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Three infants with severe
myocardial ischemia di-
agnosed by echocardio-
graphy: Investigation of
the cause of transient
myocardial dysfunction
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Summary

We examined 3 infants with persistent pulmonary hypertension. They also showed signs of heart
failure. The signs of cardiac dysfunction noted in the acute phase were resolved after treatment with
catecholamines and vasodilators. Contrary to the general concept that transient myocardial dysfunction
is secondarily caused by persistent pulmonary hypertension, left myocardial dysfunction accompanied
pulmonary hypertension and was followed by right myocardial dysfunction. High blood concentra-
tion of thromboxane B, was reported in 2 neonates with persistent pulmonary hypertension.

We considered thromboxane A, as a possible cause of coronary spasm, resulting in myocardial

ischemia.
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Fig.1. M-mode echocardiogram on the 9th day
(Case 1).

Reduced wall motion of the left ventricular post-
erior wall is noted.
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Fig. 2. Four-chamber views at 9 (left) and 10 (right) days (Case 1).
Marked right ventricular dilatation is noted on the 10th day.
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Fig. 3. ECGs at 9, 10 and 13 days (Case 1).
ST depressions are seen on the 10th day.
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Fig. 4. Chest radiographs at 9, 10 and 11 days (Case 1).

Cardiomegary is seen at 10 days.

Fig. 5. Left ventricular short-axis views at 10 (left) and 12 (right) days (Case 1).
The interventricular septum is flat on the 10th day, but it is restored on the 12th day.
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Fig. 6. Serial blood concentrations of CPK and
CPK-MB in Case 2.
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Fig. 7. ECG at birth (Case 2).
ST depressions are seen.
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Fig. 8. Blood concentrations of 6-keto Fla and
thromboxane B, in patients with respiratory
distress.
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