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ABSTRACT

yroid hormones exert important effects on the cardiovascular system, through indirect and
direct mechanisms.he involvement of the cardiovascular system in hyperthyroidism has been
recognized for a long time. In some patients, signs and symptoms of heart failure and atrial
fibrillation may dominate the clinical picture. In other patients, acute coronary syndrome is a rare
but severe and potentially life-threatening manifestation of hyperthyroidism. The relationship

between coronary artery, thyroid function and angina is complex and poorly understood. Because
of the rarity of this association, its pathogenicity and its therapeutic interest, we present a case so

that clinicians will keep in mind in the diagnosis of similar cases.
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Abbreviations:

ACS — acute coronary syndrome

VT — ventricular tachycardia

PVC — premature ventricular contraction

LVEF - left ventricular ejection fraction
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LAD — left anterior descending artery
RCA —right coronary artery
NV — normal value

TSH - thyroid stimulating hormone

INTRODUCTION

The cardiovascular disease, including acute myocardial infarction, remains a leading cause of
morbidity and mortality all over the world [1]. Acute coronary syndrome (ACS) encompasses
unstable angina, acute myocardial infarction with or without elevation of ST segment -
spectrum of cardiovascular emergencies arising from the obstruction of coronary artery blood
ﬂow.oronary atherosclerosis is one of the most important pathogenic factors leading to acute
coronary syndrome [2]. It is well known that e cardiovascular system is sensitive to the action
of thyroid hormone, and that abnormal metabolism of this hormone influences the onset and
progression of coronary discasc. vivo and in vitro studies have shown that TSH, independent
of thyroid hormones, increases liver cholesterol via hepatic 3-hydroxy-3-methyl-glutaryl

coenzyme A reductase [3], or it predisposes to a hypercoagulable state, which is the cause of

coronary thrombosis [4].

TERIALS AND METHODS

We present the case of a 76-year-old female patient, non-smoker, hospitalized for chest pain on
exertion. She arrived at the hospital with sustained TV episode with hemodynamic deterioration
requiring cardioversion. Clinical: regular heart sounds, 3/6 aortic holosystolic murmur, 2/6 mitral
systolic murmur, without systemic or pulmonar congestion. ECG showed sinus rhythm with PVC
(Figure 1) with diffuse negative T with pseudonormalization in pain. Biology was negative for
myocardial infarction. Chest X-ray showed dilated aorta with calcifications, normal cardiac

silhouette. Chest CT: excludes aortic syndrome, reveals plunging goiter. Hyperthyroidism was

detected (TSH=0.113pUl/ml; NV=0.35-4.95¢ Ul/ml). Echocardiographic: dilated left atrium,
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degenerative mitral regurgitation, aortic sclerosis, normal LVEF. Coronary angiography revealed

bivascular lesion (LAD infiltrated with stenosis 60% segment II, RCA occlusion segment I)

(Figure 2).

RESULTS

The peculiarity of the case is the presence of hyperthyroidism - not obvious, as it usually
happens. Another peculiarity is the discrepancy between the minimal ECG changes and the
angiographic appearance of the coronary lesions. The patient was referred to cardiovascular

surgery and to an endocrinologist for antithyroid therapy.

DISCUSSION

In the light of the research carried out to date, there is accumulating data associating thyroid
dysfunction with atherosclerotic cardiovascular disease, due to its effect on blood pressure and its
role in the regulation of lipid metabolism and coronary atherosclerosis [5]. The metabolic process
is generally accelerated by thyroid hormone and therefore each, or in combination with each
other, may gan important independent risk factor for atherosclerotic heart disease [6, 7] Pn our
patient, the main manifestation was chest pain and she as diagnosed with hyperthyroidism
because she had a goiter. The electrocardiogram was not diagnostic but coronary angiography
revealed atherosclerotic bivascular lesions. It is not only high cholesterol levels and anemia that
are the possible causes of ACS; endocrine disorders, such as hyperthyroidism should always must
be considered.

In order to increase the current knowledge on the contribution of dysthyroidism to the onset and
aggravation of cardiovascular disease, respectively, to accurately confirm the effects of the
thyroid-heart inter-relationship, both in the short and long term, specifically designed clinical

trials are needed.
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CONCLUSION
Hyperthyroidism should be considered a precipitating or causative factor of acute coronary
syndrome, especially in patients without risk factors for atherosclerotic discase. More studies are

needed to answer the question of whether restoring euthyroid status influences morbidity and

mortality.
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FIGURES

Figure 1. ECG - sinus rhythm, 60bpm, with PVC, AQRS=60", QTc=420msec, no ST-T changes

Figure 2. Coronary angiography - bivascular lesion (LAD infiltrated with stenosis 60% segment

II, RCA occlusion segment 1)






