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HE Be): 5 EAARRERSEGIR GOLb Fk Mk & F 6l Rk smig, 7 %k w547 45 4130 GQlb
TR & 0906 RIE R RAE SR BIAE & 6T R TG FIE AR TA, &R 45 61 (B 24, % 21) 48 GOQLb dntkratt &
F W, 40 GOQ1b Hutk 2 642 32 4], 40 GQIb Atk fakk & 2 & F 4442 (GBS) 10 41, 4t GQLb Hubk Fa M1 M K g5 b BLAE
$HE % K MEAP 2% (CIDP)3 4, F 3584 (49.8 =11.5) %, s iF 4t GQLb-IgG Atk 40 4], 4 GQlb-IgM et 5 4,
APZFF AR E BN 19 6. 3R GQLb RIRZ AL : 2 32 A Miller-Fisher 42442 ( MFS)12 4] (43.8% ) , Bick-
erstaff 5 5 3 (BBE)3 41 (9.4% ) , 4% A R ILARF 49 GBS 5 4 (15.6% ) , R B AT X 04 MFS 12 4] [ (43.8% , 6,35 %
HF KA SR AE(AO)8 H], SR ILY K2 61, ZWER R 1 A, 2T A4 1 41) ], 10 14 GQLb
IRt GBS 5 3R M 69 GBS 16 R 2 id B RRAE 7 W I 3R, £ F L4 FE L (P 3 >0.05),3 #1438 GQ1b 3%
fRrEHE CIDP W | 4% GQlb-IgM ek 2 4], e AR & I A 2 CIDP, %538 4% GQLb Hdk 45 A48 % — 48 fn 35 4% GOQLb Htk
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Abstract Objective: To investigate the clinical spectrum of 45 patients with positive serum anti-GQ1b antibodies.
Methods: The clinical data including the clinical symptoms, physical examination signs, adjuvant examinations, treatment,
and prognosis of 45 patients with positive anti-GQ1b antibodies were retrospectively analyzed. Results: Of the 45 patients
with positive serum anti-GQ1b antibodies, there were 32 cases of anti-GQ1b antibodies syndrome, 10 cases of Guillain-Barre
syndrome ( GBS) and 3 cases of chronic inflammatory demyelinating polyradiculoneuropathy ( CIDP). A total of 24 cases
were male and 21 cases were female. The average age was (49.78 £11.49) years old. The IgG-anti-GQ1b antibody in ser-
um was positive in 40 patients, while the IgM-anti-GQ1b antibody was positive in 5 patients. A total of 19 of 45 patients were
positive for other anti-ganglioside antibodies at the same time. The anti-GQlb antibodies syndrome was comprised of 12
(43.8% ) of classical Miller Fisher syndrome (MFS), 3(9.4% ) of Bickerstaff brainstem encephalitis (BBE) , 5(15.6% )
of GBS with ophthalmoplegia, and 12(43.8% ) of incomplete forms of MFS which including 8 cases of acute ophthalmopare-
sis (AO), 2 cases of acute mydriasis, 1 case of acute oropharyngeal palsy, 1 case of acute vestibular syndrome. There was
no statistically significant difference between the 10 cases of positive anti-GQ1b antibody GBS and negative-antibody GBS in
clinical course and characteristics. A total of 3 cases of positive anti-GQ1b antibody CIDP clinically presented as classical
CIDP. Conclusions: The anti-GQ1b antibodies syndrome is a serial of clinical disease spectrum, characterizing as positive ser-
um anti-GQ1b antibodies and diverse clinical symptom involving with peripheral and central nerve systems respectively or simul-
taneously.
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Bickerstaff fixj T ixi %¢ ( Bickerstaff brainstem encephali-
tis, BBE)  JCHLEF 5k 1 19 2 PR HR 42 ( acute ophthal-
moplegia, AO) | MK £ B 2% 5 4iF ( pharyngeal-cervical-
brachia, PCB) " PERTEELEAAE S FA AR URRE
M 2 EHZEA1E ( Guillain-Barré syndrome , GBS)
SRl R BY , LUK b i I PRSI Y ) % o 65 2 i 45
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OB, T AT A SRR 24 Il R EERE
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GD3 .GTla,GT1b,GQ1b  sulfatides F i 1gM | IgG
W77 G B BE i 35, RIS 2830 ELISA 3250 €5 50 E
Pt NF155 NF186 .CNTN1 ,CNTN2 ,CASPRE1 \MAG #i{&
R 5 VA A i o P i A BRI 1R S e
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F 1 45 G40 GQLb Hifhk i e & & — Mot B

A H # GQLb Fu iRk éz A-4E # GQLb #ufkratE GBS # GQLb #ufkfatx CIDP
N (n=32) (n=10) (n=3)
HE(F 7 xs) 49.8 £12.0 47.9 +£10.8 56.7+7.1
PR (B /%) 13/19 8/2 3/0
T34 kAR R (d) 12.57 8.9 1095
# GQ1b-IgG Rt (4]) 30 9 1
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A2 R AR A& R (4) 14 3 2
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LRSS 9(28.1) flammatory demyelinating polyneuropathy, AIDP ) 2
li‘ﬁ“y‘ Wﬂ s %‘ ﬁ@ 5] @?FEE '%:'@ ?EF ?éﬁ ( acute motor axonal
e rre meuropathy AMAN) 3 3, R5K 1 5L 2 G R
Ez‘ﬁvﬁﬂ,%#ﬁ%&l 17(53' 1) #Eﬁﬁﬂ"] MFS %%Eﬁﬁzﬁiﬁ%%ﬁﬁﬁ%gﬂﬁﬁgf,ﬁﬁ
AR T B 14(43.8) Je i 2845 T2 33 JF (nerve conduction velocity , NCV)
AR 18(56.2) T . 2 9] MEFS 5 B NCV AT D2 32 6 A 4
A 1B MFS [ 3% NCV AT LA 45 UL P9 3 4 ey
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OFmuEsly X 2(6.3)
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W 1(3.1) FUE NI B HIRTT . AR BB E LRI IRIEIR
SRR 12(37.5) e 2,
e B S BAK, 18(56.2)
MER 4t it 3(9.4)
Bt R A% 8(25.0)
%A 22(68.8)
B IR 3(9.4)
B
Wit & A B 14(43.8)
W, B 10(31.2)
PR T A EIR 2(6.25)
W & 2.7
S 12(37.5) B1 BBEZXAWMEESTLELRES
R EAH X4 MFS 12(37.5) 3 GQLb 34k ' GBS A% CIDP s R 4% &
DAO 8(25.0) PL GQLb Hi 44 B £ GBS R AiE IR 3k W i) 8] 2
D& AEREILT K 2(6.25) (8.9+5.0) d, 5 [F M HES 9 20 HH0 A B 1 1
giii«fz%w 18 1; GBS M3 ik W I [W] L 42, 25 57 TR Ge 24 7 L (P >
%ﬁuﬂlmﬂ4 3@4) 0.05), #t GQIb HLIRFH M5 HI1H: GBS 35 Il R AE
AT GBS 5(15.6) RIER, 2 RTG53 L (P >0.05) 5 kB
o GBS B ABLI KT ) Hughes 43 T, D4
KRR E 24(75) FEWREEE, AEZFLHEITHE (P =
IVIG 14(43.8) 0.124) L% 3,
—Fikit 3(9.4) it GQIb $t 1K B ¥ CIDP S ¥ % 4% 4F i h
e (k) 30(93.8)

(56.7£7.1) %, FERe34F 30 & w2447t
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%3 #GQIb Fupk a5 It GBS B4 I RAFAE &

R B FARMEM GBS(n=10) FARBH GBS(n =20)
FH(H % xs) 47.9+ 10.8 48.6 + 14.6
A IR A& e/ 45 [ 4 (%) ] 1(10) 12(60)
T3y E KRR E] (d, & +5) 8.9 5.0 9.8 + 5.3
S FEANK SRR X[ #1(%) ] 2(20) 6(30)
& R R B ARAE[ 4] (% ) ]

AR S LR S5 0(0) 2(10)
& 2(20) 3(15)
IR 2(20) 1(5)
HALE A 0(0) 2(10)
BAR R 10(100) 20(100)
AN B BAR Hughes ##4-( 4 ,% +5) 2.0 £ 0.9 2.8 £ 1.3
BERGHRF8/ % &[4 (%) ] 10(100) 18(90)
B EFE[#(% ) ] 7(70) 12(60)
BEMNZEZR[H(%)] 0(0) 1(5)
HF KB B1(%) ] 2(20) 6(30)
FARERE (%) ] 1(10) 0(0)
Bk Eamin s B4 (%) ] 7(70) 18(90)
2&8 (mg/L,x +5) 1140 = 547 1342 + 446
Wk A (4))
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Fiiph 2852 2RI
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T B 22 1) SCHR S , A7 IR AN UURRIEL | ot 28 T e 0 45
e RARE R R 1514 Sy 11 B B 88 AP 5 6 1 3 A7 A
MIEPT GQIb PR BAMEBIN Ry J X — FRF P 2 []
()T -7 0 VA

AT RRARIE & QBB B K s B F 5h
GM1 . GM2 . GM3 . GM4 . GDla,GD1b, GTla. GT1b,
GQ1b &  FEAR N /34 |1z, Horh GQLb R 21 F
BNHR 4 B A R b 22 1) 1 SR R R LR Sk
DU LR 2 i RIR 45 #. H R R, Bt GQ1b
SRR FE BRI HLE A AL, B ETSK
LR AMERUE DIPRS00 32/ GQLb HLR 52
L, T BOHLAR 7= 28 o e 52 XU RO 5 e A, it
GQLb HLARTT 54t GTla frihk & Az 28 M ™ Kbt
GTla GT1b GDla GD1b 5% st 2 15 1 Ag b ik &=

AP mFHUARN GQLb Iz A, T 3
F AR WG R

ARWF5EH BBE e fl5cE /b, HoR & B PCB Y7
[H 7] BE 5 3043 #h 2B B2 2R Xt BBE Il PCB ARGE,
FAE S, B4 AR O it o B e | XL
FOE LG F R o T R (B 43 B O i
RIEIRAF A BBE H1 PCB {H A BERI GQ1b LAY
BB BEAFE G B e 1S . 78 R 58 & T8 201
MFS H,2 {5 F o H B 2 vk i FL 3k, 1 1) B o
B, 5540 1 BIEA IR AMULRESR , $2 7% AR 9 A LR rT
[ AFTE IR AT B B, ARG AR B IS T
(R PR 22 55 H B %) HIR A7 W RR 985 1) o R AR AGE ] B
P, BORBAI2 K v LG N, BFSS RN TA
BRI GY s AR B 3 B R B iR S shp 2 (I
IV VIR i 28 ) RS, 3 2% & T GQ1b FiikZi &
AEST o 1 9] R TR S 5, SR WL ATG 42 ) MR 3K 72 e i
RIS R 2 PERTRELE S A Lee 20 4RIE T 11 4
590 GQ1b BUAM I 2 Rl ELr S E i, £ %
FEI R R X R 2 i R 7R | 1E 5 i S G 4
LRI GQIb Pk n] g i 2 K o #X ol S0 & mi e 45
MG 2 ERTRERAS . ARSI A4 R G2 B
JER—, Al 5 R R AE 9 2R . ZEA A Bt
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GQ1b HLiR L AH I i 28 FUPLAR b 2R3k 1 GQ1b $it
JRBIEE A T & MFS LK 4P AN 52 2 1) MES;
MHt GO1b Hr it nf i o A B T MR &5 45, 5]
BBE M AHSCMBINLEAAE . 1 4] BBE s Al {4
AR FLY R e Sk PR R T LA A 2 55/ e
K T2 (55 Wm B S PR A AR i 8 R 5557 B
JEAR— o 33X R A I PRI IAL 375 27 22 ) AR S
R TR SLTE LA, SRR IR YT I RRE IR A
el THF RN TP

N o S ST L PO U B O PO K
GQIb Ffkky F, 1 Bl S LY K I 1 ] A0 &
FATAE IgM U4 GQ1b HLAR, 78 78 /0 HE A B s A
ZJa A% BT GO1b Hiik i &1k, BEAE A BF5E W
AP GOIb HTik iy A (1gG 5L TgM) AT ML T
FTBR A% L 5 A A 70 (I R Je e ol T AL T R L )
W FE IgM AL GQIb HLR A S HIHL GQIb L5 &
fE

PEA IR ZMIURRSE R GBS J& MFS 5 GBS i8N
P FZEFHr GQIb FUiRLE B AE B E 2235 . H
A5 I3 A 10 filHt GO1b HTikFHPE GBS B35 A
PEA HR AN IURRIE B 3 4 8 % A Bt GO1b ik
LA TERIPIR G L GBS Bkt ? ALrh 55413 4
I PRIZWi A HT GQ1b HTfa FH 4 CIDP () 8 35 dnde] 43
27 [ NI WIRGE A, BT GQLb Pk s & ik 5
GBS i &, {H L B5# GBS W K, i nf 40 4% — 26 4k
GBS Fif , W& 2 L5 A 1E B BG4 L CIDP 261
PRI, DT SCRY A7 B SR 13, AR 21 45 191 R & 4] 3 T
i GO1b LR ZEA ARG, (B S5HiiRBI M GBS A
., $t GOIb HiiARFH M GBS 7E By UK 8k s/ A 44 5 |
WEAE 95 5 DA R BARTE 7 37437 TR A TN 22 5%, (B AE
HB I R 28 0d J S IR 7 1 4 28 B A 41 3
GBS B T 294 3% 1) GQ1b BAME 1 HLH 4 i # A7
15 IgG MHr GTla GT1b SF# 2845 fE ik ze X
PR 055 0, B AR HEBR BT GQILb Hifa & B afifiy
PEREFUATTIESOR S AR PR AT RET . 45 & A4l
BEBIRIRFRI, Pt GQ1b HLiRFHM: GBS N 42T
GBS i ik . 1M 3 5] CIDP 35 v 2 f51] IgM 7l 451
GQ1b H A& PH %, [\ B4 3 4% GTla, GM2, GDla,
GD1b 2215 1 R o i BH M 28 LI E 0L, A A5 &
FeAS BRI GQIb HLIRZE A AR YR XL B
PIRE A, RIS RN F 28 AN A9 CIDP %395 1
HAHFFE it GQ1b HiLiRBHME GBS il CIDP 3% {41 5k
B RHEBRAE L5 B e R 082 v 2 BB B 1D A4
GQ1b HLARZEGAE-GBS-CIDP %5455 1% ZL 15 RS o
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