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Clinicopathological Conference

A 61-year-old man with thickened heart
(the 35th case)
Institute of Geriatric Cardiology ,Chinese PLA General Hospital

Presentation of case

A 61-year-old man was admitted to the hospi-
tal because of chest distress and shortness of
breath.” His electrocardiogram (ECG) revealed
complete left bundle branch block, and he was di-
agnosed as myocarditis, and didn‘t get regular
treatment. Since 1986, he had occurred precordial
pain on exertion generally, and relieved after a rest
for 10min. He was diagnosed as coronary artery
disease. After that, he had a history of 16-year
chest pain, which usually responded to sublingual
Suxiao Jiuxin pills. In 2002, he noted a decrease of
exercise tolerance and increased fatigue. His echo-
cardiogram revealed a “thick heart”. The patient
was ever admitted to a local hospital several times
and treated as coronary artery disease, but the re-
sult was less satisfactory. In January 2008, he de-
veloped palpitation without motivation, accompa-
nied with chest distress, pain, and dyspnea. These
symptoms can not be relieved after buccaling Suxi-
ao Jiuxin pills. His ECG showed atrial fibrillation
and complete left bundle branch block. Digoxin ad-
ministration didn't relieve the symptoms at all. On
September 21, 2008, he suffered nocturnal dysp-
nea, cyanosis, abdominal distention and edema of
lower extremities, and was brought to an emergen-
cy room at a local hospital immediately. There he
was diagnosed as acute heart failure and was trea-
ted with furosemide, Lanatoside C and nitroprus-
side sodium, and then his conditions were im-
proved. However, on September 28, 2008 when
he was lying in a hospital bed, he had a sudden
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loss of consciousness for 3 — 5min and recovered
without any emergency medical treatment. His
ECG showed rapid atrial fibrillation with heart rate
of 160/min when he was recovered. After that he
suffered sudden loss of consciousness for twice.
On October 14, 2008, a coronary angiography re-
vealed that left anterior descending artery and left
circumflex artery were both 20% stenosis. Then
he was hospitalized with the diagnosis of cardiac
dysfunction.

Being a physical worker, the patient denied
any history of hypertension, hyperlipemia and dia-
A history of alcohol abuse (>
200ml/d) in the past 40 years was reported, but he

betes mellitus.

already stopped drinking for 7 years.

Physical examination: the temperature was
36.5°C, the blood pressure 128/70mmHg, the
pulse 78/min, respiration rate 18/min. He was
conscious and cooperative, and could answer all
questions. He had light cyanosis of lips, light en-
gorgement of jugular veins. No moist rales over
both lung fields was auscultated. The heart on
percussion was found to be enlarged to the left,
Cardiac rhythm was irregular at 108/min. At car-
diac apex, there was a grade-II /VI soft systolic
murmur. The abdomen was flat. The liver was
palpated 3cm below the right costal margin and
was firm without tenderness. Hepatojugular reflux
was negative. There was no shifting dullness and
edema of legs.

Accessory examination; the complete blood
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count and levels of electrolytes and glucose, as
well as the results of tests of coagulation, renal
function, liver function and myocardial enzymes
were all within normal ranges. A chest X-ray
showed an enlarged heart without pulmonary con-
gestion. An electrocardiogram obtained after the

patient’s arrival showed atrial fibrillation, left bun-

dle-branch block (Fig 1). While on June 4th,
2009, his ECG changed to atrial fibrillation and
complete right bundle branch block (Fig 2). The

dynamic electrocardiogram revealed atrial fibrilla-

tion and several long pauses,and the longest was
3.01s (Fig 3).
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Fig3 Long pause
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A transesophageal echocardiography showed
that the left ventricle appeared to be thickened,and
the septum was more thick than the free wall
(18mm wvs 11mm) . The ejection fraction was 67%
. The aortic valve was anatomically and functionally
normal while there was light mitral incompetence and
mild tricuspid regnigatation. A heart MRI plain scan
showed cardiac dilatation, including left ventricle, left
and right atria. The left ventricle appeared to be thick-
ened, and the part below septal membranous part was
21mm in systolic phase and 19mm in diastolic phase .
" There was mild left ventricular outflow obstruction.

Discussion
Dr. LAN Yunfeng : This patient is a 61 years

old man, who has a long course of chronic disease,
which aggravated recently. His main clinical fea-
tures included: progressively worsened physical ca-
pacity, chest distress and chest pain on exertion re-
cently, interrupted edema of lower limbs, and epi-
sode of sudden loss of conscicusness. Objective de-
tections showed: atrial fibrillation, intermittent
complete left or right bundle branch block, long
pause. The patient also had an important feature,
the paroxysmal loss of consciousness without un-
certain reason. It had high possibility of cardiogen-
ic cause, and can not rule out the cause of transient
ischemic attacks.

Dr. ZHANG Wenli. According to the patients
features, we should differenciate the diagnosis between
hypertrophic cardiomyopathy ( HCM) and dilated
cardiomyopathy(DCM).

HCM is characterized by idiopathic hypertro-
phy of the left (and sometimes right) ventricle,
which is not consistent with the features of hemo-
dynamics; heart failure due to diastolic dysfunc-
tion; ischemia even in the absence of coronary ar-
tery disease; and various arrhythmias. HCM can
be generally divided into two categories; obstruc-
tive and nomrobstructive. The most of this patient’s
clinical features support to diagnose as HCM. MRI
plain scan showed that the interventricular septum was
21mm thick (normal value << 11mm), accompanied
with mild left ventricular outflow obstruction. These
findings met the diagnosis criteria of HCM.

However, his chest X-ray and heart MRI plain
scan both showed an enlarged heart, including left
ventricle,left and right atria. The radiological and
clinical features may confirm the diagnosis of DCM

instead of HCM. The enlarged heart may be at-
tributed to mitral incompetence and tricuspid in-
competence, It may be explained by the change of
hemodynamics. It was possible that this case was a
HCM with DCM-like features. Besides, sustained
tachycardia is also an important cause of reversible
cardiac dilatation.

From the result of the echocardiography and
heart MRI plain scan test, this case can be
dingnosed as asymmetric septal hypertrophy ac-
companied with light obstruction of left ventricular
outflow.

Dr. LU Caiyi :The following differential diag-
nosis should be considered: HCM, DCM and coro-
nary artery disease.

HCM.: The positive family history in the dis-
ease accounts for 50%, which belongs to autoso-
mal dominant inheritance. It is characterized by
dissymmetric hypertrophy of the left ventricle.
Sometimes, the hypertrophy is concentric which is
not consistent with the hemodynamics. It can be
divided into obstructive and non-obstructive types.
The latter is usually presented as apical hypertro-
phy. The key features of the disease include dias-
tolic dysfunction of left ventricle, arrhythmias, an-
gina, apopsychia, and even sudden death. The pa-
tient's condition consisted with these features, so
the diagnosis of hypertrophic obstructive cardiomy-
opathy was obtained.

DCM: the chest X-ray and the heart MRI
plain scan both reported an enlarged heart, inclu-
ding left ventricle, left and right atria. The echo-
cardiogram revealed mitral incompetence and tri-
cuspid incompetence, accompanied with atrial fibri-
lation. However, all auxiliary examinations didn't
show left ventricular enlargement and contractile
dysfunction. They didn’t support the diagnosis of
DCM which is characterized by dilatation of heart
and decline in contractile force.

Coronary artery disease: the patient had re-
current chest distress on exertion which responded
well to pimobendan. But the coronary angiography
didn't reveal setious coronary artery disorder. In
ECG, ischemic changes were persistent. It didn't
support to diagnose the patient as coronary artery
disease. In the case of HCM, parts of myocardial
overgrow so thickly that it causes relative insuffi-
ciency of blood-supply. The symptoms resemble
the features of coronary artery disease, so it be-
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comes confusing.

Some features, such as dilatation of heart,
didn't support to diagnose the patient as HCM, 1
think, these enlarged heart chambers may be the
result of the change in hemodynamics. Persistently
pachyntic left ventricle resulted in diastolic dys-
function, which induced the increase of end-dias-
tolic pressure, followed by the increase of the pres-
sure of atria sinistrum, pulmonary vascular bed
and pulmonary arterial pressure increasing, and
then the pressure load of the atria sinistrum and
cor dextrum system was increased. On the one
hand, an enlarged atria sinistrum increased ar-
rhythmogenesis such as atrial fibrilation. On the
other hand, a high pressure load in cor dextrum
system would cause the changes such as right heart
chambers enlargment and relative tricuspid incom~
petence. In the course of disease, the patient suf-
fered apopsychia for several times. The following
causes could be taken into consideration. Firstly,
it may be caused by Adams-Stokes syndrome due
to ventricular long pause, because the patient had
complained intermittent complete left or right bun~
dle branch block and long R-R interval. Secondly,
atrial fibrilation would augment the excitability in

sympathetic nervous system, aggravate left ven-

tricular outflow tract obstruction, and afterwards
induce the heart stroke volume sharply down and
apopsychia. Thirdly, thrombus evoked by atrial
fibrilation may fall off, and then would lead to
transient ischemic attacks. The disease would dis-
play symptoms in nervous system immediately af-
ter the attack, but this patient is an exception.
The major risks of HCM include sudden death
(50%), heart failure(25%) and endocarditis. The
treatment must aim directly at these risk factors. In
order to prevent sudden death, an implantable cardio-
verter-defibrillator or oral administration of § receptor
blocker should be chosen. Because of atrial ventricular
block, the patient can not take oral administration of §
receptor antagonist unless a pacemaker is implanted .
Furthermore, the pacemaker could improve dias-
tolic function. In order to resolve the problem of
outflow obstruction, surgical intervention or apical
pacing maybe a good choice. Moreover, positive
treatment to prevent endocarditis must be considered.
In the daily life, the patient should be suggested to
avoid exertion, especially heavy activity. As for atrial
fibrilation, anticoagulant therapy is necessary.

(Translator: LAN Yunfeng)
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