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Fig. 1 Cervical MRI findings.
T,-weighted sagittal image (1.5 T; TR 469 ms, TE 9.40 ms) showed no abnormal signal intensity (A). Gadolinium-enhanced T,-weighted
sagittal image (1.5 T; TR 587 ms, TE 10.17 ms) showed enhanced lower cervical and upper thoracic nerve roots (arrows) (B). T,-weighted
sagittal image (1.5 T; TR 3,102 ms, TE 97.68 ms) showed longitudinally extending hyperintensity in the dorsal part of cervical spinal cord (C).
T,-weighted axial image (1.5 T; TR 6,445 ms, TE 98.65 ms) showed hyperintensity in the dorsal spinal cord at the level of C3 vertebra (arrows)
(D). Gadolinium-enhanced T,-weighted axial image (1.5 T; TR 431 ms, TE 9.19 ms) showed enhancement of bilateral cervical nerve roots
at the level of C5 vertebra (arrows) (E).

Fig. 2 Lumbosacral MRI findings.
Gadolinium-enhanced T,;-weighted sagittal image (1.5 T; TR 580 ms, TE 8.62 ms) showed enhanced lower thoracic, lumbar,
and sacral nerve roots (arrows) (A). Gadolinium-enhanced T,-weighted mid-sagittal image (1.5 T; TR 580 ms, TE 8.62 ms)
showed enhancement of cauda equina (arrows) (B). Gadolinium-enhanced T;-weighted axial images (1.5 T; TR 444 ms, TE
8.01 ms) showed enhancement of cauda equina at the levels of L1 and L3 vertebrae (C and D).
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Table 1 Nerve conduction studies.
Motor Nerve Conduction Study F-wave

CMAP-amplitude (mV)

Nerve DL MCV (peak to peak) frequency latency FCV
(ms) (m/s) X : (%) (ms) (m/s)

distal proximal
Rt. Median 3.60 48.6 2.14 2.05 0 NA NA
Rt. Ulnar 3.26 51.6 3.58 3.25 12 31.9 50.9
Rt. Tibial 5.56 45.1 8.71 5.90 100 54.8 36.1

DL: distal latency, MCV: motor conduction velocity, CMAP: compound muscle action potential, FCV: F-wave conduction velocity,

NA: not applicable.
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Fig. 3 Clinical course.
Cerebrospinal fluid (CSF) analyses revealed elevation of total protein level and cell counts, and also a sustained low glucose level.
Repeated cytology of CSF clarified the diagnosis of recurrent DLBCL presenting neurolymphomatosis. Two courses of high dose
methotrexate therapy (HD-MTX) failed to improve neurological impairments, and the disease was finally worsened to tetraplegia.

Fig. 4 Cytology of cerebrospinal fluid.
May-Giemsa staining showed atypical cells with unordinary large nuclei (A). Immunocytochemistry using

anti-CD20 antibody revealed that atypical cells were positive for CD20 (B).
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Abstract

A case of neurolymphomatosis presenting extended involvement of spinal nerve roots

Masayuki Sato, M.D."”, Minori Furuta, M.D.”, Kimitoshi Hirayanagi, M.D.",
Shun Nagamine, M.D.”, Kouki Makioka, M.D., Ph.D." and Yoshio Ikeda, M.D., Ph.D.”

YDepartment of Neurology, Gunma University Graduate School of Medicine

A 56-year-old man suffered from diffuse large B-cell lymphoma (DLBCL) originated from the stomach. He received
R-CHOP therapy, and had a complete remission. However, at age 57, he experienced left shoulder pain and weakness of
left arm, and his muscle weakness and sensory disturbance subacutely progressed to other limbs. Cervical and
lumbosacral MRI showed enhanced extended lesions of cervical, thoracic, lumbar, and sacral nerve roots and cauda
equina. Cerebrospinal fluid analysis revealed a sustained low glucose level. Nerve conduction study showed
abnormalities of measurement parameters of F-waves in all limbs. A diagnosis of recurrent DLBCL presenting
neurolymphomatosis could be established by repeated cytology of cerebrospinal fluid. He received high dose
methotrexate therapy, but his symptoms were worsened to tetraplegia. It should be noticed that DLBCL can involve
spinal nerve roots extensively.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:333-338)
Key words: diffuse large B-cell lymphoma, neurolymphomatosis, cytology of cerebrospinal fluid, extended radiculopathy




