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NTS AND METHODS

:jf ded two cohorts of patients:

prospective cohort of 57 patients followed for a mean period of 3.313.2 years;

oo

rospective cohort of 19 AQP4-Ab positive NMOSD patients.
tnts were tested for both AQP4- and MOG-Ab using specific Cell-Based
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FIGURE. Cell Based Immunofluarescence Assay [CBA) performed on HEK 253 expressing human MOG Alpha-1
fused to GFP. The GFP tag was inserted to evaluate the expression levels of MOG (green staining). In red is
shown the immunfofluorescence staining using commercal antibody (A}, two MOG-positive {J1, J2) patient’s
sera {B,C) and one negative serum of a MS patient (SM1). Non transfected cells (HEK WT) were used as negative

control. Magnification 20X Inset shows an higher magnification {100x) of the staining on a single transfected
cell.

__________________________ Table 2. Comparison of CerebroSpinal Fluid (CSF) findings between patients with MOG Abs,
";- and without Abs with statistical analysis AQP4 Abs and without Abs with statistical analysis

u'n'u'u'u'n'u'u'u'n'u‘u'u'n'u‘u'u’n'u'u'u’n'u

MOG MOG-Ab |AQP4-Ab
neg/AQP4 |Positive |positive

MOG-Ab MOG-Ab AQP4-
negative/AQP4 | Positive Ab

neg -Ab negative (n. 19) Positive

(n. 38) (n. 19)

38 19 19 CSFWBC (mean tDS) |0+26.1 7,519,4 5.615.5 20.2+51.8 ns
Sex (F), [n° of 47 22 (57.9%) 7 (36.8%) 18 (95%) <0.0001 CSF Proteins (mean £DS) 52.3167.6 45,3+13,3 74+132.4 444123 ns
patients] (%) (61.8%) CSF Oligoclonal Bands,[n°® E 28 (73.6%) 6 (31.5%) 6 (31.5%) 0.001
Age at onset, ys 354+11.3 33%9.3 40.7+12.7 35124 0.05 (%) of pazients]

| [mean $DS] (17-56) (14-60)  (16-68)

Table 3. Comparison of MRI findings between patients with MOG Abs, AQP4 Abs and without
Abs with statistical analysis

IR e ey 4.8£45  3.543 29438 9153
Ys (mean iDS) (05-85 aa) (05- |3 aa) (05-|85 aa) <0.0001 Tot. |MOG-Ab MOG-Ab AQP4-Ab Positive
: negative/ AQP4-Ab | Positive (n. 19)

negative (n. 38) (n. 19)

Myelitis 34 13 (34.2%) 1 (57.9%) 10 (52.6%) ns

(el btz 42 25 (658%) 8 (421%) 9 (47.4%) I TGN 40 30 (79%) 7 (37%) 3 (16%) <0.0001
: brain lesions, [n° (%) of

EDSS at onset 2414  1.610.62 2.5+ 3.8%2 <0.0001 pazients]
| (mean £DS) N° of brain lesions

o 24218 [1.7£07 24| 43225 <0.0001 | 19 1 (3%) 9 (47.4%) 9 (47%)
| up (mean £DS) 2-9 47 30 (79%) 7(368%) 10 (53%) <0.0001

|DIS (clinical and/or [ 377 (97%) 1 (57%) 13 (68%) <0.0001 >9 10 7 (18%) 3 (15.8%) 0

paraclinical), [n° Presence of spinal cord [El 17 (45%) | | (58%) 13 (68%) ns
| (%) of pazients]

(R lesions [n° (%) of
CI|n|c?I DIT [n° (%) BE |7 (44%) 8 (42%) 18(95%) 0.001 pazients]
Jelpas Enie) LETM: [n® (%) of 17 1 (6%) 4 (36%) 12 (92%) <0.000|

DIT (clinical and/or E¥ 20 (52%) |1 (57%) 18 (95%) 0.006
|paraclinical), [n°
(%) of pazients]

pazients]
MRI follow-up 70 35 |6 |19

| Stable 27 13 (37%) 9 (563%) 5 (26.3%)
| Time between first RREVR .21 2+2.7 2.412.5 ns New lesions 39 21 (60%) 5 (31.2%) 13 (68.4%) T
e SEHEE FE AN Reduction/disappearing LRRNEYA 2(125%) 1 (5.3%)
|ys (meantDS)
| Second relapse MRIDIT and DIS a2t EERVE(EA 8 (42%) 0 <0.000
18 9 (53%) 4(50%) 8 (44.4%) follow-up [n® (%) of
18 6 (35.3:/,) | (I2.5:A) 8 (44.4?) ns bazients]
7 2 (11.7%) 3(37.5%)  2(11.2%) MS diagnosis, [n° (%) of PYARMELY(Er 3 (16%) 0 <0,000|
pazients]
Eﬁ“‘ﬁ:—ﬁéﬁﬁﬁi‘iﬁiﬁﬁﬁ} space; DIT Dissemination in Time LETM Long Extensive Transverse Myelitis
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CONCLUSION

The presence of serum MOG-AD Is not a rare event in ON and myelitis suggestive of
CNS demyelinating syndrome. Clinical and paraclinical characteristics of these patients
overlap partially those of NMOSD and MS. The possibility for MOG-Ab positive patients
to reach MRI dissemination in space and time claim attention on differential diagnosis

with “typical” MS and may suggest B-cell specific therapeutic long-term strategy.
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