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enhanced T;-weighted MRI (3.0 T, TR 23 ms TE 2.23 ms) on hospital day 47 showing regression and disappearance of the enhancing leptomeningeal

BRERH#ES 60 % 35 (2020 : 3)
Table 1 Laboratory Findings.
Hematology Biochemistry Serology Cerebrospinal fluid analysis
WBC 13,830/ul AST 211 U/l CRP 1.035 mg/d! Opening pressure 160 mmH,0
Neu 87.9% ALT 114 U/ ACE 9.0 U/l Cells 12/u (poly 4, mono 8)
Eo 0% LDH 552 U/I Lysozyme 5.1 pg/m/ Glu 28 mg/d!
Mo 4.3% ALP 192 U/l sIL-2R 331 U/m/ Protein 542 mg/d!
Ly 7.7% v-GTP 52 U/l T-SPOT (-) ACE 1.0U/
RBC 411 x 10%/W T-Bil 0.4 mg/dl TSH 2.732 puIU/ml Lysozyme 9.7 ug/m/
Hb 13.1 g/d! CK 4081 U/l Free T3 2.13 pg/m/ ADA 1.6 1U/I
Ht 38.2% BUN 20.1 mg/d! Free T4 1.04 pg/m/ Culture for bacterium (—)
PIt 33.8 x 10%w Cr 0.62 mg/dl ANA < 40 PCR for tuberculosis (—)
UA 4.8 mg/dl Anti- Sm-Ab 1.3 U/m/ C. neoformans (—)
Coagulation NH3 31 pg/ml Anti- SSA-Ab < 1.0 U/m/ Cytology class I
APTT 29.3 sec Na 138 mEq/I Anti- SSB-Ab < 1.0 U/m/
PT 12 sec K 4.6 mEq/l Anti- ds-DNA Ab < 10.0 IU/m/
PT-INR 0.95 C1100 mEq/! RF < 5IU/ml
FDP 6.7 pg/ml Ca 9.2 mg/dl Anti- CCP-Ab < 0.6 U/m/
D-dimer 2.5 pg/m/ Glu 164 mg/dl PR3-ANCA 1.4 U/ml
HbAlc 5.7% MPO-ANCA < 1.0EU
IgG4 93.8 mg/di

Anti-HIV Antibody (—)

Fig. 1

Brain MRI.
(A, B) MRI (FLAIR: 3.0 T, TR 10,000 ms TE 120 ms) on hospital day 1 showing hyperintense areas in the temporal and posterior frontal surfaces
bilaterally, insula, subcortical white matter, cerebellum, and brainstem. (C-F) Gadolinium-enhanced T;-weighted MRI (3.0 T, TR 4.65 ms TE
2.89 ms) on hospital day 5 revealing diffuse leptomeningeal enhancement with multiple nodular lesions. (G-J) After treatment, gadolinium-

lesions. The diffuse thickening is probably attributable to the repeated spinal taps.
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. F— Lovet
Anticonvulsant " 2000mg/d
(day 1~4) (day 5~11) (day 12~)
L Meropenem6000mg/day (day 1~10)
Antibiotic drugs
Aciclovirl500mg/day
(day 1~ 6)
mPSL 1000mg/day
@y 24-26) PSL30mg/d:
Steroid gty Psmwwm—'—‘
(day 32~50) | (day 51~85 mg/day|  PSI 20mg/day| PSL15me/da
“‘ i ) | ayss~s9) (day 99~) | (day “n;iyv] Y
CSF day 1 day 5 day 21 day 35 day 62
Cell, /uL 12 7 1 3 4
Mono 4 6 1 3 4
Poly 8 1 0 0 0
Protein, mg/dL 542 266 258 195 204
Sugar (serum), mg/dL 28 (164) 24 (118) 37 (86) 33 (78) 46 (63)
ACE (UL) L0 0.6 0.6
Lysozyme (ug/mL) 9.7 4.0
MMSE 0 (day 12) 12 (day 71) 18 (day 130)
others Contrast-enhanced MRI biopsy Contrast-enhanced MRI
(day 5) (day 13) (day 47)

Fig. 2 Clinical course.

On hospital day 1, the patient was started on levetiracetam for convulsions, meropenem for possible bacterial meningitis, and acyclovir for possible

viral meningitis. Contrast-enhanced brain MRI on day 5 reveals diffusely enhanced leptomeninges and enhanced multiple nodular lesions. On

hospital day 13, a diagnostic open brain biopsy was performed and a diagnosis of neurosarcoidosis is established by pathologic examination of

the specimen. On hospital day 24, methylprednisolone pulse therapy was initiated, followed by oral prednisolone therapy. On hospital day 47,

repeat contrast-enhanced brain MRI reveals shrinkage of the enhancing leptomeningeal lesions. Consistent with the radiologic improvement,

cerebrospinal fluid analyses show decreased concentrations of angiotensin-converting enzyme and lysozyme and improvement in the glucose

concentration. The dose of prednisolone was tapered to 15 mg/day, and the patient was transferred to another hospital on hospital day 145.
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Fig. 3 Intraoperative photograph and photomicrographs of sections of the cerebral biopsy specimens.

(A) Intraoperative photograph showing yellowish and cloudy discoloration of the brain surface. (B, C) Photomicrographs of the cerebrum showing

infiltration of numerous inflammatory cells with occasional multinucleated giant cells. The inflammatory cells, including the lymphocytes and

plasma cells, show no apparent nuclear atypia. There is no vasculitis in the sections. Hematoxylin and eosin stained. (D) CD 68 immunoreactive

macrophages and a multinucleated giant cell that is also immunoreactive for CD68 are present in the lesion. Scale bars = 100 um (B, D) and

50 pm (C).
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Abstract

Case of isolated neurosarcoidosis requiring differentiation from tuberculous meningitis

Ichiro Deguchi, M.D., Ph.D.”, Takashi Osada, M.D., Ph.D.”, Tomonari Suzuki, M.D., Ph.D.?,
Shinya Tabata, M.D.?, Eiichi Arai, M.D., Ph.D.”, Akira Uchino, M.D., Ph.D.”, Takeshi Hayashi, M.D., Ph.D.",
Shinichi Takahashi, M.D., Ph.D.", Suketaka Momoshima, M.D., Ph.D.” and Masaki Takao, M.D., Ph.D."”

YDepartment of Neurology and Cerebrovascular Medicine, Saitama Medical University International Medical Center
“Department of Neuro-Oncology/Neurosurgery, Saitama Medical University International Medical Center
¥Department of Pathology, Saitama Medical University International Medical Center
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“Center for Preventive Medicine, Keio University School of Medicine

A 62-year-old woman was transported to our hospital for management of generalized clonic seizures. Cerebrospinal

fluid examination showed an increased monocyte-dominant cell count, high protein concentration, and low glucose

concentration that was 17% of the plasma glucose concentration. Contrast-enhanced cranial magnetic resonance imaging
revealed diffuse leptomeningeal enhancement with multiple nodular lesions. She underwent examinations that ruled out
the following conditions: tuberculous meningitis, systemic sarcoidosis, malignant lymphoma, carcinomatous meningitis,

and central nervous system vasculitis. On hospital day 13, dural and brain biopsies revealed neurosarcoidosis, for which

steroid therapy was administered. Thereafter, imaging examinations showed marked improvement. Because isolated

neurosarcoidosis is difficult to diagnose, early pathologic diagnosis may be essential.
(Rinsho Shinkeigaku (Clin Neurol) 2020;60:213-218)
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