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Table 1 Nerve conduction studies.
Motor NCV Distal latency Amplitude F-wave latency  F-wave frequency
(m/s) (ms) (mV) (ms) (%)
Bef k
Left tibial efore not evoked
After 42.4 7.3 0.16 37.7 75
. . Before not evoked
Right tibial
After 48.2 7.3 0.46 30.4 100
Before 39.1 8.3 0.33 48.3 6.3
Left peroneal
After 36.0 6.2 0.017 38.4 44
. Before 40.5 8.3 1.25 50.8 50
Right peroneal
Aftrer 42.5 5.3 0.11 30.1 44
Sensor NCV Distal latency Amplitude
Y (m/s) (ms) (V)
Before 55.4 3 7.2
Left sural
After 52.9 1.9 9.5
. Before 52.6 3.8 6.7
Right sural
After 54.7 1.6 11.7

Motor nerve conduction velocities of both tibial nerves were not evoked. Both side of peroneal nerves were derived, but decline

of F-wave suggest an obstacle of a nervous roots.

3T UEEFHMEE 579 pg/ml (0~102 pg/mi), sIL-2R 218 U/ml
(BEMH). BEAIAZIE Class 1 TH - 72, FHEEKA T,
TS5 A OSBRI, F S B I ATRECH Y, 1
A A5 i 7 D S B A AR AR VLB R 72 05 F ORI IR IR IR &
F B8 MO 2 58072 (Table 1). MIEHRHAE CT Tid,
256§ B L KEIIRE Y > 3% o7z, AL
MRIIZC, &R R L) ER L 72 BR %729 (Fig. 1), FDG-
PET Tl&, HBRER L4HER, LoMAR, L4ES, V) ¥ /8Hi~o
EfEE D7z (Fig. 2).

ABEtafed (Fig. 3) @ MEEAEL D, BRIBROEE % 5
V), FDG-PET T % 807z LAMER OB %772, 2D
FERNBI~ PRI DO AEE A % 5 B N & 520, Mok
N AIMEN O 72, g getaTld CD20 Bt %
MBI 722 s, g R B MilaE ) >3
Jifi (diffuse large B cell lymphoma; DLBCL) T& % & Oz
Fo7z (Fig. 4). M &HIME% 72072 2 & 55 %58 a HiE
NS ZET 7225, CD138 Yuth THuth S N % MILIZIRE CIE
A2 33809, LRMEmEIIRENTH o7z, TF
FRAY U CTHRER AL, WETHEEZ I, R-CHOP
(rituximab, cyclophosphamide, hydroxydaunorubicin, oncovin,
prednisone (prednisolone)) #iE % G L7z, Z DGR, G
BkG 1 2 A BIIE TR OER LB REE, FiMET, R
YCEEN & 7% o 72, {BIRBIG 2 20 H %1213 sIL-2R 493 U/ml
(IEH 122~496 U/ml), IgG 1,236 mg/dl & WAL T L, 1IE%
L L7278, &psrmifd (EERIKE) CldM &AMy
R &7z, GG 5 2 A O MR LEEMRAT T, IEH
RHSEHRREE 22 0, 45482 m/s, CMAP0.46mV, /£ 42.4m/s

CMAP0.16 mV & 7% o7z, F72, FEF RO F JE#EE 30.4 ms
(£7), 37.3ms (A), EHE100% (£7), 75% (k) Lk
L, BEEHRED FIoEMEN50% (F), 4% (F) L
#L7z EEHSWMRE (RIEEKIKE) Tk, HES»HE
TH MEHBN Y FE2ED. EE MRl TIEEROEED
HFAZERR L, F 72 FDG-PET T I RIRZERIEHE, KENIRE
1) 2 SH % & OEREIEINZE L 7.
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VRO R STRES s A BT 5 Y. EEERE LT, R
BIRTHEDS S T 575, BYUER B4 70 L OWNEHERIZ
PEFEF DR END YY) LoSE L ERT R EERO—D
ThY), BREGHAZELY) Y NEOREIFHAEINS.
FRIZ R MmN ) > o8l (IVL) o#iEhitoohs. B
RBREFEHEZRE LY NEICOWT, B LA 2R
(Table 2)” W25, M 5DOHFTMEHIMFEIZ OV THRRODH
LS ERED vy, M & HIMIE % F 9 % polyneuropathy & L
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Fig. 1 Lumbosacral MRI findings.
T,-weighted sagittal image (1.5 T, TR 4,500 ms, TE 98 ms) showed no abnormality (A). Gadlinium-enhanced T,-weighted sagittal
image (1.5 T, TR 500 ms, TE 11 ms) showed enhancement of cauda equine (arrow) (B). Gadlinium-enhanced T,-weighted coronal
image (1.5 T, TR 676 ms, TE 11 ms) showed enhancement of bilateral L5 narve roots (arrows) (C). Gadlinium-enhanced T,-weighted
axial (1.5 T, TR 538 ms, TE 11 ms) and coronal (1.5 T, TR 538 ms, TE 11 ms) images showed enhancement of bilateral L5 narve
roots (arrows) (C, D).

Fig. 2 FDG-PET findings.
Sagittal image showed accumulation localized in the fourth and fifth lumbar vertebra, cauda equine (A).

Vertebral image showed accumulation locaied in the cauda equine of fifth lumbar vertebra (B).

T, EROBEEDSHITONLD, o OBBITRIENTE JETHMEAZET LI LD Y, EEIZEHRTIT, T
R 70 &110 X 2 KRG MR E S Cd 1), A11d lymphoma BWICEY, WEH R IET 28D 5,
OEFRFHEEZON, WENrERLEEZ LMD, LKW REITIE, HEBEOBBBIZE ClE, MEHIZEE CuEE
SHIZHEATS 2 BRBEDOR, ) VSR EET H0E KikEi) TH LA, IgGITIEFILL

WH LN, TOE, FHEOHEN L LETHD. EHEY 8 KOO RERAT T, 1EHE 5 2 H %D follow 12T, FFIZ
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A plasmocyte wasn't admitted by a hematoxylin and eosin stain (A). Some large cells were positive for CD20 staining, (B). Few
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Fig. 3 Biopsy of the fourth vertebral arch findings (Bar = 20 um).

cell were positive for CD3 staining. (C). A little cells were positive for CD138 staining (D).
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Fig. 4 Clinical course.

To diagnosis, we performed a biopsy of the fourth vertebral arch. After diagnosis. the patient received dexamethasone and

R-CHOP (rituximab, cyclophosphamide, hydroxydaunorubicin, oncovin, prednisone (prednisolone)) chemotherapy. Neurological

symptoms were improved significantly.
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Table 2 Lymphoma with syndrome of cauda equine.

Auther (year) Age/sex Cell type M-protain Therapy Others
Mauney” (1983) 68/F B cell N.D. RT

Knopp? (1994) 69/F N.D. N.D. N.D

Giobbia” (1999) 30/F B cell N.D. RT/CT EBV positive
Zagami® (2003) 71/F B cell N.D. CT MTX + CHOP
Tajima” (2007) 67/F B cell N.D. RT/CT MTX
Khong"” (2008) 16/M B cell N.D. RT/CT CODOX-M
Morita™ (2009) 67/M NK/T cell N.D. RT

Nishida' (2012) 47M B cell N.D. CT/RT MTX, Ara-C
Nakashima'™ (2013) 59/M B cell N.D. RT/CT MTX
This case 63/M B cell IgGk CT R-CHOP

RT: radiotherapy, CT: chemotherapy, N.D.: not descrived, EBV: EB virus, MTX: methotrexate, CHOP:
cyclophosphamide, hydroxydaunorubicin, oncovin, prednisone (prednisolone), R-CHOP: rituximab, cyclo-
phosphamide, hydroxydaunorubicin, oncovin, prednisone (prednisolone), CODOX-M: cyclophosphamide,
vincristine, doxorubicin, methotrexate, Ara-C: cytarabine.

We searched ceses of lymphoma with syndrome of cauda equine, and there were no cases with M-

proteinemia.
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Abstract

A case of neurolymphomatosis presented as cauda equine syndrome
accompanied with M-proteinemia

Hirofumi Konishi, M.D.”, Yoshiharu Taguchi, M.D., Ph.D."”, Mamoru Yamamoto, M.D.",
Takamasa Nukui, M.D., Ph.D.”, Nobuhiro Dougu, M.D., Ph.D.” and Yuji Nakatsuji, M.D., Ph.D."

UDepartment of Neurology, Toyama University Hospital

A 63-year-old man developed a syndrome of cauda equine, with the numbness which is a left lower extremity from
the left buttocks, weakness of left leg, and a dysfunction of bladder and bowel. Enhanced MRI revealed the enhancement
of lower cauda equine, and a nerve conduction test revealed decreased F-wave persistency in the tibial nerve and
increased F-wave latency in the peroneal nerve on the both sides. M-proteinemia was admitted and myeloma was
suspected. By a biopsy of a vertebral arch, we diagnosed with diffuse large B-cell lymphoma. We treated with
dexamethasone and R-CHOP (rituximab, cyclophosphamide, hydroxydaunorubicin, oncovin, prednisone (prednisolone)),
then the symptom was improved. In case of caude equine syndrome with M-proteinemia, a possibility of the malignant
lymphoma should also be considered.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:223-228)
Key words: diffuse large B cell lymphoma, neurolymphomatosis, M-proteinemia, cauda equine syndrome




