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Cerebral Ischemic Stroke in an Infant with Acute Myocarditis

— A Case Report —

Ga Hyun Lee, M.D. and Yeo Hyang Kim, M.D.
Department of Pediatrics, Keimyung University School of Medicine, Daegu, Korea

A 9-month-old infant presented with cough, tachypnea, and grunting was admitted. The patient was revealed to
have cardiomegaly, high NT-proBNP, and severe left ventricular dilation and dysfunction; she was subsequently di-
agnosed with acute myocarditis and congestive heart failure. Intravenous immunoglobulin, inotropics, diuretics, angio-
tensin converting enzyme inhibitors and beta blocker were used. However, left hemiparesis suddenly developed at
30-day after treatment. Brain MRI showed high signal intensity in the right middle cerebral arterial territory on dif-
fusion weighted brain MRI and in the left parietal lobe with gyral enhancement. Echocardiogram revealed no defi-
nite intraventricular thrombus. The patient was started on an antiplatelet agent only without anticoagulant therapy for
the treatment of cerebral infarct in respect of the risk to the infant. Four years after the cerebral ischemic stroke
(CIS), she showed complete recovery from hemiparesis, with no more CIS. In conclusion, severe ventricular dilata-
tion and dysfunction can lead to thromboembolic events in infants. We should keep in mind that anticoagulant or
antiplatelet agents can be used in specific situations.
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Fig. 1. Chest X-ray (A) first admi-
ssion (2008) (B) four year
later (2012).
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Fig. 2. The level of NT-proBNP and clinical events during the
follow-up. During first hospitalization, patient was treated with
medication to control congestive heart failure and NT pro BNP
was decreased. After discharge, patient’s heart failure symp-
tom was aggravated and NT-proBNP was increased. During
second hospitalization, cerebral ischemic stroke was developed.
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Fig. 3. 12 leads electrocardiogram on the day of cerebral ischemic stroke (A) sinus tachycardia (B) pre-excitation.
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Fig. 4. Axial diffusion-weighted bra-
in MRI showing high signal
intensity of right middle cere-
bral arterial territory and left
parietal lobe with gyral en-
hancement (A), and diffuse
cortical atropy in both tem-
poral lobes (predominantly in-
volving the right) and under-
lying white matter gliosis due
to previous infarction (B).
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