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Clinical study on protein A immunoadsorption combined
with glucocorticoid therapy for MOG antibody-
associated optic neuritis

DAI Yangyang, KUANG Zuying, YE Jinlong, PAN Menggqiu, ZHOU Lihua, LI Bo, WANG Zhanhang
(Department of Neurology, Guangdong Sanjiu Brain Hospital, Guangzhou 10515, China)

Abstract Objective: To investigate the clinical efficacy and safety of protein A immunoadsorption combined with glucocorticoid
therapy in patients with myelin oligodendrocyte glycoprotein antibody-associated optic neuritis(MOG-ON). Methods:
A retrospective analysis was conducted on 7 patients with MOG-ON who were diagnosed and treated with protein A
immunoadsorption combined with glucocorticoid therapy at the Department of Neurology, Guangdong Sanjiu Brain
Hospital from June 2022 to December 2024. All patients underwent protein A immunoadsorption therapy (once
every other day, with S sessions constituting one course) in conjunction with concurrent steroid therapy. Visual acuity
changes, EDSS score changes, and MOG antibody titer changes were assessed before treatment, as well as at 3 and
6 months after treatment. Additionally, adverse events were meticulously recorded. Results: At the 6 months post-
treatment mark, 6 patients (85.7%) demonstrated an improvement in visual acuity compared to their baseline levels,
with 4 patients (57.1%) achieving a significant improvement. The median LogMAR visual acuity values in the left
eye improved from 0.20(0.14,0.70) to 0.10(0.10,0.42), and in the right eye, they improved from 0.30(0.19,0.47) to
0.18(0.10,0.21). MeanWhile, the EDSS visual score decreased from 2.86+1.68 to 1.43+1.51(P<0.05). The geometric
mean serum MOG antibody titer declined from 1:52.0(GSD=3.7) before treatment to 1:8.8(GSD=1.9) at 3 months
after treatment(P=0.027), and further decreased to 1:13.0(GSD=4.1) at 6 months after treatment(P=0.027). A total of
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35 immunoadsorption sessions were administered to the 7 patients, and no serious adverse reactions were observed;
only minor and manageable adverse events occurred. Conclusion: Protein A immunoadsorption combined with
glucocorticoid therapy can effectively lower serum MOG antibody levels and enhance visual outcomes in patients with
MOG-ON.
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i o FFE RS0 B (4R 8% . EDSSIFI1) LA %L
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2.4 WA REDSSIEN K EER

KRG B AR BE T B RIEE, 178
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2.86 + 1.68, SLEDSSIT 43 43.86 +2.40, Hrp B3 3%)
TR R R TSGR, EDSSH P/ M6y, 1T
3MH, MR LogMARM {3 %20.18(0.10, 0.47),
£ MR LogMARRE /1 {E #4(3% %20.18(0.10, 0.24), EDSSHH
TIPSR Z1.S7 £ 1.51, MEDSSHE/MEE2.57 +1.72,
ZREA G FE L (P<0.05) WRITIR6NH, 2R
LogMARM S {E#— 4235 %2 0.10(0.10, 0.42), FHR

LogMARH /{1 40.18(0.10, 0.21), EDSS¥AJIPF4M %
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Table 1 Clinical symptoms, visual acuity and changes of MOG antibody titers before and after treatment

VRIT R MOG HifRHEE

1RY7THT LogMAR WIE

Fe5 A AR EARER 9 S A IR 31H 61~ H
s e Mg AW il LIRS
1 /4 52 FSBERT ARG R P fis s 0.7 0.4 1:100 0 1:10 1:100

2 5’8 32 L) B o 0.7 0.54 1:100 0 0 0

3 3 35 LAl o 3 3 1:10 1:320 1:10 0
4 H 41 DS ZE R W i % 9 S 0.18 0.18 1:320 1:32 1:32 1:100

43t GFAP Hifk
s I 63 JEARA FEAEZE U ST 0.1 0.1 1:10 1:10 0 0
R
. NMDA Fl AQP4 #ii
6 42 3L 0.1 0.18 1:32 1:32 0 0
= = AR B

7 By 11 ) i Jo 0.18 0.3 1:100 1:10 1:10 1:10

AR AN S 5 0RANMOGHUARINE s [ 4 N AT TIaIE—I2 %, T IR 6 A DU R o LogMARML I E AR5

AT SRAERE , /NI RS RS PRI RS B L
Age is expressed in years; 0 indicates MOG antibody negative; Patient 4 was the only one who relapsed during the study period, with
persistently high antibody titers at 6 months after treatment. LogMAR visual acuity values maintain the precision of original measurements,
with decimal places reflecting actual measurement accuracy.

R 2 JAITEIE MOG HiKEE

Table 2 MOG antibody titers before and after treatment

P1{H P P{H
:V, 72{» YOS A I3 3 A VA 6 A N . N o .
AR 2 TRY T wWrE3ANH R E 6 A (YBIFH vs. (VRITHET s, (BIT)E 34 H vs.
WA WTR6AA) AT 6 )
1ML MOG itk
i 1:52.0(GSD=3.7) 1:8.8(GSD=1.9) 1:13.0(GSD=4.1) 0.027 0.027 0.285
>

Heli B LU L5 (GMT) B URTRRIE 2 (GSD) R s BARIEE = 1105 SOWBINE, BIPESS el LsH B
Antibody titers are presented as geometric mean titer (GMT) with geometric standard deviation (GSD); a titer >1:10 is defined as positive, and
negative results are imputed as 1:5.
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% 3 JAITEIRM /1K EDSS ST (n=7)

Table 3 Changes in visual acuity and EDSS scores before and after treatment (n=7)

R YRIT T w7 31 H WIYE 6 A PEAITHTvs. 3N A ) PE (IRITRTvs. 6 0~H )
ZEHR LogMAR
i 0.20(0.14, 0.70) 0.18(0.10, 0.47)  0.10(0.10, 0.42) 0.042 0.027
MIE
£l LogMAR
. 0.30(0.19, 0.47) 0.18(0.10, 0.24)  0.18(0.10, 0.21) 0.016 0.016
MIE
EDSS #1153 2.86 + 1.68 1.57 = 1.51 1.43 +1.51 0.029 0.021
B EDSS 143 3.86 + 2.40 2.57+1.72 243 +1.81 0.042 0.038

A IEZS AR LA + B2 30R , SRTBCRT R 56 5 AR 1E 25204 s LA b s B (0 7 R 4l B ) 367, R F Willcoxon £
SHKLR . P<0.0SHIEFATGIA R L

Normally distributed data are presented as mean + standard deviation and compared using paired t-test; non-normally distributed data are
presented as median (interquartile range) and compared using Wilcoxon signed-rank test. P<0.0S was considered statistically significant.

1 HBRERDY

Figure 1 Imaging findings

A~CH EFH TRIET WIS P51, R Ze M eh e dman , SUMRR A 2L i B 26 RoIRsm AL RE (K F7R) s D~FOR R 4l T,
FLAIRFFS, SosiiiH7e ., 2ol e 55 ke BB b0 2 4 i 55

A-C demonstrate orbital T,-weighted contrast-enhanced sequences of Patient 1, revealing left optic nerve atrophy with linear contrast
enhancement within the proximal segments of bilateral optic nerves (arrows); D-F show brain T, FLAIR sequences of Patient 4, demonstrating
multifocal hyperintense lesions in the left brainstem, left periventricular white matter, and centrum semiovale.
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