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[Abstract] Objective To investigate the clinical features of multiple sclerosis (MS) patients with
positive serum aquaporin 4 (AQP4) antibody. Methods A total of 18 MS patients who had been
diagnosed in accord with McDonald Criteria (2010) were enrolled and were divided into AQP4 positive
group (N =5) and AQP4 negative group (N = 13). In combination with accessory examination, clinical
features and laboratory data of MS patients were correlatively studied between 2 groups in association with
follow-up study in Outpatient Clinic. Results Five seropositive patients, including 2 men and 3 women,
were collected. The median age of onset was 43 years and the median clinical course was 4 months.
Compared with patients with negative AQP4 antibody, MS patients with positive AQP4 antibody
demonstrated increased spinal cord lesions and optic nerve involvement. MRI revealed multiple abnormal
long T: and long T, signals in brain and cervicothoracic spinal cord (3/5), and multiple abnormal long T,
and long T, signals in cervicothoracic spinal cord (2/5) in seropositive group. Relatively more patients in
seropositive group had increased cerebral spinal fluid (CSF) IgG index (4/4) and 24 h intrathecal IgG
synthesis rate (3/4), and positive oligoclonal bands (OBs, 3/4). Two patients presented with positive anti-
nuclear antibody (ANA) and one Sjogren’s syndrome (SS) in seropositive group. Conclusions There were
some differences in clinical features between AQP4 antibody positive MS and classical MS, suggesting
distinctive pathogenesis may exist between these two entities, which need to be emphasized and treated
accordingly from the diagnostic and therapeutic points of view.
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Table 1.

Clinical features and accessory examination of 5 MS patients seropositive for AQP4 antibody

. Age IgG IgG synthesis Systemic
oo s (year) index Ui rate (mg/24 h) VEP EEDHIP MRI autoantibodies
1 Female 63 .02 - 10.86 Amplitude of P100 Amplitude of bilateral cervical ~ Multiple lesions in  ANA 1: 320,
decreased decreased cervical and Tys, TG >500 IU/ml,
Trs TPO 1218.30 IU/ml
2 Male 28 .00+, 15.20 Prolonged latency and Prolonged interpeak latency of  Tes, Tio-n =
type Il decreased amplitude of P100 BAEP
3 Female 31 1.07 4+, 6.70 Decreased amplitude of left ~ Prolonged interpeak latency of  Periventricular and -
type Il P100, prolonged latency BAEP, prolonged latency and ~ Trs
with repeat test decreased amplitude in repeat
test
4 Male 79 — — - Prolonged latency in left — Periventricular, ANA 1:40
P100, no wave in right side Cas, Co=Ty, T
5  Female 45 1.35 4, 2141 Prolonged latency in BAEP: prolonged latency of V. Periventricular, -
type Il both sides wave in left side, decreased corpus callosum
amplitude of V waves in both and Ces

sides, prolonged interpeak
latency in all waves
Normal SEP

peroxidase, IRIN SUE=R (7]

Normal range: IgG index < 0.85, intrathecal IgG synthesis rate <7 mg/24 ho +, positive, B 5 -, negative, B 1 ; —, not done, A2l . OB,
oligoclonal band, 2 5 & [X 47 ; VEP, visual-evoked potential , #8575 & Hi{ii ; BAEP, brainstem auditory-evoked potential , ki T-WT 52 175 %& i {0
SEP, somatosensory-evoked potential, {85 & A3 {3 ; ANA , anti-nuclear antibody, HUAZ T4 ; TG, thyroglobulin, H AR IR 3k 2 1 ; TPO, thyroid
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Head MRI findings on August 2011. Axial T,- FLAIR showed multiple patchy high - intensity signals of bilateral
periventricular lesions (arrows indicate; Panel la, 1b). Axial T.WI showed multiple patchy high - intensity signals of bilateral

Figure 1

periventricular lesions (arrows indicate; Panel lc, 1d).
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Figure 2 Head and thoracic cord MRI on February 2014. Head axial T,WI showed multiple patchy high-intensity signals of bilateral
periventricular lesions (arrows indicate, Panel 2a). Head axial T.-FLAIR showed multiple patchy high-intensity signals of bilateral
periventricular lesions (arrows indicate, Panel 2b). Thoracic cord sagittal ToWI showed patchy high - intensity signal in T:s (arrow
indicates, Panel 2¢). Thoracic cord axial T,WI showed patchy high-intensity signal in Ty (arrow indicates, Panel 2d).
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Figure 1  Optical microscopy found Schwannoma cells
formed "palisades" in Antoni A region. HE staining low
power magnified Figure 2 Optical microscopy found loose-
textured Antoni B region. HE staining medium power
magnified  Figure 3  Optical microscopy found vascular
hyalinization. HE staining medium power magnified
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