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Opalski Syndrome Presenting as Sensorimotor Deficits Ipsilateral to

Cerebral Infarction

Ha Kyeu An, MD, Jong Wook Shin, MD, Soo Young Kim, MD, Hee Jin Chang, MD, Hye Seon Jeong, MD, PhD

Department of Neurology, Chungnam National University School of Medicine, Daejeon, Korea

Opalski syndrome is a rare lateral medullary infarction variant presenting with ipsilateral motor deficits known to be caused

by involvement of the post-decussating pyramidal tract. Here, we report two rare cases of Opalski syndrome presenting as

ipsilateral sensorimotor deficits in cerebral infarction.
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Figure 1. Initial brain MRI and MRA images of case 1. Diffusion-weighted images (A), T2-weighted images (B), and, fluid-attenuated inversion
recovery images (C) show high signal intensity in the lateral portion of the right caudal medulla (red arrowheads). Mild stenoses are observed in
both intracranial vertebral arteries and the vertebrobasilar junction on time-of-flight (D) and contrast-enhanced MRA (E). MRI; magnetic resonance
imaging, MRA; magnetic resonance angiography.
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Figure 2. Follow-up brain diffusion-weighted images (A, upper panel) and T2-weighted images (B, lower panel) of case 1. High signal intensity
lesion of the lateral medulla, first seen on the initial images, is further extended dorsomedially (red arrowhaeds).

Figure 3. Brain and cervical -spine MRI of case 2. Diffusion-weighted images (A) and T2-weighted images (B) show high signal intensity lesions

(red arrowheads) in the lateral portion of the left caudal medulla, which extended dorsomedially. On sagittal T2-weighted image, a high signal

intensity lesion is shown from the lower medulla oblongata to the upper cervical spinal cord, C1 level (C). There are no significant abnormalities

in the large arteries on time-of-flight (D) and contrast-enhanced MRA (E). MRI; magnetic resonance imaging, MRA; magnetic resonance

angiography.
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