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Summary

This is a report of a case of acute myocardial infarction which was probably induced by the oral
administration of bromocriptine.

A 55-year-old man was admitted because of suspected hypothyroidism and dwarfism. The
endocrinological examination revealed primary hypothyroidism, and levothyroxine sodium replacement
therapy was started.

Nine days later, the bromocriptine test was performed for dwarfism. Two hours after the oral ad-
ministration of 2.5 mg bromocriptine, he had severe chest pain associated with loss of consciousness
and hypotension. His electrocardiogram showed marked ST depression and T wave inversion, but no
abnormal Q waves. Serial myocardial enzymes and electrocardiograms confirmed acute non-transmural
myocardial infarction. During coronary angiography performed about three months later, coronary
arterial spasm was induced by the intravenous administration of ergonovine maleate.

This experience suggests that bromocriptine, a derivative of ergot alkaloids, can cause coronary
arterial spasm, and subsequent myocardial infarction.

To our knowledge, bromocriptine-induced myocardial infarction has not been previously reported
in Japan.
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Fig. 1. Clinical course and serial myocardial enzyme changes.
This patient complained of chest pain two hours after the oral administration of 2.5mg bromo-
criptine on April 30, ’87. Myocardial enzyme changes were typical as myocardial infarction after

the onset of chest pain.

CK = creatine kinase; GOT=glutamic oxaloacetic transaminase; LDH=lactate dehydrogenase.
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Fig. 2. Serial electrocardiograms before and after the onset of acute myocardial infarction.

A: admission, B: chest pain, C: 1hr, D: 4 hrs.
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Fig. 3. Left and right coronary angiograms (September 9, ’87)

ISDN

After the injection of 0.2 mg ergonovine maleate, diffuse narrowing occurred in the left anterior
descending artery associated with chest pain (left), which resolved after the intravenous injection

of 5mg ISDN (right).

LCA=]left coronary artery ; RCA=right coronary artery ; RAO=right anterior oblique ; LAO=left

anterior oblique; ISDN=isosorbide dinitrate.
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Fig. 4. Electrocardiograms after ergonovine provocation (0.2 mg i.v.).
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ST segment elevation in leads II, aVF and V;, and flattened T waves in leads Vs and V; are ob-

served.
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