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Secondary Degeneration of the Ipsilateral Thalamus and Substantia

Nigra Following Cerebral Infarction in the Striatum

Jiwoong Kim, MD, Joonyup Kim, MD, Kwon-Duk Seo, MD, Sunjung Han, MD, llhong Son, MD, Sung |k Lee, MD

Department of Neurology, InAm Neuroscience Center, Sanbon Hospital, Wonkwang Unversity School of Medicine,

Gunpo, Korea

Secondary degeneration after ischemic stroke has been demonstrated by computed tomography and magnetic resonance

imaging. We report a 77-year-old man with striatal infarction followed by multifocal degeneration that developed in a

stepwise manner at the ipsilateral substantia nigra and thalamus on diffusion-weighted images obtained at 4 weeks, 6 weeks

and 20 weeks after onset. We also review the underlying pathophysiology and its clinical meanings.
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Figure 1. Magnetic resonance angiography showed occlusion of the right internal carotid artery at the initial ischemic attack

(A, B). Ten days after the onset, computed tomographic angiography revealed recanalization of the occluded artery (C, D).
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onset 4 weeks after onset 6 weeks after onset 20 weeks after onset

Figure 2. Diffusion-weighted images (DWI) and apparent diffusion coefficient (ADC) maps through the thalamus or subtantia nigra. (A, B) The
initial scan showed a striatal infarct (arrow) without any signal change at the ipsilateral substantia nigra or thalamus. (C, D) High signal intensity on
DWI and ADC drop at the substantia nigra (arrow) was seen at the first interval of four weeks after onset. (E, F) Additional signal changes at the
ipsilateral dorsomedial thalamus and head of caudate nucleus (arrows) appeared at the second interval. (G, H) All the previous signal changes at

those regions were disappeared (arrows) twenty weeks after onset.
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