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Autoimmune Nodopathy and Diagnostic Assays for NF155 and CNTN1 Antibodies
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B RENTESE = 2 —a X F —DOREWNHEET
HHEVERFEMEBEEELZ ER = 2 —a 85 —
(chronic inflammatory demyelinating
polyradiculoneuropathy, LA'F CIDP) (. [8 A
VLo BTHETTSE, HEVITHBEM LD R
IR AT & R E 2 TR B IR
BERETE R AR ] L RSN D RIBHHDR
D362 b HORENRRETH S Z L IEHE:
WA, CIDPIZIZZMoOIT— VI NAY v ¥F—FE
R HINA K = — T =30 < RPEREE O AR AR
FRRTIRRRE & iEfe, T2 Rk 2 E5UER
PR, OB ZE P OB S5,

CIDP Ti&. BLT & 0 itk seZ o B 5253k E S
T& 7275 2010 RIS A D . — ¥k @ CIDP 6 T
7 ¥4 TR & ORI JRAE S A A
WX A HOPURDSHIEE 22 2 LS L2 2k >
72V HEPUERREYE CIDP X, RSS2 A LI
HWRBVED R b 2 &5, 2021 FICYET S M7z
El CIDP 244 94 ik, HERESR  F
7%F— (autoimmune nodopathy, LN AN) &9
Wric e B E2RB S, CIDP 22583 L 72
WHRHEAE L THbhbZ oz FFA KT
4 ~121&, neurofascin 155 (NF155). neurofascin
140/neurofascin 186 (NF140/NF186). contactin-1
(CNTN1). contactin-associated protein 1 (Casprl)
IS 5 HEHESBT ST b (B1A),
NOPEE N b BRIBEE A R 20 FCTh b 2 LD
BIETWUESY Y A VW ERTRENTWSY,

B Az 0T Db
woOoh kR
Hidenori OGATA

RIFITBWTDH 2024 412 [18VEIAEPEBLBETEZ 56
W=z —wXF— - ZUMER) = 2 — 03 F — B
HA KT A4 2 2024] HFATE . AN iZ CIDP OH
B BIAE D SNz CIDP Bl 7ot 212
BT, AN BN ZERIREEZ AT 206, &
B VIR IKPUE O B A, Bk T v
R - R A I3 5 H ORIl E AN
"ENTVD, LALARDS, ThET, BRI
WA T RE 2 E TR E O RSV RS I 2 3 i 13 A7
FELTWR9ro7,

DV, Y=tk &t & UKo Ik [F
2212 X . enzyme immunoassay (EIA) #1232k
D&, MEH O NF155 Hifkz €9 %5 [NF155 it
& [v~%] EIAL. &+ o CNTN1 Jufk % & 9
% [CNTN1#ifk [Y <] EIA] 23 B% & 7z,
WSy b d. %tk 3 R o iR ik R R A R T
2025 4F 5 JIZFEHARGE, [FA4E 12 H 3 AR B
WCE o7, KRTid, AN EZ20ZHF vy MZow
THERL S %,

I. NF155 HifF - CNTNT HuiFD
TR R

NF155 $ifks & OF CNTN1 Puikix, 1gG 72 5
ARRTIZBWT, @ 1gGa 77 5 ADEMIC B
ALTW2EPHHMTH LY, 1gG4 I3HIAB XV
Fey ZBMANOREGMEPK . SERIETEHIZZ L
WEEZLNTWS, T2, HEO Y AN T 1 R
GNHEELNO HEHEXAHT 5T L TLEFRYE
IeG ¥ %k % Fab arm exchange #i2 =4 &
ENRHHENTVE, 1gG4 ¥ 7 27 5 A HEPUKIZ,

FUINRZ e I Rk
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NF155 CNTN1

KA AP AEAE B & O NF155, CNTN1 Of ik

A, KA BARAREMED T > 7 1 LRI Tld. NF186 25Tz M A S5 BIL . BAMKANE Na™ F ¥ RV 2 K il
IO L5 ZHST WD, BT, BZRED S 8L TWw5b CNTN1 B XU Casprl & Schwann #l
fu2r 55845 NF155 2556 L. IS OTEMAKAENE Na™ 7 v 2L & juxta BRI SR O BAAREN: K F v 4

N TTWh,

B. NF155 £ CNTN1 &, WINbHEra 7))y 2A— =773 —=ZEL., 6 D0HET7aOT) U FERAL &
42507470t rFy MBRAL VDR EN 5,
NF155, neurofascin 155; NF186, neurofascin 186; CNTN1, contactin-1; Casprl, contactin-associated protein 1.

FIELXERT D L) L), BEAMMHESEHNZ P
MICHET 2 2 & TRIREZ BT 2 SN 5,
i PR O EMIC O W TIid, BEH¥E IgGL D
BHEAOZHBAICI VIR IATHE,

I. NF155 #ifk - CNTN1 HuiAbz14%E AN
DERRE

NF155 $ifk - CNTN1 JufklstE AN 3/ AHE T
Hbo AIIZBI S CIDP DA RHHA 10 A Y472
D33 ANEHEBEESNTWARTY, AF o CIDP533
Bl % AT L 72 Beat T3, NF155 Btk By P 5 7 %,
CNTNI1 JUABTER 24%  Hi5 S hTnwd ¥, Bk
BALCIAES 5 I3 — M9 7 CIDP L AR TH 5o
NF155 Hufkbm 1 AN OFEHEAFfild —#9 2 CIDP X
DAZIACL . AT RIEAERNZ 30 AT T
Ho. AR BEMBEDLVEIERTHL Y,
—75. CNTNI1 JUARYE AN 13, SEFREE#D 50
225 60 R4 & PRAERIED S WY,

W2 308 U TRk R o0 DY 8 ) Je R s 5 %
EL. @EEMHECOH KT E2 L. KOk
FAHIET S L CIEHRT 50 BERETIX. B
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JERFAC TR S EE R H L B BATREE 2 J#E
WCAEBET 5. NF155 kBRI < IE. MK 2 4Rk
PHULETRET L 2 LA E s, —EBTHIAK
ARER O A BED IR SN Twb, CNTNI JUikR;
Pk AN (X, NF155 iRk AN & 0 SEREEEAYE <\
A HRAMBIEOR G E V. TOD. B
21 Guillain Barré SEfE#E (GBS) % Miller
Fisher JEfEHE L BT SN BB D 7% { o, E 51T,
BB AR A 70— CIEBEH OS2 T. 7
FGUYADIAF— M TIRZOHEIL45%E WS N
T2, BHHIEE < AWM ERE IS F S N5,
NF155 H 4k - CNTN1 $ufkftE AN Tid, #E#) b
X O FE OARERIE % B R A P 5\ HE
HT&E %, F7-. IMERERE (JE#EfE 40 ~
50 mg/dL #2E) OFMH % EAINFE T, 79 VA
D aFx— b TIEHRELSZE N2 282 mg/dL. 190
mg/dL TH o7z & 512, NF155 Pk 6T
. MR =2—07275 7 4 — A8 5k TR B
L ORI AN R DS % %  DFEFITRED 51,
CIDPZxt LT3ty a7 ) vk, Bl
AT a4 R, MGG ERREAE — R & LT
SN, AMEICEIE W E SR b)Y NF155 Hifk-
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CNTNI1 HifkF 7 AN T3 e 7 a 7)) ¥ OxhEHs
ZLWIEDPMSNT WS Y IBIERIROBLE DS,
NF155 Hifk - CNTN1 Hifk O Hl g i3 od THEET
Hbo PLCD20E/ 7 u—F VPR TH L) Y F ¥
~ 7. BEARER O YRS & B CHURME QLT A
W s N, TS RIEEE LTV SR T
WAHDS, AT 2026 4F 3 HBUE, RIS LT
W, YHEEIEEE AT a4 FofiH s LR
ENb,

I. BChrilER

NF155 & CNTN1iE, Wihd 6 2O Es a7
VHER AL Ve 4D T4 TRA S F VAN AL Y
oMK S5 (B1B). Human Embryonic Kidney
cells 293 (HEK293) #liffa 7 & O Wiz kOl
PRICHRHI B S ¥ 7-H&EE Z W T, cell-based
assay (CBA) %° Enzyme linked immunosorbent
assay (ELISA) #4179,

o, YeHEMmKAStTHESI AL
NF155 Hifk [ <] EIA, CNTN1 #itfk [~ 4]
EIA1Z. & b NF155 8 X 't I CNTN1 o#ifast
F X4 v % HEK293 il 2l 5 Bl S &, Mifa %
BRW-B A REE ORI a ey VEAE
Pl e LT L T 5, fEEYE I, NF155 #i

fk [~ EIA TiZ. NF155 Jifkbtk B o e
AHRF BRI AL 72 Ig W43 0 1gG4 2 ug th o
NF155 fiffE4% 1 U @3k L. CNTN1Hifk [V~
] EIA Tld, CNTN1 HLAKRB % B3 O M54k
BEW 2> O M B L 72 Ig W 4 @ IgG4 20 pg H O
CNTN1 pifhE% 1 U & @& L 72

W E v MIEREENY 2 2 ELISAETH D |
ZTL—bEOK) 2 EF v MEALMERHCH
FENSES (B2), dido X Hiz, IgG4H+7
75 A0 HEHARDERLZ 5 L Twv 5 EASNF155
Uik - CNTN1 Pufh B P AN O TdH % 729,
HRP ki e b [gG4 ZRPUATHE A H Ok % iR
g %o BEHERE DG A 5 VR L 72 A A & A
HPOLEIC IO &, HOPURRE X HINT 5,
WRI S N7 EE CIDP B A F 94 Tk, 7
7 A AR - BRI R A S 5 H Ok &
WoE 5 28 Btk okRs 072912 CBA. ELISA,
& &I O LMEE w2z ek gt (IHC)
DI L, BEHROWERTHET S L fERINT
W5, 22T, BRERRE T, UM KFETE
Mg N7z CBADKRE O—F K% EEFMEH &
LT WllEsxy boFHELZEHML7: (B2),
2023 4 4 H~ 2024 4£ 3 A2, JUNKE: - T-3EK4 -
LB RY - EBKYO 4 ik T, WETH 02
FHETRHW S N7z CIDP JER] (—EBIC AN 2 &),

Vadiy ELISA (GHBRE) CBA (MHEIE)
y(%ﬁw%ﬁﬁw
S NF155 or CNTN1 | AT ESHH
- SRR L
AR = Samene i
SRR
F5RFYIEE HEK293
FURDIREE |« TSRFVIREAYIERS - fHRRIC (GRED) FEIRLTWS
1&HFE o IRSEERIE - HYCAIE
) . AENES , T
wgh |7 HENE PRI OTURES
F 5y o HRREERIMFEESZEZ0IEE |« AIENUEM
- IRERICEIRL TN o EMEDHT

2 FRARVERESAER THV 72 B CHUAil e 3 o i
MR PERERRBR Tl Q& LT CBA Z FV /o SOBESRRPUE, B BRI T h b die M IgG4 Bk TH %6

CBA, cell-based assay; ELISA, enzyme-linked immunosorbent assay.
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Z DM O FLEavE R RS ke (GBS, POEMS i3
. PU myelin-associated glycoprotein = = — 1 /%
F—. Charcot-Marie-Tooth #%§. % ¥ #EH)—= 2 —
T8F—) JERB L OREFEM RS, AimE - %5
M) Z AR 286 MR IV L 72,

NF155 Pk [~ | EIATIE A v M+ 71 %
2.0 U/mL, CNTN1#ifk [v =] EIA Ti2 5.0 U/
mL &% Ly HE— 308 90% 2L -2 A ko) e
e L LTI 24T o720 TORE, —FKIZ
NF155 $iLfk [ ¥ <4 |EIA T 98.6%.CNTN1 fitfk [ ¥
<% ] EIAT983%TdH . CBAIZH {2 Wil 5
5Nz, CBA TOMKEZEOREE L2,
NF155 $ufk [ ¥~ ] EIA DKL 100%., 4575
12 983%TdH o720 F 72 CNTN1FiKR [ ¥ <]
EIA T, JEEIX 100%. FFEEEIL 98.2%THh - 720
D EofER X b WHE T v MRS RS 5
ELTHFHARRSN, 202644 H1HX Y, BML
F TR 2SR S iz,

HHbIC

NF155 Hifk. CNTN1 Juffilll & o 52 503 & 23 il i
SN LX), BB B L OEEICO %25
TEMWIREEI NG, F72. PERAE SN TV IIER]
DiEbELEEZ NS,

UL4E, Casprl Ui b VB o B AR A% <2 158 506 P
WA S 2L Y FPUAOWES v b OB
HHMEBEDREL o TWb, F72. CIDPIZHT
LI Fe 2B RMERCTH LT NVFFEF
DA RPEA KB R AR CRE S v, MBS
JBWEREOMG S RSN 5B
HHCHARO R E D E L HEME LR <. CIDP O
TP S X OB S oMM —T8In#E T % &%
Z BN b, NF155 fifk - CNTN1 Hifki V97 d i
FEE A AT 2 ACHURTSH 0. MEBUAAM 235 B
EE KT 2 L MEINTVE Y WOt
A TE DY A&, PRI PRI T C Rl
WUFETH bo MLIENA F~— A — %\ THRIESN
=2 —uF—oRBIEHELE=5) V7T
LV, Bl BHRORRIFRLIEwE b,
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