Ectasia with Cardiomyopathy 

Fig. 1. Septal hypertrophy shown during simultaneous 
bivcntriculnr injection, showing hypertrophied septum measur
ing 5.8cm. 

Fig. 2. Diffuse ectasia in left coronary artery. 

Fig. 3. Diffuse ectasia in right coronary artery. 
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dilated all through their length, Septal myotomy 
myomectomy and CABO was performed successfully. 
Postoperation the patient had no complaint of chest pain of 
dyspnea. 

DISCUSSION 

Coronary artery aneurysm is seen in 15% of patients in 
coronary angiography' and generalized coronary aneu
rysm is called coronary artery ectasia. This process is 
usually secondary and mainly due to an atherosclerotic 
process involving coronary arteries, but congenital form of 
coronary artery aneurysm is also reponed.' Kawasaki's 
disease is another cause of aneurysmal dila�1tion with 
many repons having been published.' Other inflammatory 
processes may also induce aneurysmal dilatation of coro
nary :uteries and these are vasculitides, syphilis" and mycotic 
aneurysms.Periarteritis nodosa is another exmnple of a 
vasculitis producing dilated coronary arteries. Involve
ment may be at different sites but usually the proximal 
segment of one or more vessels are involved and the form 
of involvement may be fusiform or saccular.' The clinical 
manifestation has a wide variety, from typical chest pain 
which is due to decreased blood supply or thrombus 
formation in coronary arteries to angina-equivalent symp
toms. In this rare case our patient presented with septal 
hypertrophy and diffuse multi vessel coronary artery dila
tation. Here we were not able precisely to determine 
whether the patient's chest pain was due to coronary 
ectasia or due to septal hypertrophy, which caused com
pression of septal perforators. In this particular patient 
coronary artery bypass graft and myomectomy was 
suggested and the patient was successfully operated. 
During postoperative period and in OPD followup (16 
months) he had no more problems. 

The indications for operation in patients with hypenro
phic cardiomyopathy are symptoms unrelieved by inten
sive medical treatment, in a patient with ventricular out
flow gradient of at least SOmmHg at rest or with provoca
tion, a very thick ventricular septum, and high left ven
tricular end diastolic pressure. 

Surgical correction of sepwl hypenrophy as in our case 
relieves symptoms but there is no evidence that it prolongs 
life. The operative mortality and late postoperative mo�ll
ity rates each approximate 8 percent. Of course with 

CABO mo�llity increases but there is no report for this 
special operation's outcome. 
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