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[Abstract] Objective To explore the MRI and DWI finding of nonalcoholic Wernickes’s Encephalopathy.
Methods Clinical and MRI manifestations in 3 cases were analyzed with the literature review of nonalcoholic
Wernicke’s encephalopathy in our hospital in recent years. Results The typical MRI characteristics of
nonalcoholic Wernickes’s encephalopathy showed the symmetrical abnormal signal intensity in bilateral thalamus,
the area around the third ventricle, the area around aqueduct, mammillary body. Above—mentioned lesions
showed slightly hypointense on T1WI and hypertensity on T2WI and FLAIR sequence. In acute period, the
diffusion was restricted and the signal was hypertensity on DWI, in non acute the hypertensity signal disappears on
DWI. Conclusion The MRI features, especially DWI, can provide valuable information for the clinical
diagnosis of nonalcoholic Wernicke’s encephalopathy.
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Fig. 1 Magnetic resonance image in the same patient before and after treatment
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Fig. 2 The symmetrical abnormal signal intensity in the area around aqueduct in patient
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