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Nonalcoholic Wemicke’s Encephalopathy With Diffuse Cortical Involvement

Wonjae Sung, MD, Seongho Park, MD, Yoon-Cheol Jeong, MD, Seok-Gil Han, MD, Hyun Young Kim, MD,
Hee-Tae Kim, MD, Juhan Kim, MD, Young Seo Kim, MD

Department of Neurology, College of Medicine, Hanyang University, Seoul, Korea

Wernicke’s encephalopathy is an acute neurological deterioration due to a reversible brain lesion caused by thiamine

deficiency. Most of the affected patients are thiamine-depleted alcoholics, and the condition usually involves the medial

thalami, mammillary bodies, and periaqueductal area. However, there are rare reports of lesions in the cerebellum and

cerebral cortex, especially in patients with nonalcoholic Wernicke’s encephalopathy. We report a case of nonalcoholic

Wernicke’s encephalopathy involving atypical diffuse cortical regions, and review previously reported cases.
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Figure. Diffusion-weighted images (A) and T2-FLAIR images (B) shows increased signal intensity in dorsal medulla, medial thalamus,
mammillary body, periaqueductal area and diffuse bilateral frontal cortex.
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Table. Clinical features of 11 patients with atypical Wernicke’s encephalopathy involving diffuse cerebral cortex

Reference Sex/Age Type Symptoms Involved areas Prognosis
Case F/54 Non-Alcoholics  Deep coma dorsal medulla, medial thalamus, mammillary body, Expired
(TPN) periaqueductal area and diffuse bilateral frontal cortex
Zuccoli et al’ F/54 Non-Alcoholics ~ Changes in Medial thalamus, bilateral diffuse frontal cortex Unknown
(food refusal) consciousness
Zhong et all’ M/56 Non-Alcoholics  Deep coma Medial thalamus, periaqueductal area, floor of 4" Expired
(TPN) ventricle, periventricular area, caudate nucleus,
bilateral diffuse frontal and parietal cortex
F/a7 Non-Alcoholics  Deep coma Medial thalamus, periaqueductal area, floor of 4" Vegetative state
(TPN) ventricle, periventricular area, caudate nucleus,
bilateral diffuse frontal and parietal cortex
Liu et al’ F/16 Non-Alcoholics  Slurred speech, Periaqueductal area, mammillary body, cerebellum, Expired
(Poor nutrition) nystagmus, dorsal medulla, bilateral diffuse frontal and parietal
quadriparesis cortex
Pereira etal® F/27 Non-Alcoholics  Aphasia, diplopia, Cranial nerve nuclei, thalamus, tectum, bilateral diffuse Aphasia, tetraplegia

(TPN)

seizure, confusion

frontal cortex with spasticity

persistent
D’Aprile etal’ F/13 Non-Alcoholics  Changes in Thalamus, periaqueductal grey matter, caudate nucleus, Complete recover
(TPN) consciousness, putamen, bilateral diffuse frontal and parietal cortex
ophthalmoplegia,
nystagmus
Sugai and M/54 Alcoholics Confusion, Mammillary body, periaqueductal area, fornix, medial Able to walk
Kikugawa® ophthalmoplegia, thalami, bilateral diffuse frontal cortex unassisted
dysarthria, ataxia
M/56 Alcoholics Deep coma Mammillary body, periaqueductal area, medial thalami, Amnesia, emotional
amygdala, bilateral frontal cortex change
Han et al’ M/47 Alcoholics Confusion, dysarthria, Medial thalamus, midbrain, bilateral frontal cortex Able to walk
gait disturbance, unassisted, amnesia
nystagmus
Son et al'’ M/50 Alcoholics Changes in Periaqueductal area, bilateral frontal cortex Disorientation,
consciousness, ataxia, quadriparesis
gait disturbance
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