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Fig. 1 Brain MRI findings at the first episode of cerebral infarction.

Diffusion-weighted image showed a hyperintense lesion in the ventral upper pons on the right side (A). The lesion was

distributed longitudinally from the ventral surface of the pons suggestive of branch atheromatous disease. Magnetic

resonance angiography showed no apparent stenosis in the major arteries including the basilar artery (B).

Fig. 2 Brain MRI findings at the second episode of cerebral infarction.
Diffusion-weighted image showed a hyperintense lesion in the mid-
pons apart from the first infarction.
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Fig. 3 Clinical course on T,-weighted images of brain MRI.

Brain MRI showed gradual ventricular enlargement and brainstem atrophy over 4 years.
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Fig. 4 Brain MRI findings on admission.
Mid-sagittal section of the gadolinium-enhanced T,-weighted MRI
showed enhancement and adhesion of the thickened leptomeninges
in the ventral pons and dorsal medulla oblongata (arrows). The
obstruction of the foramen of Luschka and Magendie is suspected of

causing hydrocephalus.
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Fig. 6 Microscopic findings of the right inguinal lymph node.
Histopathology of the biopsy specimen of the right inguinal lymph
node (HE staining, X 200, bar = 100 pm). The normal structure of
lymph node is almost entirely replaced with closely packed granulomas.
They are composed predominantly of epithelioid cells with multi-
nucleated giant cells and lymphocytes distributed sparsely. These
findings of non-caseating epithelioid granuloma are compatible with

sarcoidosis.
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Fig. 5 CT images and gallium scintigram of the whole body.
A thoracic CT image with an intensity window for the lung revealed several nodules in the bilateral lung fields and hilum (A).
A contrast enhanced abdominal CT image showed swelling of the right inguinal lymph node (B). A scintigram revealed gallium

accumulation at the right inguinal lymph node (arrow) (C).
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Table 1 Past reports of cases of neurosarcoidosis with brainstem infarction and obstructive hydrocephalus.

Case Age/Sex  Infarction Lymph node swelling ACE level in CSF Biopsy site Treatment Clinical course
Navi, 2009 35/M Pons Mediastinal Not detected Meninges PSL + AZP Stable
Navi, 2009 46/F Pons Mediastinal, abdominal, pelvic High Meninges PSL + MTX  Remission
Present Case 42/F Pons Mediastinal, abdominal, inguinal Not detected Inguinal lymph node PSL Stable

ACE; angiotensin converting enzyme, CSF; cerebrospinal fluid, PSL; prednisolone, AZP; azathioprine, MTX; methotrexate.
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A case of neurosarcoidosis with recurrent brainstem infarction, obstructive hydrocephalus
and brainstem atrophy

Hiroko Kimura, M.D.", Jun Takeuchi, M.D.", Tsuyoshi Tsutada, M.D.",
Kenji Ohata, M.D.”, Masahiko Osawa, M.D.” and Yoshiaki Itoh, M.D."

YDepartment of Neurology, Osaka City University

?Department of Neurosurgery, Osaka City University

Department of Pathology, Osaka City University Graduate School of Medicine

We report the case of a 42-year-old female with neurosarcoidosis who was hospitalized in year 2017 for gait

disturbance. In 2011, she suddenly had vertigo that lasted for a few days. In 2013, she noticed left hemiplegia. A brain
MRI revealed an acute infarction on the right side of the upper pons extending longitudinally from the ventral surface. In
2017, she again had left lower limb paralysis. A Brain MRI showed another infarction on the right side of the mid-pons.

Hydrocephalus and brainstem atrophy were also noted. The patient was referred to our hospital. Upon neurological

examination, she presented with down beat nystagmus, muscle weakness on the left side, and a broad-based spastic gait.
CSF findings included an increased number of cells and protein levels with decreased glucose levels. A contrast-
enhanced MRI revealed basilar meningitis causing hydrocephalus. A contrast CT scan revealed inguinal lymph node

swelling, and scintigram found gallium accumulation. We diagnosed sarcoidosis via a lymph node biopsy. We speculate

that chronic basilar meningitis obstructed the patient’s branching penetrating arteries inducing infarction together with
obstruction of the spinal fluid flow causing hydrocephalus and cerebral atrophy.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:445-450)
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