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Fig. 1 MRI of the brain.
(A) Axial FLAIR (repetition time (TR) 8,000, echo time (TE) 102, inversion time (TI) 2,400) and (B) sagittal T,-weighted images (TR 450, TE
11) showing convexal subarachnoid hemorrhage on the left precentral sulcus (arrow). (C) Axial diffusion weighted (TR 3,100, TE 86), (D) axial
T, star weighted (TR 550, TE 18) and (E) coronal FLAIR (TR 8,000, TE 102, TI 2,400) images indicating left frontal cortical venous thrombosis
(arrow). (F) Axial T,-weighted (TR 550, TE 14) and (G) axial T,-weighted (TR 3,370, TE 84) images revealing subdural hematoma in the posterior
cranial fossa (arrows). (H) Axial gadolinium-enhanced T,-weighted image (TR 556, TE 17.0) showing diffuse dural thickening with pachymeningeal

enhancement (arrows).
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Fig. 2 MRI of the spine.
(A)(B) Sagittal T,-weighted images (TR 1,200, TE 162) show abnormal fluid retention in the abdominal side of the lower cervical
spine level (arrow) and the dorsal side of the upper thoracic spine level (arrowhead). (C) Axial T, star weighted image (TR 700,

TE 21.0) showing abnormal fluid retention in the epidural space and floating dural sac sign (FDSS) at Th7/8 (arrow).
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Fig. 3 Radionuclide cisternography and CT myelography.
(A) One-hour radionuclide cisternography image showing tracer leakages at the cervical, thoracic, and lumbar spine levels (arrows).
(B) CT myelography image indicating epidural contrast agent leakage at the cervical (a, C7/Th1), thoracic (b, Th11/12), and lumbar
(c, L3/4) spine levels (arrows).
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Abstract

A case of spontaneous intracranial hypotension with transient neurological symptoms

Mieko Sugiura, M.D.", Koichi Shibata, M.D., Ph.D."”, Satoshi Saito, M.D.",
Yoshiko Nishimura, M.D.", Koichi Takahashi, M.D., Ph.D.? and Hiroshi Sakura, M.D., Ph.D."

YDepartment of Internal Medicine, Tokyo Women’s Medical University Medical Center East
“Department of Neurosurgery, Sanno Hospital

A 41-year-old woman experienced back pain upon waking up. Immediately afterward, she experienced a continual
orthostatic headache. Thereafter, right ear fullness and dizziness also occurred. One month later, she became aware of
repeated numbness that started in the right hand and spread to the right half of the body and lower limbs and continued
for repeated periods of approximately 20-30 min. Neurological examination revealed no abnormal findings except for
orthostatic headache. Electroencephalography showed no epileptic discharge. Head MRI revealed left convexal
subarachnoid hemorrhage (cSAH) restricted to the prefrontal sulcus, left frontal cerebral venous thrombosis, diffuse
dural thickening with gadolinium enhancement, and subdural hematoma in the posterior cranial fossa. Spinal MRI
revealed epidural fluid accumulation around the thoracic spine. CT myelography revealed cerebrospinal fluid leakages at
the cervical, thoracic, and lumbar vertebrae levels. The patient was diagnosed with spontaneous intracranial hypotension
(SIH), which was treated effectively with a blood patch. In this case, cSAH may have resulted from rupturing of the
vessel wall as a result of cortical venous thrombosis induced by SIH. The repeated transient neurologic symptoms
suggesting migraine aura may have originated from c¢SAH, which in turn led to cortical spreading depression. The
diagnosis and management of SIH can be often difficult; therefore, repeated migraine-aura-like symptoms are a critical
sign of complication with cSAH and cortical venous thrombosis.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:530-535)
Key words: spontaneous intracranial hypotension, convexal subarachnoid hemorrhage, transient neurologic symptoms,
cortical spreading depression, migraine aura




