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TR CTEAMBRARERD, MR EERECHER -1 —O/NF— %R UL CMV BB REMBEES
= 1 —0O/¥F— (acute inflammatory demyelinating polyneuropathy; AIDP) &2HiL, ®&EJ/ 071 > AKER
ETERER L 2. R EEREIF 4 5 BBRICEFE{EL . CMV B AIDP THEI N TVWE T L EIRGE
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Guillain-Barré SEfEHE (GBS) (ZHOCHZEISIZ LY, &k
FERE D VU IR T R KRR E & & 729 KIMHEREETH
% VP 10~90% DIEBI THRATEGD D ), D H B 30%Lk
A2 Campylobacter jejuni (CJ) 3720 HiL, T A - A4
7 4 )b A (cytomegalovirus; CMV) , Myocoplasma prneumoniae,
Haemophilus influenzae, Epstein-Barr virus (EBV) 72 &5 4
5~H% DHEETHEOSLND EWESHTWDE ™ K,
CMV D5eATEGet%, Wil GBS 2358E L, L
SFELTHEHENTWSLELY ¥ (moesin) (263 5 L%
PR LA L, EROERE & S IZEMAL L 7B & 45k L
72D THET 5.

iE 151
B 28, W TLHE%

T UBGRAIR OB AU, WFOB)
BECEIE, RIREE, MG  WROREEL. PRI 2L

BUREE 12017 4F 1 AR X Y 8, BB H Y, mEET
g L7z 2 ARAA SIS OBIVUEE B, 86
HIZUEEE 235 Ll ss S 7z hs, SERIGEST LI TR
SHBLL72720, 5 14 MH LRI SNARRE 72572,

ABEREEE © I 130/81 mmHg, AR 108 [|] /43 - %%, 1k
L 36.7°C. SHERY ¥ NHIEEIZFRO o 72, SRS T
figiz b L, 5% O 4 BREOERZ o7, MiiE R
RG], BRI LR ERGEEY, WESLA Fo R R, HE
LT CHIER Do o 7. FEGRNG T2 CRE O
JMET %580, 1877 20.1kg/17.8kg T, FHHIDIOETIE 7%
Hodz. MTE, R &I & IR O SR % 720
7205, IRENE - ACEEOMUKIL 2 Ao 72, DU ORI
5L, WSRO o7z, #AL - BATIZIER T, JET
PR R EAREN L7203, A PRI < s e i e 4
BRIz,

MRS © Bk % 4,820/ (FF i ER 33.4%, ) ¥ /%3k
55.2%) &) VSR E R 278, B 2 oSERO BB
A 7ro 72, CRP 0.758 mg/dl CEREERANI L T\ 7z, FFRRHE
& AST 135TU/I, ALT 3051U/ & E5H- L C\w7z. BHRE- B
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B BRERIGIER . M CIEHUEUA 40 15T, U SS-A
Bufk, $iSS-B Hifk, PR3-ANCA, MPO-ANCA 13§ ~CRatk:
Tdh -7z HBs YLK, HCV-3 Pifk, IgA-HEV Hiffizv 3t d
Fettc, HIVIUE /PR L B TH - 72, 7 A )V AKFE T CMV
IgG 34.1 (FL#EfE, 0~2.0), CMVIgM4.5 (FEi#Efl, 0~0.8) &
WIENL B TH o7z, EBVIIERIEY Ny — o TH o7z K
i (cerebrospinal fluid; CSF) (X7 65 mg/dl, ## 56 mg/d],
A% 2/mm3 T 1), IgG Index 1 0.56 & EFIE 0o 72,
CSF-CMV IgG 0.20 (JLi#efH, 0~0.2), CMVIgM 0.56 (FEHEfH,
0~0.8), PCR (polymerase chain reaction) (2 % CMV DNA
FWFRLEETH - 72 CMV FUEMERTE (7> F ¥«
IT7H) JHETLCw R,

HRAEEMR A (nerve conduction study; NCS) 13, ARt H

FEPRAAZE 58 %65 (2018 : 6)

(% 14%H) 1B, R, REmEcERREAEE)EH)E
{7 (compound muscle action potentials; CMAP) DK T 25 5
M, FEOMEARTH -7z, B MEEEIEA (sensory
nerve action potential; SNAP) 1&1EH, RAF, FEE#ig+_C
TEHEHLKT 2V LHEEREZR L WO D (RERIE
LIS HOIER 2 RO BRI L e B 2 s Y. EE
& L CERECdH o 72 (Fig. 1A, Table 1). IRIGOME F L
peak to peak, EEILAREDRE I FIINAITHE TIT R - 72,

#&# GBS LW L CAR 2 HE L ME7 a7 ke
R (IVIg) 400 mgkg % 5 HIEAT % o 72 Midid#oh
22 L, BEEE S BRI R R L, BRI R BRAEIR
HIHT 2 L4, ABE16 HHIZEEEL 72 IFHmeIZ AR
10 H HIZIZ AST 491U/, ALT 12510/, BFE 10 H HIZ1Z AST

Fig. 1 The nerve conduction study of right ulnar motor nerve.

The markedly reduced compound motor action potentials (CMAP) with wide temporal dispersions and delayed conduction velocity were

recognized at day 14 after disease onset (A). These abnormal findings were subsided, but the temporal dispersions were still wide at day 40 (B).

The findings were almost normalized at day 120 (C).

Table 1 The nerve conduction study.

day 6 DL (msec) CMAP (mV) MCV (m/s) F-freq (%) SNAP (uV) SCV (m/s)
Median N, rt 9.4 0.023 38.1 — 2.1 58.3
Ulnal N, rt 8 0.064 61.0 — n.e —
Tibial N, rt 12.5 1.5 43.9

Sural N, rt 2.2 41.4

Day 32 DL (msec) CMAP (mV) MCV (m/s) F-freq (%) SNAP (uV) SCV (m/s)
Ulnal N, rt 7.1 4.3 51.2 — n.e —
Day 120 DL (msec) CMAP (mV) MCV (m/s) F-freq (%) SNAP (uV) SCV (m/s)
Ulnal N, rt 3.7 12.8 57.5 — 11.8 43.6

The presented case showed electrophysiologically demyelinated changes. The normal values of CMAP amplitude in our hospital were 13.53 +
5.97mV, 12.82 = 4.63 mV and 14.11 £ 3.06 mV, on median N, ulnar N and tibial N, respectively.

Abbreviation; DL: distal latencies (ms), CMAP: compound muscle action potential, MCV: motor nerve conduction velocity, SNAP: sensory
nerve action potential, SCV: sensory nerve conduction velocity, n.e.: not evoked, —: not examined, Rt: right.
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A. Day 17 (2017/Mar) B. Day 120 (2017/Jul )
moesin  25ng 50ng 100ng 200ng moesin 25ng 50ng 100ng 200ng
| L —
aub. unit L aub. unit
3.0 108 3.0x108
2.5%108 2.5%108
2.0%X108 2.0x108
1.5% 108 1.5x 108
LOX 108 f--mmmmmmmmmmoo oo R - LOX 108 f--mmmmmmm oo
0.5%108 0.5%x108
4__.____;
0 . 0
25ng  50ng 100ng 200ng 25ng 5S0ng 100ng 200ng
antigen (moesin) antigen (moesin)
25ng 50ng 100ng 200ng 25ng 50ng 100ng 200ng
3‘1‘3 0.028 x 10%0.25 x 108 1.11 x 10° | 2.22 X 10 2‘:1:1 0.082 x 10%0.23 x 10%/0.078 x 107 0.10 x 10°

Fig. 2 Anti-moesin autoantibody levels.

Assays were performed in serum samples from the patient at day 17 (A) and at day 120 (B). Western blot and their densitometry

are shown in the upper and lower panels, respectively. The dashed lines show the cutoff value. It is judged to be positive when the

antibody titer increases according to the amount of antigen as well as above the cutoff value (1.0 x 10° aubitrary unit) on the assay

using 100 mg of mosein. The cutoff was mean = 2SDs of healthy control values.

Abbreviation; aub. unit: aubitrary unit.

401U/, ALT 821U/ & MEFHIZ S L7z, WRRE LR BERE 2 b 72
W 5N, ABEERIZI L THiZMNL Tw7z B 10 HH
(% 40 % H) NCS Tlix CMAP $RIEASZEH 2 L T 7278,
BRI B9 B DI RIEFRTE L T/, REMRIEFHETE T,
FilbEINEEECTH 72 BEE4 » AR TIE, CMAP RIF,
BRI AY B e D IZIZIEH F CRIME, SNAPIRIE D 13 TIEH
HPHP [T L 72 (Fig. 1B, C, Table 1). CMV D J&4 % £24%
WZHERE L 7o Sk SEE L BETE £ 56 = 2 — 1 ¥ F — (acute
inflammatory demyelinating polyneuropathy; AIDP) & % 2z 5 i1
7o PLH v ) A v FHUAIX GM2, GalNAc-GDla 24§ %
IgM PUADSHIETH 1), 72 GML KT 5 IgM $itfk, 7+
AT 7F T VBRI Gal-C @ 1gG $itk b BT - 72
MELY Y (moesin) Fifk: b VEEETZY VEHZ W
eI Ay YTy N EITWT B SN R EE{ER
Wiy 7 b CEEIL L7z, ABeER o i CHUAMmE 5 L
R L, 47 HAOmECTHL 2B L T/ (Fig. 2).

z =

AIEBNE, 1MiE [gM B CMV HUfEA1ET, RS & RE %
R, S > 7)) F 3 FHUkIR IgM B o3t GM2 Hifk ¥,
B £ UHL GalNAc-GD1a Hifk ' 23w, BEAEHFMICITE
MR MR ELZ R L CBY), BiTEYd L LT CMV &
WholzbFEZ LA, CMVIEGOTHEEITEICE L Tix, CMV
DNA BB SN adoteds, Ty F ¥ 24 I THEERITLT

Wiz CMV BURB S A RO IEARATSH ),
F 72RO CMV IEGAHEOFEH S TE T i),
CMV DIGEEIEDEIZ TE Ty, LA LAA S, AFEH
PR % 1 Lo &1 | Pk BT d b s R 4IREE
CFEzZoNY, o EERAEEEOMET R, HR
W25 B IG5 CMV IEGH 5 L 1FFE 212w

CMV BEg% 0 GBS IXERRAVICIE, BRELREEEEAL, BHmE
FERRIE S BRAEIR D A PR EAY S <, N LIPRER & 3 5 72
CEEEAEGINL N e EOEBAHE ST WD MY KR
\&, CSFHOEAEIITRECTH Y, EEREFMTIEH D
PERFEIRDGPE D 72 <, IVIg i D A TR\ RATICBIE T 5
ZENTE, BRI THER L 72 CMV B4 f2 D GBS T
Holz.

CJ JE&Get% D GBS DISEIRREIZ DOV TIL, WARMSIC GM1
MGG S DSIETE T 5 72012, YIS & o THL GM1 Hufk 7S
FEE S, RAEHRO GML 5 T2k A L ChEr i Sk
FTEARENTHE Y L, CMV 4% m GBS 12
B LCid, BEFIMFIC IgM Bl GM2 k7S leing e =1z
RBOHNDDS, S FAHREERT L )5BS 5 &) HEREC
EE S Tun P9,

WA, BRI O GBS TOHHENTRO—D2 L LT, T~
Y il ERM (Ezrin, Radixin, Moesin) 7 7 3 V) — D&
EHTHAELY YHEHENTVE DY Sawai 513, ¥ =
7 VAR S R A i L, AIDP BB ME 25383 %
EAD—ONELY Y THHI ExFEL, E7ay %
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AVTHET LT, CMV B340 GBS 6 I+ 5 I THLE
I PR T, CMV E4et GBS FEFSER 5 BTk
M, F7: CMV EHD 7%\ GBS, AMEEBhZil = 2 — oy
F—, BHEIEERGEEL S = 2 — a3 F — SR LE
 EOREFTIZREET, EFI Y N a— Lt OFELED R
HHN, FBEENENZ EEHRELLT. L2L, TV Y
PHIBNOETH D Z L 52 OREMIZE L Tk R
& 1) Miyaji 5 (%, ELISA (enzyme linked immunosorbent assay)
B T, 84EHID CMV &Ytk AIDP % & 41 B THES
L, BMEBIZ Vo728 LTWD ™Y Miyaji 513, 1%
SR LT, IEHENELISA &gy 7 0y & TRARL S
b, BV MBS TSR T A 2 &, R RIED
A U7 BB IR e s BB 5 2 b, ) vk
R B AL TIEFEBISHERRICAAIET 5 2 L R KRBT C
ELICHEMLTYD Y, S%ELY VERATEELBWE
TV R IgG O passive transfer 7 & & 17\ JE 12 B L CHERR
T HUEND LD, BE T TR L T2, REFNL,
AR IR D DI S THIE =3 VBRI S 2Bt &
%0, EROWERE EHITHAEL B L TB Y, BRARE
W, HHR MR RS L & CHIBIL 7. Sawai 5O TH 7
CMV j&4et% GBS OHLE T ¥ Y kS E ORI T, 3 » A
£ 12 7 ABICHAS PICHUREAMR T L7z 2 il & FC# L T
Wh, RIEGI A E O I SIERN, MIREERO BT ICE
FAPLE Y CPURDIE I & RO L 72 IE R IS B H 2 fE R T
HHrEBRbNL, UL, Hitry Y HEROZALHEIRE 2
B4 (epiphenomenon) T A FEMED ERITIIHEETE R
W Stk ED A FE A E A CHURE O ZE B & BRAREIR &5t
EREFEIIHF L TN ZEDPEETH D,

ARG OZFIE, 5103 [0 H AR E - TUEH & TR

M PE Y DPUAIIEICE LT, BEAZSEREZ VAV T
TERFIREARE, BIRFERFREICER 7 L E 5

MEBEBIRGCHE L, BRI & COLRREICH 5%, M
M, MBI ROAEY LA
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Abstract

Guillain-Barré syndrome following cytomegalovirus infection
with increased level of antibody against moesin—a case report

Yuji Shiga, M.D.””, Yutaka Shimoe, M.D., Ph.D."”, Masafumi Chigusa, M.D.?,
Susumu Kusunoki, M.D., Ph.D.?, Masahiro Mori, M.D., Ph.D.” and Masaru Kuriyama, M.D., Ph.D.”

YDepartment of Neurology, Brain Attack Center, Ota Memorial Hospital
“Department of Neurology, Graduate School of Medicine, Chiba University
YKINDAI University School of Medicine, Department of Neurology
“Present address: Hiroshima University Graduate School of Biomedical and Health Sciences

A 28-year-old man noticed sensory disturbance in the distal parts of his four extremities and muscle weakness of his
hands two weeks after cytomegalovirus (CMYV) infection. He had splenomegaly, impairment of hepatic function and
peripheral neuropathy with decreased tendon reflexes. Protein-cell dissociation was observed in the cerebrospinal fluid,
and the nerve conduction study (NCS) showed the changes due to demyelination. Intravenous immunoglobulin therapy
was performed for 5 days after the diagnosis of Guillain-Barré syndrome. He did not show any severe symptoms such as
bulbar palsy and was discharged on day 16. Anti-GM2 and anti-GalNAc-GD1a IgM antibodies were detected and acute
inflammatory demyelinating polyneuropathy following the CMV infection was confirmed. NCS showed the abnormal
changes were normalized after 4 months. The levels of antibodies against moesin, which is a protein existing in trace
amounts in node of Ranvier, were increased. However, the antibodies were not detected 4 months after therapy. These
changes were well correlated to his clinical course.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:385-389)
Key words: Guillain-Barré syndrome, cytomegalovirus infection, anti-moesin antibody, anti-GM2 IgM antibody,
acute inflammatory demyelinating polyneuropathy




