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IZOWTHOAZT 4 (JGOS) T, Retrospective (Z 308 Bl DiFAK T — # 73, Prospective (Z 101
BIDORRIR T — 2 L JFY o FAREE SN, A B RFRT R, HARQLH R Z LT 7218
MIIEVERBEMEZ R = 2 — 1 /XF— (CIDP) (ZOWTDAHX T ¢ (CIDP-J) Tl&. Retrospective
|Z 109 i, Prospective (2 104 BlDOT — % & TN ERE I N,
2) JGOS TiX. Retrospective 72K T — & OfifHrH 6, DAEO GBS 2BV TH mEGOS
(modified Erasmus GBS outcome score) T 6 22H#% DO T THIA, £7- EGRIS (Erasmus
GBS respiratory insufficiency score) TN LFFWERIEE O TFHNAIRETH D Z L Rn ST, F
7= AIgG (IVIg SRIEDHtR TO IgG D7) O HFIMEIL 1000~1100 O TH Y | KEDOHAEIC
THEPREROREENEED Z b3, 512, mEGOS BEfEoF] Tk, TVIg & I
BAT A ROV 2EEOHR, 2 \WIE Bl IVIg ORE{ TN EIEF O T 1% 2 WET 5 2 & 9VR
3y gt
3) CIDP-J TiX, CIDP DERARIFHA DS IZHAH) CIDP 28 50%58 % 5, MADSAM, DADS,
sensory neuropathy 2MIIEFEFEOHE () 15%) %55 Z &, focal, motor neuropathy |3 #i
IR Td H 2 L DV S T2, MADSAM 132 M D [EE /34 & & 61T patchy 72 A BERRMED ik
B D0 ERHEA RGBT 5 2 LR S, UG LT R D HE A S SIS A T 5 FTRE
PEDS R S L7e, TVIg 27 5 RGN CIDP 77.3%., MADSAM 45.5%, DADS 46.2%.
pure sensory 66.7%. pure motor 100% C& V., MADSAM & DADS TORMEWMEA 2R LA E
ZITFEOR (p=0.16) b DO OIEFIRGUED FIREME NS R STz, —F, RIBKEAT oA KD
2R3 R CIDP 82.8%. MADSAM 77.8%. DADS 85.7%. pure sensory 66.7%. pure motor
100% & typical CIDP & MADSAM 3 KON DADS OO ZEFRITFRD /2o T2,
4) WMoD 7 N—713 GBS OF /- HENEEIUARIEEE LT T4 a7 LA OF AL
HLT,
5) MATEEZ, 5 RS, e HHEEER b O MG FRIRENS L0 | $1 NF155 #7575 CIDP @ 8.0%
THMETH D Z & DMER I v, FURER OBIRAFE L U CREAEN OFRES M, 7 a >
U UBEITKRT DI, B EE AT v A REOHMEZR ERZ T bivlz, Bt NF155 ik
BERMEAR D TR 22 R AR D ARG I BB BLEE > DI, BHROIRET DA AR L — 7" L BiZR OBEBA S B 32 H |
ZHUE CIDP & L CIEfiZeft ChH Y . 22y £ 7o 1R EERAE OBLE D & L IER O TR 7 & 1%
B D RN TSN,
6) HHRRFOTELBRL D7 NV —71%, Mg IgG it GQ1lb HFikfatED Fisher JEfEEE & % DR
HRABICE LT, RBRE R A A~ — I — DB EITV, TOREEHFNTI T CazHk it
12 GQ1b HUR & FEE T D HuUE (CazHKAFMEST GQ1b HLiF) 2N EH-T2Z L 26T LTz,
7) HURER AR ORE S 0 7 — 713 GBS # £ O CIDP @ miRNA OffHr #7170,
miRNA 2R E~—h— L V1§55 &2 157,



1) As for the study on Guillain-Barré syndrome (GBS), named JGOS, clinical data of 305 cases
were collected retrospectively and both clinical data and biosamples of 100 cases were collected
prospectively. As for the study on chronic inflammatory demyelinating polyneuropathy (CIDP),
named CIDP-J, clinical data and biosamples of 109 cases were collected retrospectively and
those of 104 cases were collected prospectively.

2) In the analysis of the retrospective data of JGOS, prognostic markers such as mEGOS,
EGRIS, and delta IgG, reported from the Netherlands, can also be applied for Japanese GBS
cases. It was also indicated that, intensive therapies such as IVIg added with intravenous
methylprednisolone or two cycles of IVIg were more effective than regular IVIg for GBS cases
with high scores of mEGOS.

3) The analysis of CIDP-J showed that the frequency of each subtype was 50% or more for
typical, and about 15% for each of MADSAM, DADS, and sensory type. Pathologically, patchy
loss of myelinated fibers were seen in MADSAM, indicating pathogenetic mechanisms of
MADSAM is different from those of typical CIDP. The clinical response to IVIg was seen in
77.3% in typical CIDP, 45.5% in MADSAM, 46.2% in DADS, 66.7% in pure sensory and 100%
in pure motor, indicating poor response to IVIg in MADSAM and DADS. In contrast, the
response to steroid therapy was not different between typical CIDP and MADSAM or DADS.
4) Glycoarray was shown to be a useful method to investigate glycolipid antibodies in the sera
from GBS patients.

5) Anti-NF155 antibodies were detected in the sera from 8.0% of the patients with CIDP. The
patients with anti-NF155 antibodies show distal dominant disturbances, refractoriness to IVIg,
and effectiveness of steroids. Ultrastructural investigation of the nerve biopsy from the
antibody-positive patients showed separation of the terminal loops of the myelin from the
axons, indicating a unique mechanism of demyelination in CIDP with anti-NF155 antibodies.
6) Calcium-dependent anti-GQ1b antibodies were found in most of the sera from patients with
Fisher syndrome and related disorders without anti-GQ1b positivity by routine antibody assay.

7) It was shown that miRNA could possibly be biomarkers for GBS and CIDP.
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We retrospectively collected 13 patients with Guillain-Barré syndrome (GBS) and four with

chro
pros
and

Hi8h

nic inflammatory demyelinating polyradiculoneuropathy (CIDP). In addition, we
pectively collected four patients with GBS and three with CIDP. Analyses of the clinical
laboratory data as well as the therapeutic response are currently in progress.
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