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Central-variant Posterior Reversible Encephalopathy Syndrome after Head Trauma
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Posterior reversible encephalopathy syndrome (PRES) is a disorder of reversible vasogenic
edema which mainly involves the parieto-occipital lobes in various clinical settings. Isolated
involvement of the brainstem, basal ganglia, and cerebellum is rare. An 81-year-old female
was admitted because of a decreased level of consciousness, and she had a head trauma
history a day before. Brain magnetic resonance imaging (MRI) showed extensive confluent
T2 hyperintensity with swelling involving the bilateral thalami, brainstem, and cerebellar
peduncle without cortical lesions. We reports a case of central-variant PRES after traumatic
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Figure 1. Brain CT and CTA of the patient. Non-contrast brain CT showed a left posterior auricular hematoma and subgaleal hematoma in
the left parietal region (A-C). Brain CT revealed diffuse hypoattenuation in the bilateral cerebellar peduncles, pons, and thalami (A-C). Brain
CT angiography demonstrated no significant stenosis or occlusion in the intracranial arteries (D). CT; computed tomography, CTA; CT angi-

ography.
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Figure 2. Brain MRI of the patient. DWI showed restricted diffusion in the brainstem and both thalami (A). ADC values were normal or rev-
eled high intensity in the brainstem and both thalami (B). FLAIR imaging demonstrated extensive confluent hyperintensity and associated
swelling in the bilateral cerebellar peduncles, pons, midbrain, and thalami (C). Follow-up FLAIR obtained 7 days after presentation showed
marked resolution of the lesion (D). MRL; magnetic resonance imaging, DWI; diffusion-weighted image, ADC; apparent diffusion coefficient,
FLAIR; fluid-attenuated inversion recovery.
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