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Table 1 Clinical features of patients with autoimmune neuromuscular disease in the present study.
. pure
R typical pure motor ..
Disease MADSAM DADS sensory MMN GBS MG Myositis
CIDP CIDP
CIDP P values
Number n=14 n=13 n=4 n=1 n=23 n=38 n=15 n=9 n =24
0.003*%*, 0.022%**,
Gender, male:female 11:3 11:2 2:2 1:0 2:1 7:1 11:4 2.7 11:13
0.007*+, 0.040*+*
Age, years, mean 60.4 61.7 60.5 7 66 51.8 54.8 55.6 62.0 NS
(SD) (£25.9) (£10.3) (x13.6) (£13.9) (x16.5) (£20.0) (x18.4) (£12.1) -
0.020*, 0.003***,
Pompholyx 0% 31% 25% 100% 0% 50% 0% 0% 0% 0.003". 0.015+*
[%, number] [0/14] [4/13] [1/4] [1/1] [0/3] [4/8] [0/15] [0/9] [0/24] ’ o Oy()l.*** ’
Administration of
corticosteroids or
) cessi 0% 0% 0% 0% 0% 0% 55% 83% 0.002**, 0.001***,
immunosupressive
P [0/14] [0/13] [0/4] [0/1] [0/3] [0/8] [0/15] [5/9] [20/24] 0.012*+, 0.001+*
drugs before IVIg

treatment [% number]

*MADSAM vs GBS, **MADSAM vs MG, ***MADSAM vs myositis, *"MMN vs GBS, **MMN vs MG, ***MMN vs myositis. CIDP, chronic
inflammatory demyelinating polyneuropathy; MADSAM, multifocal acquired demyelinating sensory and motor neuropathy; DADS, distal
acquired demyelinating symmetric; MMN, multifocal motor neuropathy; GBS, Guillain—Barré syndrome; MG, myasthenia gravis, N.S., not

significant; IVIg, intravenous immunoglobulin.

51.8 %), fhss (B 1160, Lk 13 B, 30~77 7%, 735 62.0
7)., GBS (BB 1160, otk 4 41, 18~73 %, T34 62.5 %),
MG (B¢ 161, ik 8 Bl 27~897%, FI55.6m%) ThHo
72, EAHEL L 228141, CIDP 1 35 filrh 6 61 (17%),
MMN (& 8 flrh 4 51 (50%) & LMW EHETHL—T, W
%%, GBS, MG Tl 1 #1 b8 57 7) - 72 (Table1). CIDP
JHBIBIClE, typical CIDP 14 % 0 51, MADSAM 13 it 4
Bl (31%), DADS 4 Bl 161 (25%), Hik-EEHEL 1 614 1
Bl (100%), AEKeEKEEL 3 Fld 0 6] & MADSAM T% 72 7
(Table 1, 2). #EaIEM12 1% MADSAM Tt GBS/Ai % & Lk L
TR A Z 125 < [MADSAM vs GBS (P < 0.05),
MADSAM vs 7% (P < 0.01)], MMN Tl GBS/MG/fi%% &
WARTHERBEIAEICE o7z [MMN vs GBS (P <
0.01) ; MMN vs MG (P < 0.05) ; MMN vs ffi% (P < 0.01)]
(Table 1).

MADSAM, MMN T4 MG IZI_EREICHEOHE
e o 72 [MADSAM vs myositis (P < 0.05), MADSAM vs
MG (P < 0.01), MMN vs myositis (P < 0.05), MMN vs MG
(P <0.01)] (Table1). #i4eTId 24 Hith 20 #1 (83%), MG
T 9 B 56 (56%) TIREBDEED 729 IVIg $e G-I
BB E 2704 FZNIRLTHH, MADSAM, MMN & 1t
NTATHA FHRENEEIZE? -7z [MADSAM vs MG
(P < 0.01) ; MADSAM vs #i%¢ (P < 0.01) ; MMN vs MG
(P <0.05) : MMN vs %5 (P <0.01)] (Table1). #HJEA%H
BL721060%, 3 XTHUECTTFEERSI R THolz. IE
ryu7) YEERHITCE, il o= ved Ry =/ 70
7)) VOH T o % Fok (Wb 10 F 5 F1). $&
&340 04 gkg/HD 5 HM#%5-TH b, IVIg HFG5HFIZHT
TUIVF—HRL 2704 FEONRIT R -7, TEOHHE

HAIEFE 76, R 16, 2526 Tho7z Vg s
SiEHEE CORKIZ 2~13 H ((F¥96.6 H+34) TH Y,
BRI TIX, MADSAM (% 7.8 H+3.9, DADS (X5 H, #lifE
HE 7 H, MMN (£ 5.8 H+3.8 TH- 7. FHEIFIT LIV F—
IR AT A FAVHEOEA T E RO Tz 2
O IVIg 54088 % MR T & /- 4 HICIE 26T 2 I B 5
DIBE & {E Bl L7z, 10 Bl 9 Bl Cwllal o IVIg THE %
D7, 1 B0 A 2 [ 2 S FEANMIL L Tv72 (Table 2).

z =

IVIg ix, GBS, CIDP, MMN, MG, #i%7% & O HEEr:
PR R OM, )3 R B S M MG A T SR BTG, RIE N
B EDOEA B LEHA SN TV B IRRETH L. IVIg
P53 SN BB AEIRIE, 2 2, HERW LT
Ja &t 2B R ZORBEAM ST D, THEORITER
i1 1997 4£ 0 Whittam S5 05F 0 Y. BAED IVIg #H)
DOTASCHETI, THEO MBI 0.1~5% Kl & ik S
TWAY . BRIy =/ 71 7)) v oTH O&5 B o fF F i
PATIE, WA C/RIEHERE 1331 Bl 161 (0.08%)9, &
iE 155 677 C T MRS 1873 B 2 1 (0.11%), /NI
WE 160 (0.06%)7, CIDP/MMN TETFHERE 692 Bl 17
Bl (2.46%)® TH Y, EREMHEIESLH % LY CIDP/MMN
TH LB L Tw DD > 72, GBS 123§ % ik PEG
WA SE 7 1 7)) v BE O E L Rk R R ER TlE, 21
Bl 4 51 (19%) ICEFHERESHILL Tz, BRIl a2
= el OREMFWIRT 55 ML HRBROBIEH#EY <l
22 BId 161 (4.5%) TARIEOHIDASN. —J5T, GBS
2R3 BRI = 1 > -1 O fd A R AR A RS R s T,
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Table 2 Clinical characteristic of IVIg-induced eczematous eruption.
Corticosteroids or Onset
nse
Clinical Subtype of Commercial product of Dose of anti-allergic drug Site of skin
No. Age/Sex . . R . days after  Treatment for pompholyx
diagnosis CIDP Immunogloblin. IVIG before IVIg reaction VI
treatment 8
1 70/M CIDP MADSAM Glovenin-1® 0.4 g/kg none Palms 8 topical corticosteroids
Anti-allergic drug, topical
2 54/M CIDP MADSAM Glovenin-I* 0.4 g/kg none Legs 6 nh-afiergic drug, topica
corticosteroids
Anti-allergic drug, topical
3 5M CIDP MADSAM  Venoglobulin IH® 0.4 gkg none Palms 13 ni-atiersic drug, fopica
corticosteroids
Anti-allergic drug, topical
4 BM CIDP MADSAM  Venoglobulin TH® 0.4 gkg none Whole body 4 ni-atiersic drug, fopica
corticosteroids
5 46/M CIDP DADS Glovenin-I® 0.4 g/kg none Palms 5 topical corticosteroids
6 69/M CIDP motor CIDP Venoglobulin IH® 0.4 g/lkg none Palms 7 none
Anti-allergic drug, topical
7 54/M MMN Glovenin-I® 0.4 g/kg none ‘Whole body 5 e erglc rug. opica
corticosteroids
8 71/M MMN Venoglobulin TH® 0.4 g/kg none Palms 11 topical corticosteroids
9* 39M MMN Glovenin-I® 0.4 g/kg none Fingers 2 none
10 63/M MMN Venoglobulin TH® 0.4 g/kg none Fingers 5 topical corticosteroids

*First pompholyx was observed after second IVIg treatment. CIDP, chronic inflammatory demyelinating polyneuropathy; MADSAM, multifocal
acquired demyelinating sensory and motor neuropathy; DADS, distal acquired demyelinating symmetric; MMN, multifocal motor neuropathy;

IVIg, intravenous immunoglobulin.

380 FEBI T 161 (0.24%) T ANKIEHERE O I A Hi
ENTWBEIEND, GBS TOTFHEDOHBHEII DR EE2
Y (0

GBS T b BHA % VkIfilN =11 > o] & CIDP/MMN T
SR AL VERILY = 0 7107 VOIH OFGEN S A D L
GBS Tl CIDP/MMN & 1) {FE MBI D R W EHIEZH 5 &
%z b7z (GBS 0.24% vs CIDP/MMN 2.5%). RIFf7ET b
GBS T IVIg %5 #OTEHEHIL 0 6l & Lo 7258, &
B 158 oo 2O BROTRIEIEIHRETE TR
V.l BT AS S & ARWTSE T GBS TOTHEN D o 72
2 oW Tid, DGBS 13 CIDP/MMN & $3E 5 H i RE 7S 7
% BT H B0 5, @GBS ZEMEIIETH b B2H I SE
I AERE L T2 WERTIC TVIg 21T 9 7%, CIDP/MMN (&
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5Bl (28%) THH, fErOTY) CEFIMTOEITR
Moz AT AR & LT, GO ER S
DT, HIEPUREE T 1gG ORI~ DI %
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H O A E N EITEIERE OB GAEE S WD, L5
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Abstract

Intravenous immunoglobulin-induced eczematous eruption in autoimmune neuromuscular diseases

Seira Hatake, M.D.V? | Fumitaka Shimizu, M.D., Ph.D.”, Masaya Honda, M.D.?, Shiori Takahashi, M.D., Ph.D.",
Michiaki Koga, M.D., Ph.D.?, Kazumi Kimura, M.D., Ph.D.? and Takashi Kanda, M.D., Ph.D.V

U Department of Clinical Neuroscience and Neurology, Yamaguchi University Graduate School of Medicine
2 Department of Neurology, Graduate School of Medicine, Nippon Medical School

Background: Intravenous immunoglobulin (IVIg) have been administrated for the long time in patients with several
autoimmune neuromuscular diseases. Eczematous eruption has been described as IVIg-induced adverse effect.
Objective: The purpose of this study is to clarify the incidence and characteristic of IVIg-induced eczematous eruption
in autoimmune neuromuscular disease. Methods: We retrospectively collected the data from 92 patients with
autoimmune neuromuscular diseases, including 35 patients with chronic inflammatory demyelinating polyneuropathy
(CIDP), 8 patients with multifocal motor neuropathy (MMN), 25 patients with myositis, 15 patients with Guillain—-Barré
syndrome (GBS), and 9 patients with myasthenia gravis (MG), who have administrated IVIg in Yamaguchi University
Hospital. Results: There are 10 patients (6 CIDP/4 MMN), who had an eczematous skin reaction after IVIg infusion.
The frequencies of IVIg-induced eczematous eruption were significantly higher in patients with multifocal acquired
demyelinating sensory and motor (MADSAM) and MMN than in patients with GBS, myositis, and MG. In addition,
corticosteroids or immunosuppressive drugs had been administrated before [VIg treatment more frequently in patients
with myositis and MG than in those with MADSAM and MMN. Conclusion: MADSAM or MMN patients had more
frequently IVIg-induced eczematous eruption than other autoimmune neuromuscular diseases. Pathophysiology of
MADAM and MMN is considered to be cell-mediated immunity against the peripheral nerve and the accumulation of IgG
in both epidermis and dermis of the hand after [VIg may induce the infiltration of inflammatory cells around the vessels
in the skin, causing eczematous eruption in MADSAM and MMN.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:267-271)
Key words: CIDP, MADSAM, MMN, eczematous eruption, intravenous immunoglobulin




