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Reversible Burst-suppression Pattern of Acute Hyperammonemic Encephalopathy
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Acute hyperammonemic encephalopathy is generally associated with severe liver disease,
manifesting with neuropsychiatric symptoms including confusion, lethargy, seizure, coma,
and even death. Electroencephalogram (EEG) is a proven diagnostic, prognostic, and
therapeutic tool in patients with acute and chronic encephalopathies. EEG changes in acute
hyperammonemic encephalopathy are associated with background slowing in theta to delta
ranges, accompanied by presence of triphasic waves. We reported a patient with acute
hyperammonemic encephalopathy showing an unusual burst-suppression pattern, which
was reversible with proper treatment.
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Figure 1. Initial brain MRI and EEG. (A) Brain MRI revealed high signal intensity in both frontal, parietal, and temporal cortex, insular cortex,
basal ganglia, and thalamus on DWI and fluid attenuated inversion recovery. The high signal on the DWI has corresponding low signal on
the apparent diffusion coefficient map. (B) EEG showed burst-suppression pattern. The mean burst duration was 0.5 seconds. The mean
burst interval was 1 second. MRI; magnetic resonance imaging, EEG; electroencephalogram, DWI; diffusion-weighted image.
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Figure 2. Follow-up brain MRI and EEG. (A) On a follow-up brain MRI, DWI showed slight decreased extent of signal change in both basal
ganglia and thalamus. However, high signal intensity in both frontal, parietal, and temporal cortex, and insular cortex persisted on DWI
and was more prominent on fluid attenuated inversion recovery. (B) Follow-up EEG showed slow posterior dominant rhythm, as well as
nearly continuous bilateral frontal dominant theta slow waves. MRI; magnetic resonance imaging, EEG; electroencephalogram, DWI; diffu-

sion-weighted image.
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