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Table 1 Nerve conduction studies in this case.
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Motor nerve distal latency amplitude (mV) MCV F wave FWCV
(msec) distal proximal (m/sec) (%) (m/sec)
Median nerve L 14.2 2.36 2.14 28.1 89 46.6
R 11.9 1.57 1.33 41.5 81 35.6
Ulner nerve L 4.5 3.01 2.29 61.8 6.2 48.8
R 4.3 3.63 2.01 46.4 Not evoked
Tibial nerve L 14.6 0.39 0.27 36.4 Not evoked
R 20.1 0.37 0.20 31.9 Not evoked
Peroneal nerve L Not evoked Not evoked
R 11.3 0.79 0.67 28.3 Not evoked
Sensory nerve latency amplitude SCV
(msec) (uV) (m/sec)
Median nerve L 4.14 1.2 33.8
R 7.24 0.7 19.3
Ulner nerve L Not evoked
R 6.52 5.7 21.5
Sural nerve L 3.60 0.5 38.9
R Not evoked

MCYV: motor nerve conduction velocity. SCV: sensory nerve conduction velocity. FWCV: F wave conduction velocity.

distal

proximal

Fig. 1 Nerve conduction study and sural nerve biopsy.

A: Motor nerve conduction studies obtained at the first admission. Records from abductor hallucis muscle following tibial nerve stimulation show

markedly prolonged distal latency and decrease in amplitude of a compound motor action potential with temporal dispersion. B: Histopathological

findings of the right sural nerve. Cross section of toluidine blue-stained epon-embedded semithin shows perineurial and endoneurial edema,

mild reduction of myelinated nerve fibers and variation between fascicles. (Bar = 50 um).
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Fig. 2 Clinical course of this case.

Gait disturbance and paresthesia improved after high-dose intravenous immunoglobulin (IVIg). Furthermore, pancytopenias were alleviated by

IVIg maintenance therapy for chronic inflammatory demyelinating polyneuropathy (CIDP).
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RIEVES A DA 2 WHIT 25 2 8T, MmEREA & KRR
BEELZYESELMREELE 272, T CHAANBEAN
xRt Ly a7 ) v ESPEME T ARG IEDTATH
D, REITHRIETT T Y REREOATIRMEREIIZ 1L
Loz, LaL, MFREE LCiuErur) v k5%
MG 2 2 & CIIERASEIN L 72, HAARMAMIZB W TR
a7y OMFHE S PERTH LSS E 2 b7z,
RENIFHARNBRHERMOME P CIDP #5AEL. &5
2 CIDP \Zxf 9 2 %0 71 7)) » OfERR 55 X 0 Ak
PR & MBRR A DSUE I & 7 o 7. TREICIEE L2 H D
TIE IR AE S W B E L ERITH - 72,



59 :

822

RIL ORI, 4 29 0 HARFAY kSRS (201849 H
7~8 H, TH) 12 THELL.
MEHEBIRR I L, BRI & COLIRREIZH 2 i3, #l

ik,

B EWFR b H D FHA.

X

1) Joint Task Force of the EFNS and the PNS. European

2)

3)

4)

5)

6)

7)

8)

Federation of Neurological Societies/Peripheral Nerve Society
Guideline on management of chronic inflammatory demyelinating
polyradiculoneuropathy: report of a joint task force of the
European Federation of Neurological Societies and the Peripheral
Nerve Society—First Revision. ] Peripher Nerv Syst 2010;15:
1-9.

Katz JS, Saperstein DS, Gronseth G, et al. Distal acquired
demyelinating symmetric neuropathy. Neurology 2000;54:615-620.
Reményi P, Masszi T, Borbenyi Z, et al. CIDP cured by allogeneic
hematopoietic stem cell transplantation. Eur J Neurol 2007;14:
el-e2.

Killick SB, Bown N, Cavenagh J, et al. Guidelines for the diagnosis
and management of adult aplastic anaemia. Br ] Haematol 2016;
172:187-207.

Sherer Y, Levy Y, Fabbrizzi E et al. Treatment of hematologic
disorders other than immune thrombocytopenic purpura with
intravenous immunoglobulin (IVIg)—report of seven cases and
review of the literature. Eur J Intern Med 2000;11:85-88.

Zeng Y, Katsanis E. The complex pathophysiology of acquired
aplastic anaemia. Clin Exp Immunol 2015;180:361-370.
Takamatsu H, Feng X, Chuhjo T, et al. Specific antibodies to
moesin, a membrane-cytoskeleton linker protein, are frequently
detected in patients with acquired aplastic anemia. Blood 2007;
109:2514-2520.

Takamatsu H, Espinoza JL, Lu X, et al. Anti-moesin antibodies

ERPRTFIEE 59 &

[=]

=l

9)

10)

11)

12)

13)

14)

15)

16)

17)

Abstract

(2019 : 12)

in the serum of patients with aplastic anemia stimulate
peripheral blood mononuclear cells to secrete TNF-alpha and
IFN-gamma. ] Immunol 2009;182:703-710.

Sawai S, Satoh M, Mori M, et al. Moesin is a possible target
molecule for cytomegalovirus-related Guillain-Barre syndrome.
Neurology 2014;83:113-117.

Marty MC, Alliot E Rutin ], et al. The myelin basic protein gene
is expressed in differentiated blood cell lineages and in
hemopoietic progenitors. Proc Natl Acad Sci U S A 2002;99:
8856-8861.

Csurhes PA, Sullivan AA, Green K, et al. T cell reactivity to PO,
P2, PMP-22, and myelin basic protein in patients with Guillain-
Barre syndrome and chronic inflammatory demyelinating
polyradiculoneuropathy. J Neurol Neurosurg Psychiatry 2005;
76:1431-1439.

Galeotti C, Kaveri SV, Bayry J. IVIG-mediated effector functions
in autoimmune and inflammatory diseases. Int Immunol 2017;
29:491-498.

Bayry J, Mouthon L, Kaveri SV. Intravenous immunoglobulin
expands regulatory T cells in autoimmune rheumatic disease.
J Rheumatol 2012;39:450-451.

Andersson J, Skansén-Saphir U, Sparrelid E, et al. Intravenous
immune globulin affects cytokine production in T lymphocytes and
monocytes/macrophages. Clin Exp Immunol 1996;104:S10-S20.
Kordasti S, Marsh J, Al-Khan S, et al. Functional characterization
of CD4+ T cells in aplastic anemia. Blood 2012;19:2033-2043.
ShiJ, Ge M, Lu S, et al. Intrinsic impairment of CD4(+)CD25(+)
regulatory T cells in acquired aplastic anemia. Blood 2012;
120:1624-1632.

Sanvito L, Makowska A, Gregson N, et al. Circulating subsets
and CD4(+)CD25(+) regulatory T cell function in chronic
inflammatory demyelinating polyradiculoneuropathy. Autoimmunity
2009;42:667-677.

A women with aplastic anemia developed chronic inflammatory demyelinating polyneuropathy
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Toshihiko Maeda, M.D., Ph.D.?, Masatoshi Omoto, M.D., Ph.D.? and Takashi Kanda, M.D., Ph.D.?
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A 66-year-old female developed chronic inflammatory demyelinating polyneuropathy (CIDP) one year after the

diagnosis of aplastic anemia. High-dose intravenous immunoglobulin (IVIg) therapy, followed by IVIg maintenance
therapy, rapidly improved her weakness and hyperesthesia in four extremities. In addition, pancytopenia caused by
aplastic anemia also improved following [VIg treatment in parallel. This is the first report to show the co-existence of

CIDP and aplastic anemia, and a common pathomechanism may be present in these two rare autoimmune disorders.
(Rinsho Shinkeigaku (Clin Neurol) 2019;59:818-822)
Key words: aplastic anemia, chronic inflammatory demyelinating polyneuropathy, immunoglobulin




