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HEAD 47 mg/dl Th ) BEEOEN - Mgl % 2o 7. IgG
3 28mgd, T VIEFMEEEIZ31.2ngml THY T/
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Table 1 Results of antiganglioside IgG antibodies before and after
IVIg in the present case.
Before IVIg After IVIg
Antiganglioside
IgG subclass IgG subclass
GD1b 24 (40 %) 24 (40 %)
GD3 3+ (640 x) 34 (640 %)
GT1b 3+ (160 %) 3+ (160 %)
GQ1b 3+ (640 %) 24 (160 %)
GTla 3+ 3+
GM1 — —
GM2 — —
GM3 — —
GD1a — _
Gal-C — —

IVIg, intravenous immunoglobulin. Grade: —, negative; 2+, moderate;
3+, high. ( ), dilution ratio.

<IVig> E:E:E:g: 20g/day X 5days

Sore throat

Constipation

Urinary
retention

Upper extremity
weakness

56 : 695
¥ FEERITET 2 BUEOBFEIL L T,
BHER, SHRhE BALSIHEA MRIIZERE S o7z, ETHD

R RSB £ O H B RE A% 2 o 7245,
Erb FIHUC 3515 5 RRGEALE MR REMA T IE, WHE I -
RO REANEIE LA MG ER. (CMAP) (34 B2
F LT/, REMREEE S IEFE ST, LERRR
IR B OB AL 1.14% KT LTz, SRS & B i
ETO CTIIEREN Lol

FRpRRGE (Fig. 1) @ ABEE O ICHET 254 BEIC 74 ) £ —
TS (E-D tube) Z4HA L7z, ABE2 HERIZIZMMIIR
BT AT LM X2 2ME IS 2 1), IESLIZTH 6 mm
WZHEOR L7z, MMT IZSEERC 3, BT 22, T T 3/3 12T
L7z, REDLORENIV— - AT —F )V aiEA L7, fll
BIHH2BEERELTBY, BEHOFRANL Do 7Y &
JEG TR L, IEEEERZ I B W T S 22 RES L T
Wiz ABE 4 HROERREME X SR IC B VT, ARIELRTIC
INEE A % FR& 72 Z & & subclinical 72 BRI fleus OIFRAEAT
ZzHNT. ABE6 HEAS IVIg #BG L 72 (20g/ H x5 H
W), IVIg3 HE» o i L AR Lo & 75, VIgs H %D
D E T RERE, SHERAT), IRE LR L 2 L E-D tube & /N )L —
YR T =T NVERRE L WEREDTeIEEEE R L.
ABe15 AIC TG /71E MMT T4 L IE L, EBZEH I
FTLEMINILETHD o 72T REIC 2 D, ABE20 H#%
WA — DIVEREEOBUS AT REIC 22 - 72, ABE 26 H #4212 mifl

Dysphagis ] T —
Ophthaimoplesia ULLLLLLLLLLLLTEE TET LT
Ataxia e
Areflexia mmmm
Anti-GQ1b 640x 160x
antibody Cell:2 12 2(N:L=0:100)
Cere:;?jpi"al Protein:47mg/d2
Admission Discharge
¥, | '
November December January February March
<2011> <2012>
Fig. 1 Clinical course of the present case.

This patient showed total ophthalmoplegia, dysphagia, dysarthria, upper extremity weakness, cerebellar ataxia, urinary retention and

constipation 14 days after preceding infection. Laboratory data showed elevations of antiganglioside antibodies to GT1b, GD1b, GQ1b, GD3 and

GT1a in the IgG subclass. There was slight elevation of protein with no pleocytosis in cerebrospinal fluid. After administration of intravenous

immunoglobulin, only the titer of antiganglioside antibodies to GQ1b was decreased and she showed rapid improvement in dysphagia, urinary

retention and constipation, and slow recovery in ophthalmoplegia and cerebellar ataxia. Intravenous immunoglobulin; IVIg.
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Abstract

An overlap case of Fisher syndrome and pharyngeal-cervical-brachial variant
of Guillain-Barré syndrome associated with urinary retention and constipation

Toshiyuki Sakai, M.D.", Masahide Kondo, M.D.”, Hidekazu Tomimoto, M.D.” and Yuko Yamagishi, M.D.”

YDepartment of Neurology, Saiseikai Matsusaka General Hospital
“Department of Neurology, Graduate School of Medicine, Mie University
“Department of Neurology, Kinki University School of Medicine

We report a 28-year-old woman with the overlap of Fisher syndrome and pharyngeal-cervical-brachial variant of
Guillain-Barré syndrome associated with urinary retention and constipation. She showed total ophthalmoplegia,
dysphagia, dysarthria, upper extremity weakness, cerebellar ataxia, slightly diminished superficial sensations in her
hands and feet, urinary retention and constipation 14 days after preceding infection. Laboratory data showed elevations
of antiganglioside antibodies to GT1b, GD1b, GQ1b, GD3 and GT1a in the IgG subclass. There was slight elevation of
protein with no pleocytosis in cerebrospinal fluid. After administration of intravenous immunoglobulin (IVIg), only the
titer of antiganglioside antibody to GQlb was decreased, and she showed rapid improvement in dysphagia, urinary
retention and constipation, and slow recovery in ophthalmoplegia and cerebellar ataxia. The elevations of antiganglioside
antibodies to GQ1b may be pathologically related to autonomic involvement such as urinary retention and constipation in
that IVIg seems to be effective. The present case suggests that GQ1b may also locate in the autonomic nerve that plays
bladder and defecation functions, and that incidence of neurological symptoms and the response of treatment may differ
according to each GQ1b localization.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:694-697)
Key words: Fisher syndrome, pharyngeal-cervical-brachial variant, urinary retention, anti-GQ1b antibody,

intravenous immunoglobulin (IVIg)




