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Fig. 1 Neuroradiological findings.
A. Brain CT 4 months before the onset of transient neurological deficits (TNDs) showing a subarachnoid hemorrhage in the anterior part of the
longitudinal fissure of the cerebrum and a subdural hematoma along the cerebral falx. B. Brain CT at 1 month before the TND onset showing
bilateral chronic subdural hematomas. C. Brain CT on admission (Day 1) showing residual bilateral subdural hematomas. There were no
hyperdense lesions in the cerebral sulci adjacent to the left subdural hematoma, suggestive of subarachnoid hemorrhage. D and E (Enlarged view
of Panel D). Fluid-attenuated inversion recovery (FLAIR) imaging of the head on admission showing hyperintense lesions in the sulci adjacent to
the left subdural hematoma. F. T,* imaging showing no abnormalities including hypointense changes in the sulci where hyperintense lesions are
observed on FLAIR. G. Three-dimensional stereotactic surface projections of single-photon emission CT on Day 6 showing low-uptake regions in
the left precentral gyrus, postcentral gyrus, inferior parietal lobule, and superior temporal gyrus just below the subdural hematoma (arrows). H. CT
angiography on Day 7 showing cortical branches of the left middle cerebral artery (arrowheads) that is deviated due to hematoma and has no

obvious stenotic lesions.
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Fig. 2 Clinical course.
After admission, the patient was treated with heparin sodium and edaravone because of a tentative diagnosis of transient ischemic attack,
and Gorei-san was also administered. However, the transient neurological deficits (TNDs) recurred one to three times/day. Thereafter,
heparin sodium and edaravone were withdrawn, and verapamil was started on Day 2. The frequency and duration of TNDs decreased with a
peak on Day 7. On Day 8, the patient was discharged from hospital, and the dose of Gorei-san was reduced and verapamil was
discontinued. On Day 10, the final seizure (12th seizure in total) occurred at home. CT, computed tomography; CTA: computed tomography
angiography; EEG: electroencephalography; MRI: magnetic resonance imaging; SPECT: single-photon emission computed tomography;

TND: transient neurological deficits.
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Transient neurological deficits in a patient with chronic subdural hematoma
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Abstract: A 62-year-old, right-handed man was diagnosed with asymptomatic bilateral chronic subdural hematomas and
underwent hematoma removal on the left side only. At 1 month after surgery, he was admitted to our hospital because he
began to have one or two attacks/day of apraxia of speech and dysesthesia of the right hand with a duration of
approximately 5 min. The left hematoma had not re-expanded, but fluid-attenuated inversion resonance imaging showed
hyperintense lesions in the sulci adjacent to the hematoma. Moreover, single-photon emission computed tomography
revealed low-uptake lesions in the left cerebrum adjacent to the hematoma. Electroencephalogram showed no
abnormalities, and CT angiography showed a slight deviation of the left middle cerebral arteries due to the hematoma. The
attacks disappeared within 10 days, although the volume of the hematoma was unchanged. It was suggested that his
transient neurological deficits were caused by cerebral ischemia related to chronic subdural hematoma.

Key words: chronic subdural hematoma, transient neurological deficit, transient ischemic attack, epilepsy,

cortical spreading depolarization
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