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Table 1

BRARtES 55%5% (2015:5)

Results of nerve conduction studies performed on day 3 after admission.

Nerve Conduction Studies (Left): Day 3

Motor Conduction

Studies latency (ms) amplitude (mV) MCV (m/s)
Median N wrist elbow axilla wrist elbow axilla wrist-elbow elbow-axilla
3.6 7.9 9.8 15.6 11.9 11.6 54.9 56.7
Ulnar N wrist below elbow above elbow wrist below elbow above elbow wrist- below elbow-
below elbow above elbow
2.9 6.3 8.7 14.2 14.3 12.9 64.7 58.7
Tibial N ankle knee ankle knee ankle-knee
4.6 12.6 3.0 2.2 44.7
::3;;? Conduction latency (ms) amplitude (uV) SCV (m/s)
Median N wrist elbow axilla wrist elbow axilla wrist-elbow elbow-axilla
31 7.1 8.7 13.1 6.5 5.4 59.3 67.9
Ulnar N wrist below elbow above elbow wrist below elbow above elbow belzv“ii:;)ow 2212\1 (:;ZV‘VN-
2.3 5.8 7.9 11.4 6.2 4.5 63.6 54.8
Sural N ankle ankle ankle
3.8 3.3 37.2
F-wave latency (ms) frequency (%)
Median N 28.2 81
Ulnar N 26.6 81
Tibial N 53.6 93

Among the motor nerves, only the tibial nerve showed reduced amplitude of the compound muscle action potential (CMAP) with mild

conduction slowing. Among the sensory nerves, median, ulnar, and sural nerves showed moderately reduced amplitude of sensory nerve action
potentials (SNAPs). In F-wave analysis, only the tibial nerve showed prolonged latency.
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Table 2 Previously reported cases of polyneuropathy with IgG monoclonal gammopathy treated with intravenous immunoglobulin therapy.

Duration of Initial No. of Clinical Featur T ¢ Efficacy of IVIG
inical Features € 0
Age/Sex Symptoms Prior IVIG Cycles (Degree of Disability) Ne yrI()) ath Change in Degree Relapse Author
isabili u
to Treatment (mo) Administered g ¥ patty of Disability
Sensory Nondisabling
1 69, 6 1 A th -
M (Slight) Xonopatiy Symptoms
Sensorimotor
2 66 9 1 Ax th, Slight +
/M (Moderately Severe) onopatiy '8
Sensory Nondisabling
3 70, 12 1 Ax th +
o (Slight) onopathy Symptoms
Sensorimotor
4 5. 1 li h ligh +
IE 3 (Moderately Severe) myelnopathy Stight Gorson KC et al.
Sensorimotor 2002”
5 44, 3 1 li th Slight +
/M (Moderate) myelinopathy ig]
Sensorimotor . Nondisabling
6 54, 6 1 1 th +
M (Moderate) foyelnopatiy Symptoms
S imot
7 73/M 6 1 ensormotor myelinopathy Moderate +
(Severe)
Sensory . Nondisabling
4, 12 1 h -
8 64F 3 (Slight) myelnopathy Symptoms
Sensory . Present Case
4, Al 24 1 Ax h; ligh +
9 84M most (Moderately Severe) onopathy Slight 2014

IVIG: intravenous immunoglobulin.

IgG, IgABIMGUS 12k b4 ) =2 — w85 =23 L C, Il
S WIRE DB R RS T >~ ¥ 2L EERER T 25 513
2, IVIG, AT U4 K7 & OREENERETHO 1/3 Dbk
TYEY 2 L, REFHRBROENMDIRE SN TS, Bl
FRIBER & < S RTHBEUBEAER © —F5T, #FRE
3% 5T, 8FIDIgGIIMEHIMAEIZ & b 72 H) EF=a—
a8 F —EFIC, IVIG |2 & 0 Bk, AR AT L 72
EHEENY, KEROEMEDTRBENT WS (Table 2).
KRIETIIZ DML LR B,

REITE IVIG 12 & ) MfEREIRDS s Lz — 0, BRAH
TR ZEAL e o7, MERIEIZE 7% 9) =2 — /35—
TOERGOBL AT RIS 7", ks Y % &4k
THY, MR = 2 — 185 — T BRI & REED
FEEE & BRI L b —B L 2 Wl RIS S a2,

IVIG (ZEIRELE % & 72 5T REED S O, IgGa I M &
MUfE % b DRI = 2 — a3 F — THA DL NS EBLR L E 2
5h7z.

RIREOEE L, 45 206 0] HATREE SN FIER T & THE
L, &EEEEE RIS

SRR L, BRI N E COLRAEICH 5 3, ik, FIfk
VT Nhb A FEA.

X "

1) AREE, W & G RE R - 2 LR O
A L BEEERAL - RIS X S ERREEL 6. EHIE, U %
WEIC & 2 BERE S RE . H N 4REE 2008;97:1796-1804.

2) Suarez GA, Kelly JJ Jr. Polyneuropathy associated with

monoclonal gammopathy of undetermined significance: further
evidence that IgM-MGUS neuropathies are different than IgG-
MGUS. Neurology 1993;43:1304-1308.

Notermans NC, Wokke JH, van den Berg LH, et al. Chronic
idiopathic axonal polyneuropathy Comparison of patients with

3

=

and without monoclonal gammopathy. Brain 1996;119:421-427.

Sewell HE Matthews JB, Gooch E, et al. Autoantibody to nerve
tissue in a patient with a peripheral neuropathy and an IgG
paraprotein. ] Clin Pathol 1981;34:1163-1166.

Bleasel AE Hawke SH, Pollard ]JD, et al. IgG monoclonal
paraproteinaemia and peripheral

Neurosurg Psychiatry 1993;56:52-57.
Gorson KC, Ropper AH. Axonal neuropathy associated with

4

fs

5

2

neuropathy. ] Neurol

6

i

monoclonal gammopathy of undetermined significance. ] Neurol
Neurosurg Psychiatry 1997;63:163-168.

Dyck PJ, Low PA, Windebank AJ, et al. Plasma exchange in
polyneuropathy associated with monoclonal gammopathy of
undetermined significance. N Engl ] Med 1991;325:1482-1486.
Gorson KC. Clinical features, evaluation, and treatment of

7

~

8

=

patients with polyneuropathy associated with monoclonal
gammopathy of undetermined significance(MGUS). ] Clin
Apher 1999;14:149-153.

Gorson KC, Ropper AH, Weinberg DH, et al. Efficacy of
intravenous immunoglobulin in patients with IgG monoclonal

9

=

gammopathy and polyneuropathy. Arch Neurol 2002;59:766-
772.

10) Siciliano G, Moriconi L, Gianni G, et al. Selective technique of

=

apheresis in polyneuropathy associated with monoclonal
gammopathy of undetermined significance. Acta Neurol Scand

1994;89:117-122.



55 : 352 BRARtES 55%5% (2015:5)

Abstract

A case of sensory ataxic axonal polyneuropathy with IgGA monoclonal gammopathy
successfully treated with intravenous immunoglobulin therapy

Yoichi Kanatsuka, M.D."””, Osamu Hasegawa, M.D.”, Ryoko Imazeki, M.D."” and Masahiro Yamamoto, M.D."”

YDepartment of Neurology, Yokohama Brain and Spine Center
“Department of Neurology, Yokohama Municipal Citizen’s Hospital
¥Department of General Medicine, Yokohama City University Medical Center

We report the case of an 84-year-old man with sensory ataxic polyneuropathy and IgGA monoclonal gammopathy of
undetermined significance (MGUS), which was successfully treated with intravenous immunoglobulin (IVIG) therapy.
He had developed progressive ataxic gait over the span of 2 years before he was admitted to our hospital. On admission,
he was unable to walk without assistance because of severe sensory ataxia. He performed poorly on the finger-
nose-finger and heel-knee tests, and his vibration and position sense in the feet was remarkably diminished. However,
motor involvement was not remarkable. Serum immunoelectrophoresis revealed IgGA monoclonal gammopathy,
and MGUS was diagnosed. Nerve conduction studies revealed sensory-dominant axonal polyneuropathy. The patient
was successfully treated with IVIG (400 mg/kg/day, for 5 days). He regained his capacity to walk independently
after treatment, but his nerve conduction results remained unchanged. This sensory ataxia might be partially due to
underlying cervical spondylotic myelopathy. To our knowledge, this is the first report in our country of the successful
use of IVIG therapy to treat a patient with IgGA monoclonal gammopathy and related sensory ataxic axonal
polyneuropathy.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:349-352)
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sensory ataxic axonal neuropathy, [gGA




