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A Case of Inferior Myocardial Infarction Caused by Left Anterior
Descending Artery Lesion

Satoshi Kakumae, Kouichi Hasegawa, Takashi Nakamura, Shozo Inoue,
Yohsuke Kawahara, Shin-ichiro Tadaoka, Yoshifumi Wada, Shoso Nezuo
and Toshitami Sawayama

A 70-year-old male was hospitalized with acute myocardial infarction. An
electrocardiogram showed a pattern of pure inferior myocardial infarction. A coro-
nary angiogram revealed a long left anterior descending branch which extended
to the apex and turned to the crux, with distal stenosis. A left ventricular
aneurysm, coincident with the coronary stenotic lesion, was documented on a left
ventriculogram. Thus, the infarct-related artery proved to be left anterior descend-
ing branch. Inferior myocardial infarction caused by a left anterior descending
artery lesion is rare. In this case, we postulated that the pattern of pure inferior
myocardial infarction might result from an anatomical variation of the coronary
artery and its distal obstruction. (Accepted on October 29, 1988) Kawasaki Igakkaishi
15(1) : 151—155, 1989
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Fig. 1B. Electrocardiogram taken after onegmonth
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Fig. 2. Changes of serum enzymes
CPK =creatinine phosphokinase
MB =myoglobin
LDH=lactic dehydrogenase
GOT=glutamic oxaloacetic
transaminase
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Fig. 3. Coronary angiograms
RCA=right coronary artery, LCA=left coronary artery
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Fig. 4. Left ventriculograms
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