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Fig. 1 Spinal cord MRI (1.5 T).
(A) Sagittal T,-weighted lumbar MRI performed 6 days after admission showed a linear low-intensity area in the subdural space (arrow). (B)
Axial T,*-weighted thoracic MRI performed 25 days after admission revealed hematomyelia at Th8/9. (C) Axial T,-weighted thoracic MRI
image at Th8/9 25 days after admission. (D) Gadolinium-enhanced sagittal T,-weighted thoracic imaging performed 25 days after admission

revealed discontinuously enhanced arachnoid membrane and spinal cord.
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Fig. 2 Brain MRI (3 T).
(A and B) Axial T,*-weighted images 9 days after admission (C and D) Axial T,*-weighted images 37 days after admission, showing increased

microhemorrhages after admission (E) Axial susceptibility-weighted image 37 days after admission. We obtained biopsy samples from the right

frontal lobe (arrowhead). (F) Axial diffusion-weighted imaging (DWI) performed 26 days after admission showed a new infarction that had not

existed at the time of admission. (G) Axial DWI performed 49 days after admission revealed a subdural hematoma and a new infarction after

steroid pulse therapy.
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Fig. 3 Pathological findings of the arachnoidal mass.
(A) Angiocentric and angiodestructive polymorphous lymphoid infiltrates were observed. Lymphoid cells infiltrating the vascular wall and wall
thickening are visible (scale bar = 50 um) after hematoxylin and eosin staining. (B) The infiltrating cells included lymphocytes, plasma cells,
histiocytes, and a few eosinophils (scale bar = 20 um), as visualized after hematoxylin and eosin staining. (C) An artery close to the brain
surface in the upper right corner has internal elastic lamina as visualized by Elastica van Gieson staining, and its cavity is narrowed due to
cellular infiltration (scale bar = 20 pm). Immunohistochemical staining revealed CD3 positivity (D; scale bar = 100 pm) and CD20 positivity (E;
scale bar = 100 um). (F) CD20+ lymphocytes were abundant in the center of the arachnoidal mass, and CD20+ cells with large nuclei were

positive for Epstein—Barr virus-encoded small RNAs (scale bar = 10 pm).
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JE, EEEEPRARRIER (7304 7y FF/8F—7%
&) HEERNCEN L. IR RIS ™ A )V A MAESE (varicella
zoster virus-vasculopathy, LLF VZVV & BEGE) CTlZE M
fgs, ZEHIMMRES &7 1) % 910, B DOSETYH
LI A Z e W2 b L. FEFTIE, WIREE
BIRT B SERT D AW &l U CREBD B h o 7288, VZV-
IgM HUARMILEEAE 1 » HORERTIEEMETH Y, PIBER 412
BFL7 20720 VIVV L OEHN S LETH - 7225, R
B HIEHENTH - 7.

LYG OFRIdH 4 TH Y, 14~27% (I HEERER TP S &
OMEDL H 5705, BRIHMLOL > grade 2, 3 TIETHARE
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Abstract

A case of central nervous system primary lymphomatoid granulomatosis
with multiple vascular lesions in the spinal cord and brain

Takahiro Kawase, M.D.”, Yuko Takeuchi, M.D., Ph.D.V?,
Jun Ochiai, M.D., Ph.D.? and Tatsunari Satake, M.D., Ph.D.?

U Department of Neurology, Ekisaikai Hospital
2 Department of Neurology, Masuko Memorial Hospital
9 Department of Pathology, Ekisaikai Hospital

A 71-year-old man was hospitalized because of low back pain and weakness in both lower limbs. He presented with
fever and stiff neck, and his cerebrospinal fluid sample contained blood. MRI revealed intramedullary and epidural
hemorrhages in the spinal cord. Microhemorrhages occurred frequently in the central nervous system over a short
period. A brain biopsy was performed. The diagnosis was primary lymphomatoid granulomatosis (LYG) of the central
nervous system (grade 2). As a result of lymphocytic infiltration to the vascular walls in LYG, hemorrhages occurred in
multiple sites in the central nervous system. The biopsy of samples from the sites of microhemorrhages proved useful
for diagnosis even in the absence of mass lesions.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:618-623)
Key words: lymphomatoid granulomatosis, hematomyelia, stroke, primary central nervous system,
spinal epidural hematoma




