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Dementia with motor neuron disease includes frontotemporal dementia with motor neuron

disease, amyotrophic Creutzfeldt-Jakob disease, Parkinson-amyotrophic lateral sclerosis-
dementia complex, familial amyotrophic lateral sclerosis, and hereditary spastic paraparesis.
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Fig. 1. Brain MRI of the patient. Initial MRI shows no abnormal finding (Top row). Four months later, follow-up MRI reveals diffuse cortical
atrophy in both frontal, temporal and parietal lobes (Bottom row).
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