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Fig. 1 Spinal magnetic resonance imaging (MRI) findings before rituximab-containing chemother-

apy on admission.

A: T1 weighted (sagittal, 1.0 T; TR 575 ms, TE 10 ms) image.

B: T2 weighted (sagittal, 1.0 T; TR 3,100 ms, TE 120 ms) image.

C: T1 weighted (axial, 1.0 T; TR 480 ms, TE 15 ms) image at Th12 spinal level.

D: T2 weighted (axial, 1.0 T; TR 3,100 ms, TE 108 ms) image at Th12 spinal level.

Fig. 1A and Fig. 1B showed swelling in the conus medullaris. Fig. 1B showed dorsal dominant
high signal intensity in the conus medullaris (arrows). Fig. 1D showed high signal intensity in the
central to dorsal spinal cord (arrowhead), and slight low signal intensities in the bilateral spinal

cords adjacent to the high signal intensity lesion at Thl2 spinal level.

Fig. 2 Abdominal CT.
Abdominal CT showed a tumor in the anterior superior

segment of the right liver lobe.
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Fig. 3 Histology of skin biopsy.
Blood vessel was filled with large atypical lymphoma cells (hematoxylin-eosin staining). A: bar =200
um, B: bar =50 um

o ® 6 o 6 ® O

rituximab (mg) 25 400 400 400 400 400 400
CPA (mg) 600 600 600 600 600 600
THP (mg) 60 60 60 60 60 60
VCR (mg) 12 12 12 12 12 12
PSL(mg) 30 35 375 375 40 40

© b888888

é ‘ggszy’ Sk w2Qmo/day at start and gradually tapered off
50 mg/day at start and gradually tapered off

sensory
disturbance

weakness of
lower limbs

vesicorectal
dysfunction

Iﬁ

intrathecal injection t " '

MTX 15 mg
PSL 10 mg
serum sIL-2R (U/ml)
6,000
5,000
L2\
4,000 \
3,000 \
2,000 \
10001 €@ \ :
0
Oct. Dec. Feb. Apr. Jun. Aug. Oct. Dec.
2009 2010

Fig. 4 Clinical Course.
CPA: cyclophosphamide, THP: pirarubicin, VCR: vincristine, PSL: prednisolone, mPSL: methylpred-
nisolone, MTX: methotrexate
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Fig. 5 Time course of spinal MRI, spinal CT after rituximab-containing chemotherapy.
A: T2 weighted (top: sagittal, 1.0 T; TR 3,300 ms, TE 120 ms, bottom: axial, at Th12 spinal level, 1.0
T; TR 3,000 ms, TE 108 ms) image on June 2010.
B: T2 weighted (top: sagittal, 1.0 T; TR 3,500 ms, TE 120 ms, bottom: axial, at Th12 spinal level, 1.0
T; TR 3500 ms, TE 108 ms) image on September 2010.
C: T2 weighted (top: sagittal, 1.0 T; TR 3,500 ms, TE 120 ms, bottom: axial, at Th12 spinal level, 1.0
T; TR 3500 ms, TE 108 ms) image on December 2010.
D: T2* weighted (top: sagittal, 1.0 T; TR 375 ms, TE 17 ms, bottom: axial, at Th12 spinal level, 1.0 T;
TR 375 ms, TE 17 ms) image on January 2011.
E: spinal CT at Th12 spinal level on January 2011.
Fig. 5A-C: T2 weighted sagittal image showed gradual improvement of swelling and high signal in-
tensity, and showed low signal intensities in the conus medullaris (arrows). T2 weighted axial im-
age at Thl2 spinal level showed low signal intensities in the bilateral spinal cords adjacent to the
high signal intensity lesion, and the borders of these lesions became gradually clear.
Fig. 5D: T2* weighted sagittal image showed low signal intensities in the conus medullaris, and T2*
weighted axial image at Thl2 spinal level showed low signal intensities in the bilateral spinal
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cords.

Fig. 5E: Spinal CT at Th12 spinal level showed no high density area.
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Abstract

Intravascular large B-cell lymphoma with low signal intensity lesions on T, weighted spinal magnetic
resonance image that were suspected to be hemorrhages

Tomoko Ishikawa, M.D.”, Yuko Ogata, M.D.”, Junko Tsuda, M.D.?,
Katsumasa Goto, M.D." and Hiroshi Kikuchi, M.D.”
"Department of Neurology, Nishibeppu National Hospital
“Department of Hematology, Nishibeppu National Hospital
“Department of Dermatology, Nishibeppu National Hospital

A 79-year-old female had a spinal lesion that was definitely diagnosed as intravascular large B-cell lymphoma
on the basis of skin biopsy findings, and she was treated by rituximab-containing chemotherapy. The spinal lesion
showed high and low signal intensities on T, weighted magnetic resonance imaging (MRI) scans, those low signal
intensity lesions were suspected to be hemorrhages. The hemorrhages were thought to have been caused by in-
teraction between atypical lymphoma cells and the endothelial cells of spinal blood vessels, by hemorrhagic infarc-
tion or by rupture of the capillary endothelium due to interaction between rituximab and lymphoma cells. In-
travascular large B-cell lymphoma cases rarely show low signal intensity on spinal T: weighted MRI scans.

(Clin Neurol 2012;52:344-350)
Key words: intravascular large B-cell lymphoma, spinal lesion, skin biopsy, hemorrhage, T» weighted magnetic reso-
nance imaging




