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Table 1 Nerve conduction study on first admission, before and after rituximab treat-
ment.
Nerve first before rituximab 6 months after

admission therapy rituximab therapy.
R. Median 42.8 315 36.0
MCV (m/s) R. Ulnar 46.8 39.6 36.4
L. Tibial 36.8 238 279
R. Median 9.06 10.60 9.62
Distal latency (ms) R. Ulnar 546 5.26 5.00
L. Tibial 9.25 10.15 8.76
R. Median 876 6.54 11.15
CMAP amplitude (mV) R. Ulnar 1113 948 10.18
L. Tibial 5.50 2.69 2.29
R. Median NE NE NE
SCV (m/s) R. Ulnar NE NE NE
L. Sural 46.7 NE NE
R. Median NE NE NE
SNAP amplitude (V) R. Ulnar NE NE NE
L. Sural 0.441 NE NE

NE: not evoked

MCV: motor nerve conduction velocity
CMAP: compound muscle action potential
SCV: sensory nerve conduction velocity
SNAP: sensory nerve action potential
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BRI T IgM-x type ® M & ILE % & & 7z, Pilgdt
& 80 57245, HT DNA $ifk, Pt SS-A Bifk, T SS-B Hifkidka
HCTHhosz. WM IL-2 Z5KIE 486U/ mL LB LA LT
W7z, IiEYT MAG Pufhid western blot % d H W TEMY
WCHE Lz o > ba— b TN Y R S wvwas,
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Fig. 1 Pathological findings of the right sural nerve.
A: Epon-embedded section. Moderate decrease in myelinated fiber density, predominantly large
myelinated fiber.
B: Epon-embedded section. Thin myelination (arrow) was observed.
C: Epon-embedded section. Redundant myelination (arrow) was observed.
D: Electron micrograph section. Widely spaced myelin (areas between arrows) was observed in
some of the outer lamellae of the myelin sheath.
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mab DA EA~OF AL SO, 7T oK IR
WY CH ZORF I ST L. RIFTIE, B
MAG PufRBE = 2 — a3 F — 2% 5 5 rituximab 12 & %4
BRGIZTLMEDP P ESNIHE LR wD®, REICik
rituximab ¢ 5-% 3 7 A BHUZERICK & B bIZ b o 72
V3, Be5- 6 7 B CERAIERIZ TR 72 258085 & 7 - 72 Bt
MAG YRR = 2 — 1 /8 F — Tl rituximab % 5- 3 & A #
POIEROYFHEE AL D LEM VLV EHREIN TS,
ARBITIE, rituximab %512 & 5 IER O L LR E C
B o725, KR 51374 & HIRBOMET 2 HIH T X
7o R SRIR S e,

Rituximab OEFFICET LR T L LT, RO L)
V232 5-Ri OB MAG HUAAMG = il R0 AL BE 2550 E B VTR
PFRRBZONE ZENRLVERBEINTVEY, — 5T, #iT
MAG JUAMIAAE B BRRAER AT E T A DD 5 & D »
b TWBY, REITIIBIENE6 4 H L BRORN
MEAXHET LI EIIHIETH 5, 5772 OERBES



51 : 348

FRERHR#ES 51%57% (2011: 5)

Rituxima;b
IgM (mg/dl) 1VIG 375mg/m*x4 MAG(irrllﬁE?;dnsg) titers
1,200 \ 4 uu 120
1,000 oy 100
800

600 - 60

B

400 o
r=lg
208 —e—MAG antibody (2)0
12 10 8 6 4 2 First 2 4 6 8 10
admission (months)

Upper limb paresthesia

Lower limb paresthesia

——
e o [T
-

-

4—-----‘.ll......

I e ) e
(MR [RAR|

i I

Fig. 2 Clinical course of this case.
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Beneficial effects of rituximab in a case of anti-myelin antibody-associated neuropathy

Takashi Shimoyama, M.D., Hiroshi Yaguchi, M.D., Renpei Sengoku, M.D., Hiromasa Matsuno, M.D.,
Hidetaka Mitsumura, M.D., Yu Kono, M.D. and Soichiro Mochio, M.D.
Department of Neurology, The Jikei University School of Medicine

We report here in a 61-year-old woman in whom sensory disturbance predominantly affecting the distal por-
tion of the limbs progressed over the course of 1 year. Blood tests showed IgM monoclonal gammopathy as well as
the presence of anti-myelin-associated glycoprotein (MAG) antibody. Nerve conduction studies revealed signifi-
cant prolongation of distal latency, and sural nerve biopsy showed IgM deposition on the myelin sheath. She was
diagnosed as suffering anti-MAG neuropathy. High-dose intravenous immunoglobulin therapy proved to be inef-
fective and her symptoms progressed. Therefore, rituximab was administered and the sensory disturbance im-
proved. Although no detailed studies on rituximab therapy for anti-MAG neuropathy have been reported in Ja-
pan, the present findings suggest that rituximab may be more effective than immunoglobulin therapy and other
conventional therapies that have been used for autoimmune neuropathies.

(Clin Neurol 2011;51:345-349)
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