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Fig. 1. MR Images at 11 days of age.

A. Axial T2 weighted (4000/100) image
shows bilateral and symmetrical hyper-
intensity lesions in the occipitopari-
etotemporal area (arrows).

B. Axial TIWI (400/9) shows bilateral
streaky and small nodular patchy hy-
perintensities in the periventricular
whiter matter and occipital cortex (ar-
rOws).

| C. Diffusion weighted (10000/75) im-
age shows bilateral and symmetrical
hyperintensity lesions in the occipi-
toparietotemporal area (arrows).

D. Parasagital contrast-enhanced T1IWI
shows gyral enhancement of the the le-
sions (arrows).

E. Following up MR Image at 35 days
of age.

E. Following-up axial T2WI reveals a
focal cystic change of white matter in
the left parietal lobe and loss of white
matter volume in the both parietal
lobes (arrow).
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Brain Injuries Due to Neonatal Hypoglycemia: Case Report’
Dae-Bong Kim, M.D., Chang-joon Song, M.D., Mae-Young Chang, M.D.?, Hyae-Won Youn, M.D.?

'Department of Radiology, Chungnam National University College of Medicine
“Department of Pediatrics, Chungnam National University College of Medicine

Although hypoglycemia may be common among neonates, brain injuries resulting from isolated neonatal
hypoglycemia are rare. The condition may cause neurological symptoms such as stupor, jitteriness, and
seizures, though in their absence, diagnosis is delayed or difficult. Hypoglycemia was diagnosed in a three-day-
old neonate after he visited the emergency department with loose stool, poor oral intake, and decreased activi-
ty, first experienced two days earlier. Two days after his visity, several episodes of seizure occurred.

T2 and diffusion-weighted magnetic resonance (MR) scanning, performed at 11 days of age, revealed bilater-
al and symmetrical high signal intensity lesions in occipital, parietal, and temporal lobes. We report the MR
findings of hypoglycemic encephalopathy in a neonate.
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