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TG IRFFAESEAT ILER . BER AE 34 1] GFAP-IgG M DS E B R R, Lotk 1501, JLE 12 6] . R AR 4 h 2 80k
28.5% 12 D) L B E A ATIRAEIR (18/34,53%) , 1/2 LA L B Fes it bt 0 & #4(29/34,85% ) 3k 3R (19/34,56% )
A LMK (20/34,59%) JEARTG S1(27/34,79% ) AEAR L 19 Bl 5 T AAEEE Wi H %= (ICU) (19/34,56% ) o SAAR2# 1]
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Glial fibrillary acidic protein immunoglobulin G-associated myelitis : Clinical features and comparison with aqua-
porin-4 immunoglobulin G-associated myelitis and myelin oligodendrocyte glycoprotein immunoglobulin
G-associated myelitis ZHOU Xinru, XIE Yinyin, HAN Aoya, ZHANG Shijie, XIE Yi, YANG Nannan, XIE Nanchang.
(Department of Neurology, The First Affiliated Hospital of Zhengzhou University , Zhengzhou 450052, China)

Abstract: Objective  To investigate the clinical features of glial fibrillary acidic protein immunoglobulin G
(GFAP-IgG) -associated myelitis, to compare the differences in clinical features between GFAP-IgG-associated myelitis
and aquaporin-4 immunoglobulin G (AQP4-IgG ) -associated myelitis/myelin oligodendrocyte glycoprotein immunoglobulin
G (MOG-IgG) -associated myelitis, and to provide help for early diagnosis and treatment. Methods A retrospective
analysis was performed for the clinical data of 34 patients who were diagnosed with GFAP-IgG-associated myelitis in The
First Affiliated Hospital of Zhengzhou University and Henan Children Hospital from May 2018 to May 2023, and their de-
mographic features, clinical features, serological parameters, cerebrospinal fluid (CSF) parameters, imaging features,
and prognosis were systematically analyzed. In addition, 30 patients diagnosed with AQP4-1gG-associated myelitis and 42
patients diagnosed with MOG-IgG-associated myelitis during the same period of time were enrolled as control groups, and
the mean clinical features were compared between the three groups. Results  Among the 34 patients with GFAP-IgG-
associated myelitis, there were 15 female patients and 12 children. The median age of onset was 28. 5 years, and more
than half of the patients had prodromal symptoms. More than half of the patients had the symptoms of pyrexia (29/34,
85%) , headache (19/34,56%) , nausea/vomiting (20/34,59%) , and limb weakness (27/34,79% ) during the course of
the disease, with 19 patients (19/34, 56%) admitted to the intensive care unit (ICU). Imaging examination showed
gadolinium-enhancing spinal cord lesions and longitudinally extensive sagittal T, hyperintensity, i. e. ,longitudinally exten-

sive transverse myelitis. Compared with the AQP4-1gG-

associated myelitis group and the MOG-IgG-associated
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with pyrexia (85% vs 10%, P,<0.01; 85% vs 38%, VB BT : AR R4 5 — L IE BE B i 22 RE Tl R K8 450052)
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P,<0. 01), neck stiffness (41% vs 7%, P<0.01; 41% vs 12%, P,<0.01), admission to the ICU (56% vs 10%, P <
0.013 56% vs 17%, P,<0.01), or mechanical ventilation (38% vs 3%, P,<0.01; 38% vs 0%, P,<0.01) and a signifi-
cant increase in serum monocyte-to-lymphocyte ratio [0. 43(0. 24,0.71) vs 0.23 (0. 18,0.32), P,<0.01; 0. 43 (0. 24,
0.71) vs 0.21 (0.14,0.30) , P,<0.01], as well as a significantly higher proportion of patients with hyponatremia
(45% vs 13%, P,<0. 01; 45% vs 7%, P,<0.01), an increase in leukocyte count in CSF(68% vs 14%, P<0.01; 68% vs
34%, P,<0. 01), an increase in total protein in CSF (82% vs 31%, P<0.01; 82% vs 20%, P,<0.01), a reduction in
elucose level in CSF (26% vs 3%, P,=0. 03; 26% vs 2%, P,<0.01), or the presence of central canal enhancement
(29% vs 0%, P,=0.02;29% vs 0%, P,=0.01). Compared with the AQP4-IgG-associated myelitis group, the
GFAP-IgG-associated myelitis group had a significantly higher number of the diseased segments of spinal cord [13
(5.8,18) vs 6(3,12.5), P=0.01]. Compared with the MOG-IgG-associated myelitis group, the GFAP-IgG-
associated myelitis group had a significantly higher EDSS score at discharge [4(3,6) vs 1(0,3),P,=0.01] and at
last follow-up [0(0,2.8) vs 0(0,1) , P,=0. 047]. Conclusion
cal/CSF profiles, and imaging features among the three groups of patients with myelitis, which may help with the dif-

There are differences in clinical features, serologi-
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ferential diagnosis of the different subtypes of myelitis.
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TN A TV figh 2 R 2R AEATS AT R 24 L A5 4
1513995 ERLAS T, 3K 2955 {51 49 U 286 Sy R M o BT 1
KWL AR R IREE A SYUARREY [ A At
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F WAL R GFAP-IgG 5 A B S e I SR 2T 4E R e
1A TE 40 05 (GFAP-A) A7 3¢, i v] B B R /s
ki AR 2 R B AT — X, R 58 A RS 2 A
o SR GFAP-A B BYIm IR e A8 KI5 FRIE 2 5
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AN T GETH 2000 I RRE IR | 1038 2% S50 B W
SH AR F R AL R IRIT TR . T F S
ALFE HP P 20 bR ECL 200 T A% A0 T A R i
K- o I H WS O EE Fan e h 4, SR R
EEAKT- . PR ER ORI 5 K (Expanded Disability
Status Scale, EDSS) H T3l A B . H B Flldse 5 11K
BE DTN P22 D RE . AR BE DTN R 2023 410 H o

1.3 Heit= ks RHISPSS 25. 0 84 ik 17
it adr. i Kolmogorov-Smirnov 1 16 PP 4
SRR B (R IE S A R AE i 427 BT A IE A B
IERLIER 5340, LA (xs) 87, ffi F Student” s ¢ K556 L
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B P [n(%) 137, R YR8 ol Fisher A 6 K 56 L
2 % R
2.1 GFAP-IgGHHXERER B EHE AN LGt
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H(FIR<18 %), i B AF 1% 4 28. 5(10. 8,44. 3)
%, AR BE I A K 23.5(15.8,30.5) d, 18 1)
(53%) B34 H B AT SRRE IR , 24 172 (44% ) B9 238 TE 9%
155 doe 7™ B B T R RS R L (E AT T A, 12
(56%) 1 B35 T A FRE W9 B (ICU) L B 3 1/3
(38%) B I E T ZEAUAGE (LR 1) .

R 1 GFAP-IgG . AQP4-IgGC R MOG-IgG X EHE X BHE AN ORITFERIGRER L

Ti H GFAP-IgG(n=34) AQP4-IgG(n=30) MOG-IgG(n=42) P E* P (E"
UNEE mae2yiCi
AIGAERE [ M(Py, P) % ] 28.5(10.8,44.3) 36.5(20.8,55.3) 11.0(5.8,31.0) 0.09  <0.01
LE[n(%) ] 15/34(44%) 26/30(87%) 21/42(50%) <0.01 0.61
L[ n(%) <18 % ] 12/34(35%) 5/30(17) 25/42(60%) 0.09 0. 04
BT [ M(P,,, P,y) d] 23.5(15.8,30.5) 17.5(12.0,23.0) 14.5(11.8,21.2) 0.18  <0.01
I REFAE [ n (%) ]

ATARAEIR 18/34(53%) 5/30(17%) 17/42(41%) <0.01 0.28
R 29/34(85%) 3/30(10%) 16/42(38%) <0.01  <0.01
PR 19/34(56%) 3/30(10%) 16/42(38%) <0.01 0.12
P 11/34(32%) 6/30(20%) 8/42(19%) 0.26 0.18
AR 4/34(12%) 12/30(40%) 11/42(26%) <0.01 0.12
AR AL 14/34(41%) 2/30(7%) 5/42(12%) <0.01  <0.01
ORI 20/34(59%) 11/30(37%) 11/42(26%) 0.08  <0.01
AR RRA 6/34(18%) 19/30(63%) 12/42(29%) <0.01 0.27
iiAESESH] 4/34(12%) 11/30(37%) 3/42(7%) 0.02 0.49
JcAATE 1y 27/34(79%) 20/30(67%) 23/42(55%) 0.25 0.03
ASEATE Gt e ) 7134(21%) 10/30(33%) 17/42(41%) 0.25 0. 06
FEP AR GG e ) 12/34(35%) 4/30(13%) 11/42(26%) 0.04 0.39
Bty (g I Jee ) 15/34(44%) 16/30(53%) 14/42(33%) 0.46 0.34
AEICU 19/34(56%) 3/30(10%) 7/42(17%) <0.01  <0.01
BB < 13/34(38%) 1/30(3%) 0/42(0%) <0.01  <0.01

1 s, GFAP-IgG A G HE 4 Fl AQPA-1gG A B BER G T2 Fe ik

2.2 GFAP-IgG #H ¢ #f 4 (4 1 S 00 =5 4
fIE rR M R 40 /bR B 40 B L R (neutrophil-to-
lymphocyte ratio, NLR) 1 F A% 41 fig/ibk I 240 Jifd L 3%
(monocyte-to-lymphocyte ratio, MLR ) [ P2 5504351 Ay
4.27(2.43,6.77)F10.43(0.24,0.71), 15 4] (45%)
B PR AN MAE . CSF 43 BT 57, 31 1 (91% ) iR
0 A MO L 23 191 (68% ) A8 1Y I 4 B 3T
B B TE e, 28 1 (829% ) fE A& Y R FIKFTHE L 9
191(26% ) F A B MUAE KBRS 5 1114 GRAP-IgG i &
FRF 40 B T ] T R ) AR K >0 g/L
(WF2).

b, GFAP-IgG A A6 R FMOG-1gG Ml B BER Giit# F A .

2.3 GFAP-IgGHICHHIAR BHIIMRIFFE &
3B T GFAP-IgG FHPERFH R (A Y MRISE
G R I, 28151(82% ) i RN Behtt BT B
& (longitudinally extensive transverse myelitis, LETM)
(WWETA B) o RO T, {5kt R B HE T BN
13(5. 8,18) 17 7 17 sz A ek
1, 14451)(82%) FI WLALSR ALkt Horbr 541 (29% ) =3 K
R AL (UL 1C.D) . 326 s AT 23 41 (72% )
AR T, 5 55w, 22 0 B 2 i oA 1441 (64%) 7]
DL HRFRELSR AR AL A 2 ] (9% ) £ 5 F I H R AE 1 1)
SR i 5 BRI AL R AR LB 1E ) o
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2 GFAP-IgG AQP4-1gG B MOG-1gG HHX & BE X B & 5 B & RIEfRIL &
A GFAP-IgG(n=34) AQP4-IgG(n=30) MOG-IgG(n=42) PAa* P,(E"
IREEZE AN
NLR [M(P,,P,;)] 4.27(2.43,6.77) 2.5(1.59,3.61) 2.87(1.71,6.07) <0.01 0.12
MLR [M(P,,P,) ] 0.43(0.24,0.71) 0.23(0.18,0.32) 0.21(0. 14,0. 30) <0.01  <0.0l
MRANIALAE [ n(%) , <135 mmol/L] 15/33(45%) 4/30(13%) 3/42(7%) <0.01  <0.01
i A bR [ (%) ]
1 20 25 (>5/ 1) 31/34(91%) 16/29(55%) 34/41(83%) <0.01 0.30
1 240 M i 2 e (>50/l) 23/34(68%) 4/29(14%) 14/41(34%) <0.01  <0.01
ST (>450 mg/L) 28/34(82%) 9/29(31%) 8/41(20%) <0.01  <0.01
BN IR(<2. 2 mmol/L) 9/34(26%) 1/29(3%) 1/41(2%) 0.03  <0.01
T 1a, GFAP-IgG HH B HE R T AQPA-IgC HIDCERER G i12% Ho g s b, GFAP-TgC HISEHHE R A MOG-IgC I BER G % Ho g
F3 GFAP-IgG  AQP4-1gGC B MOG-1gG HH X & BE & B & & BE K S &0 MRIHHE bk %
i H GFAP-1gG(n=34) AQP4-IgG(n=30) MOG-TgG(n=42) P fE: PfH"
4 MRI
it 2 n(%) ] 27/34(79%) 23/30(77%) 38/42(90%) 0.79 0.17
Jg g AL [ n(%) ] 29/34(85%) 20/30(67%) 32/42(76%) 0.08 0.32
[ a2 [n (%) ] 9/34(26%) 3/30(10%) 5/42(12%) 0.09 0.10
LETM( > 39580 [n(%) ] 28/34(82%) 24/30(80%) 36/42(86%) 0. 81 0. 69
22 b5 [ (%) ] 15/34(44%) 10/30(33%) 20/42(48%) 0.38 0.76
HHERIHE (%) ] 2/34(6%) 0/30(0%) 1/39(3%) 0.53 0.48
AT B [M(P,,,P,.) ] 13(5.8,18) 6(3,12.5) 11(5,18.3) 0.01 0.79
LI [n(%) ] 14/17(82%) 14/19(74%) 8/18(44%) 0.70 0.02
TR (0 (%) ] 5/17(29%) 0/19(0%) 0/18(0%) 0.02 0.01
WIEHER (%) ] 0/17(0%) 2/19(11%) 0/18(0%) 0.49 -
HAE[n(%) ] 1/34(3%) 1/30(3%) 5/42(12%) 1.00 0.15
S HEMRI [n(%) ]
RS9 78 23/32(72%) 13/27(48%) 30/38(79%) 0. 06 0. 49
ELIER 14/22(64%) 2/14(14%) 8/16(50%) <0.01 0.40
RN 2/22(9%) 0/14(0%) 0/16(0%) 0.51 0.22

1 ra, GFAP-IgG A SCEHER 1 AQP4-1gG A IHRE R G2 LA ; b, GFAP-1gG AHICHEHE 2 FIMOG-1gC HOCERE R ST 2% K .

2.4 GFAP-IgG HHOCHHE A B E 10T Flilh R 45
R T340 B, 3301 (97% ) #5527 T bk i S5
% JE J& (intravenous methylprednisolone,IVMP) & 47 ,
18 1911 (53% ) ¥ 32 1 i ik 13 53 4 93 3k 2 11 (intrave-
nous immunoglobulin,IVIG) VBIT, 40 (12%) B2 5%
PEMHIFEYT o Hor 23 i J 35 22 IVMP R () TVIG
TRIT G B RAE AR 3 , AN 11 (3% ) S35 R IVMP
A IVIG G YT Tl 5 AR #5252 3K B R 7 . 1R
HABEHT EDSS P h i 5k 4(3,6.5) , R BERT 2 3
(0,8), HpBET IR A 20(15,23. 75) A . #BEKR
URE T, 8 491 2 FilJS A R (EDSS 143 >2) , EDSS
PE TR ECh 000,2. 8) (L3 4) .

2.5 GFAP-IgG HHCEHE R 5 AQP4-IgC A1 X
B BE R G R AR AE 0 EE B AT AQP4-IgG 4,
GFAP-TgG 20 58t BUAT SRR IR | & 4 L Sk RN i
LA R ZRIN, A0 TR A R AR I PR P A
AQP4-1gG A & AT 5 . GFAP-IgG 4 8 % 1E 5%
155 e 7 F IR P ik / B A T #4504 EE A9 3 = T AQP4-
IsG 4. Ak, GFAP-IgG 4 5 % 0 % 5 % AAE ICU
FHUBRE =S 3, (H P2 A B B A S e Bsf 19 EDSS 1
Gy 2GR L. FHEMRLE R, GFAP-1gG 4
BAQPA-IgG A H I KB B #EZ R 13
(5.8,18) vs 6(3,12.5), P=0.01] Al Je 45 58 1k
[5/17(29%) vs 0/19(0%) , P=0.02] . & BEHIE 581k
(K16 H) AT AQP4-TgG 2H , i £ 1R 1fi 5 J Fl
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G REEL R AL L T GFAP-1gG 41, R4 25 5+
TG it L, GFAP-IgG 44552 S e Il VA I 7
[ L A5 5 AR T AQP4-1gG 4 [4/34 (12%) vs 15/30
(50%) , P<0. 01 ], K WK Bifi Ui it 75 B A7 2% B 1) Lb ] o
SEHERE 128 (4%) vs 6/30(20%) , P=0.13],
HZR TG FE L PHERKBED EDSS P4
Bl 7 5 T 22 S TG 2R

2.6  GFAP-IgG M EH 864 5 MOG-1gG 4
BE R PR R AE ) FL 88 GFAP-IgG Ml B BER 5
MOG-IgG HHICHBER (1) E LI IR ALHE « KAl
WA [28.5(10.8,44.3) % vs 11.0(5.8,31.0) % , P<
0.01] . JL 7 /& 3 Lt 1] 55 Ik [12/34 (35%) vs 25/42
(70%) , P=0. 04] AFBEiHC B K [23. 5(15. 8,30. 5) vs
14.5(11.8,21.2),P<0. 011, WL &P -5 el AH G

GFAP-IgG GFAP-IgG

TE  JARAL BAAL R B, GRAP-TgG AR A S T WLAN ) S B4 T, W5 5 kk (A
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[15/34(44%) vs 21/42(50%) , P=0. 61] . & #  Fi5k

BRI e AR T T B i 4278 GFAP-1gG ARG
BE48. 5 MOG-IgGAAIH , GFAP-IgG ZH A ICU A%
ZHUABCE SR A0 e (LR G e ™ T A P A SR
FEIRSZATAE ARSIk A BhEE R 7 H TG 0 3 25 5%
YL EBETEABERT A EDSS PR 0 i & 22 5% . B RE4L
58 b 7E GFAP-IgG 21 17 % W, [14/17 (82%) vs 8/18
(44%) ,P=0.02], HES A5 E X, HHE MR
N, C“HAE” (UL 1D 78 MOG-1gG 41 5 % W, [5/42
(12%) vs 1/34(3%) , P=0. 15] , RE R LG4
o ST gkt Btk i 45 o RO s A =
AR IO 25, (EfF R AR, GFAP-TgG 4 B¢
ARIKBEVIHT EDSS PE43 5 T MOG-1gG 41, P41 7E B 15
FHE i 22 5 Tege 2

MOG-IsG

), TS R R A b (R AN PO

B
LEFEIRAE) (C.D), DL BRI A T8 BB R AL IR (B F) o AQPA-TgG AR S A8 i T3 3 141 5L T S 0 , 22 R B0 M 37 T, i 45 5 i Ak ()
FEFRIESRAL (H) o MOG-1gG AH G B 42 K5 AT WL ) ZE A1 54 T, 053 45 59 A (1) B A0 HOR B BOM PR i 55 (1R ) (B i 2 biom 77l

2 PG R Y JRAE S T8 o

51 GFAP-IgG . AQP4-IgG K MOG-IgG #H #3648 19 MRI £ 31

£4 GFAP-IgG . AQP4-IgGC B MOG-IgGC X B R A BHF AT HERTELLE

i H GFAP-IgG(n=34) AQP4-IgG(n=30) MOG-IgG(n=42) PME P
A7 [n(%) ]
R R 33/34(97%) 30/30(100%) 41/42(98%) 1.00 0. 88
i1 SRR ISEE 18/34(53%) 12/30(40%) 17/42(40%) 0.30 0.28
1003 4 1/34(3%) 0/30(0%) 0/42(0%) 1.00 0.26
ke iRl 4/34(12%) 15/30(50%) 11/42(26%) <0.01 0.12
il
ABEEDSS [M(P,g,P,5) ] 4.0(3.0,6.0) 4.0(3.0,6.0) 4.0(4.0,6.0) 0.30 0.15
hBEEDSS [M(P,,,P,,) ] 3.0(0,8.0) 2.0(2.0,6.3) 1.0(0,3.0) 0. 86 0.01
B EDSS [M(P,g, Pyg) ] 0(0,2.8) 0(0,4.3) 0(0,1.0) 0. 94 <0. 05
L (BT [n(%) ] 1/28(4%) 6/30(20%) 1/41(2%) 0.13 0.78
BV [M(Py, Pog), ] 20.00(15.00,23.75) 14.50(8.00,34.30)  25.00(13.75,31.00) 0.78 0.11
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A B 5% 3 3 3 H GFAP-IgG AH 4 86 4% H % 1)
I RAFAE SL56 2= KA 45 R AR FHRE BT ik
Fllfs R TS , A & B GFAP-TgG FH G 86 4 1 2
Az BEALL , #E— 2% GFAP-IgG AH X4 86 4 A2y 7 4R
AL B, IR H 5 AQP4-1gG AH XCH B 48 Il MOG-1gG
AH A 2 EAT LA, — 25 BB AN [] JRL R T 9 i
PREE R, A RIS YT A6 B

WE A — 01 v [ A BEF 9T 7R , GFAP-A i LU &
YRR 3 CF L el 1..00:2.17) , A7 & 9 4F 1 54
(23,73) 417, (BARWFSE K I GFAP-IgG AH X BE R
BE B BT 121, H R RRAER AL, X nl g2
AT AHIE9E AR T B 40 X — e R AU, g5 T
e o7k 58 4 Bt GFAP-A (%% (4 A BERRAE . BEAE B
F% .78 29 40%~66% 1) B H 75 28 R Gtk L AT
A AR TR AR 1 AR BRI I 45 R S e — 3K,
B T BB i e PR 2, (L LA 1) PR G R o A B
g A 34 5] GFAP-TIgG AH & F 56 & .3 1 I
PRI , A0 F8 & AT BR | siai 45 , 5 REFE A
FEAREFALT

24 1/2 19 GFAP-IgG AH I 8 4 A & IR en i
i, 2T S TS AENLHIPS B BRI PRI R o 5
020 A T ARE A (B AR T EOR B
I TF i ) WA R & GFAP-IgG BH e 5 25 110 8 2 4%
FERY Xt 53 GFAP-1gG M B BE R 2 iRki2 Ik
W2 RGUIRYY . Liang 55242, Mk 101 4 52
JEE T e (R P AN G B ) 8 P T v Rl RE R A
GFAP-A 585 PRI R IR R 22— SR, AAfF 5%
KI5 (329% ) £835 B4 A VA 1 4 it AN 2 /KO- TR
T W= T BB |8 170 I S v 1 e )i £V
JETAFAE GFAP-IgG X TH 5 TM B IH B BB,

ARHF5E & B, LETM 18 GFAP-1gG A 634 6 %
BORE UL o SRR B 2 R LA 32 AR, 34 i
HHA 201 (6%) B BCEHE A, 2 449 1718 2 KR
kb X5 REAERF T 45 R — 30 A 17 B2 B AL
B AS A ) B T, 14 5 R B ke AL, o s 5k
A Y S L (PSS PE PO IR AR L), el
GFAP-IgG AH & H 6 R 1 HL Y52 AR RRAE 22 ARG
8 H A 2 )t B R It ] PR S R v A B X
GFAP-A [ 1L 8 J&] ] 5 i ] g 21X — FRAE PR 15 3R
PR BEEERE > (AR A X M RIAE G e R
BAB A R A R A . BT I, A s BRI IR 125 A
RV i = SRR i 350505 kL, 1575 %5 B8 GFAP-1gG #H ¢
HHER B AT HE

SRS 3 UUEBE R BE A7 B e L R IG PRARAE
{EAE S LI PR FE I AT 2% S A ORI 52 A5 2
SOTTHARTE % 22 5 . SRR AR, GFAP-1gG
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AH S BE R 1 L B ELBIIR T MOG-1gG 41,
I, FHEE T MOG-IgG 2H , GFAP-IgG M K4 B 4 B %
() A 9 AR I B v o LA A BT 245 501 GFAP-1gG AH K
BB R I RFIE LS « 2P R VR 0TS v 0 A A i
KA MUAE % A2 2R 3K B8 0] B GFAP-IgG K 424t
R, RE 3B EABEN EDSS P L2 5%, 2
GFAP-1gG 21 76 4 B 19 18] B % 75 22 A fF 1CU FIHLIK
A, PEn HOER B E . B S MLR L CSF 1 4f
MO BRI K, 278 GFAP-TgG AHICE B4
BATAE R ZL A RAE RN, L HAE PR RGN,
X AT G2 LR AR R B Sk 7™ = 8 S A

AL T AQP4-TgG HH 564 i K %52 Jay FR A4 9 k1
GFAP-IgG #H 5 8 4 10 18 s 722 3 5 2 I 9\ 1)
FEAR) T, S A o H il AU, 1 5% 5 o Ak n] 2 K rp
S, 2 PR R R A A AR ik S R Y —
a2l CHAE PR & MOG-1gG A -8 % 1)
WARFERAE A/ BT 5 GFAP-IgG #H & B B & %
G0 ARG R “H AR AE MOG-1gG 4 58 % WL, {5
R ARBGIEE L RKIKFED] EDSS P43 H 67 %k
0, $EoR =4 R A B BE R KR AT, X AT
RETS 45 T W2 W R 8UR T RN .

AT ST H6 R W I PR 26 B LT 22 A A8 A Tk
A5 KR SR a5, TR M AR AT GFAP-TIgG AH G B BE R
1) B AE AL ) P AR 6 2, I B GG IR = A= i 12 3
BTN W GFAP-TgG A it A H 3 BRI

AW GATAFAE — %2 SRy BRAE | 15506 Bl B A % 14
T B 211 PR 114 i 2 Xk DAkt B 5 FLvR 34N A
1) AN T B A 38 L 531 43 A RT RE 235 AT 9T 45 2
o MOG-TgG A i 28 241 #4735 B S A 11
X AT B2 M L R AN 4 Bl RS A RRAE AR e . Rk
T BT 22 by KRR A & 0 F BE PR 9T DU SRIE A
WRMLEL .
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