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Abstract
Background  Peripapillary hyperreflective ovoid mass-like structures (PHOMS) have recently been described as new optical 
coherence tomography (OCT) marker. It is not yet clear whether the occurrence of PHOMS is disease-specific or disease-
spanning. PHOMS have been described in 16–18% of patients with multiple sclerosis (MS). Currently, no data on the 
prevalence of PHOMS in other demyelinating diseases including aquaporine-4-IgG-positive neuromyelitis optica spectrum 
disease (AQP4 + NMOSD) or myelin oligodendrocyte glycoprotein-IgG-associated disease (MOGAD) are reported.
Methods  We performed a cross-sectional, retrospective spectral domain OCT study evaluating the frequency of PHOMS 
in AQP4 + NMOSD (n = 47) and MOGAD (n = 44) patients. To test the association with retinal neuroaxonal damage, we 
compared demographic and clinical data as well as retinal layer thicknesses between eyes with vs. eyes without PHOMS.
Results  PHOMS were detected in 17% of AQP4 + NMOSD and 14% of MOGAD patients. Intra-cohort analysis revealed that 
AQP4 + NMOSD patients with PHOMS were significantly older [mean (years): 57.5 vs. 50.0; p value = 0.04]. We found no 
association of PHOMS with retinal neuroaxonal degeneration. In addition, in subjects with only one eye affected by PHOMS 
compared with the unaffected fellow eye, no differences in retinal parameters were observed (n = 4).
Conclusions  In summary, we found PHOMS in 17% of AQP4 + NMOSD and 14% of MOGAD patients. This is comparable 
to the prevalence of published MS PHOMS data. Therefore, a disease-specific occurrence of PHOMS is unlikely. Interest-
ingly, PHOMS do not seem to depend on retinal neuroaxonal degeneration.
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Introduction

Peripapillary hyper-reflective ovoid mass-like structures 
(PHOMS) are a recent finding in optical coherence tomog-
raphy (OCT). PHOMS are thought to be associated with 
axoplasmic stasis and/or congestion in the glymphatic trans-
laminar pressure system [1]. However, pathophysiology and 
significance of PHOMS remain unclear. Nevertheless, as a 
very new OCT marker, PHOMS have already been investi-
gated in various neurological diseases including multiple 
sclerosis (MS). Here, a prevalence of PHOMS positivity was 
shown in 16–18% of patients [2, 3]. However, data on the 
prevalence of PHOMS in other inflammatory cerebral nerv-
ous system (CNS) disorders are lacking and little is known 
about the PHOMS frequency in adult healthy controls (HC). 
Therefore, we aimed to investigate the prevalence of PHOMS 
in patients with (i) aquaporine-4-IgG-positive (AQP4) 
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neuromyelitis optica spectrum disorders (AQP4 + NMOSD) 
and (ii) myelin oligodendrocyte glycoprotein-IgG (MOG)-
associated disease (MOGAD).

Materials and methods

Study design

In this cross-sectional, retrospective cohort study, patients 
with AQP4 + NMOSD and MOGAD were evaluated for the 
prevalence of PHOMS. All NMOSD and MOGAD patients 
from two university hospitals (Institute of Clinical Neu-
roimmunology, NeuroVisionLab, LMU Hospital; Depart-
ment of Neurology, Klinikum rechts der Isar, TUM school 
of medicine, Technical University of Munich; recruitment: 
2013 until 2021) with availability of clinical data and at least 
one OCT scan were included in the analysis. Diagnosis of 
AQP4 + NMOSD was defined by Wingerchuk et al. [4] and 
MOGAD by Jarius et al. [5]. Age- and sex-matched HC were 
included. Exclusion criteria were systemic or ophthalmo-
logic diseases that might affect OCT data (arterial hyper-
tension; diabetes mellitus; refraction error of > 5 dioptres; 
history of any known eye disease; eye surgery). All eyes 
with a (anamnestic and/or clinical) history of optic neuritis 
were excluded from OCT retinal layer analysis. The study 
was approved by the ethics committee of LMU and TUM 
and performed according to the Declaration of Helsinki. All 
individuals gave written consent.

OCT imaging

All retinal scans were performed using a SPECTRALIS 
spectral domain (SD) OCT with automated eye tracking 
(OCT2-Module, Heidelberg Engineering as described before 
[3, 6]). Retinal layer segmentation was performed by the 
Heyex v2.5.5 (LMU) and Heyex v2.5.4 (TUM) software. 
The total macula volume (TMV), the combined ganglion cell 
and inner plexiform layer (GCIPL) and inner nuclear layer 
(INL) volume (all mm3) were acquired from 25 [30 × 25°, 
ART 13] vertical b-scans. The presence of PHOMS and the 
thickness (µm) of the peripapillary retinal nerve fibre layer 
(pRNFL) was assessed using a circular star-shaped optic 
disc scan centred on the optic nerve head (radial scan, 15° 
angle, 27 B-scans).

Assessment of PHOMS

Radial scans were examined for presence of PHOMS accord-
ing to the multirater consensus of 2020 [7] by two inde-
pendent, experienced raters (RW; JAG) blinded to clinical 
information: PHOMS present (PHOMS +) vs. no PHOMS 

present (PHOMS−). Incoherent ratings were categorized as 
PHOMS + or PHOMS− in an open discussion (all authors).

Statistical analysis

For statistical analysis, a paired eye approach was used to 
account for inter-eye correlations in each patient. For this 
purpose, mean values of both eyes were calculated if both 
eyes were available and assigned to the same group. Graph-
Pad Prism (v9.1.1) was used for statistical analysis. Inter-
rater agreement on rating of PHOMS per patient as well 
as eyes was calculated using Cohen´s kappa [8]. Patients 
with unilateral PHOMS were classified as PHOMS patients 
for further analysis. In case of unilateral PHOMS+, the 
PHOMS− eye was excluded from further analysis. For 
statistical analysis, we used the Fisher’s exact test for cat-
egorical data, the unpaired t test for normally distributed 
quantitative parameters and the Mann–Whitney U test for 
non-parametric data. Data are represented as median with 
corresponding 25–75% interquartile range. Statistical sig-
nificance was set at p < 0.05.

Results

Study cohorts

In total, 131 subjects were screened, consisting of 81 
AQP4 + NMOSD and 50 MOGAD patients. Of the patients 
screened, 47 AQP4 + NMOSD patients with 89 eyes, 44 
MOGAD patients with 84 eyes met the stated inclusion cri-
teria. Due to a previous ON, 35 eyes each had to be excluded 
in both the AQP4 + NMOSD (bilateral ON: n = 22 eyes, uni-
lateral ON: n = 13 eyes) and MOGAD group (bilateral ON: 
n = 18 eyes, unilateral ON: n = 17 eyes) for further retinal 
layer analysis, but not for PHOMS analysis. A pool of 55 
HC with 110 eyes was selected, of which 47 subjects could 
be analysed age- and sex-matched to the AQP4 + NMOSD 
cohort (HC.1) and 36 subjects to the MOGAD cohort (HC.2) 
(Tables 1, 2).

PHOMS rating

When evaluating all included eyes for occurrence of PHOMS 
an inter-rater agreement of 0.86 per patient (κ = 0.69, good 
inter-rater agreement), 0.91 per eye (κ = 0.55, moderate 
agreement) was reached. Radial scan images with PHOMS 
detected within the HC are presented in the Fig. 1.

PHOMS in AQP4 + NMOSD

Within the AQP4 + NMOSD cohort, PHOMS were 
detected in 8 of 47 included patients (17% of patients; 
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11/89 [12%] eyes) and 2 healthy individuals of the age- 
and sex-matched HC cohort (4.3% of HC.1; 3/94 [3%] 
eyes). AQP4 + NMOSD PHOMS + patients were signifi-
cantly older than PHOMS− patients (Table 1). No further 
clinical differences were observed between PHOMS + and 
PHOMS− patients with AQP4 + NMOSD or between 
NMOSD patients and its corresponding HC.1 cohort 
(Table 1). In eyes without optic neuritis (nON eyes), there 
was no significant difference in TMV, GCIPL, and INL, and 
pRNFL within the AQP4 + NMOSD cohort and compared 
with the HC.1 cohort.

PHOMS in MOGAD

PHOMS were observed in 6 of 44 included MOGAD 
patients (14% of patients; 7/84 [8%] eyes) and 2 healthy 
individuals of the age- and sex-matched HC cohort (5.6% 
of HC.2; 3/72 [4%] eyes). No significant clinical or 

demographic differences could separate PHOMS + from 
PHOMS− patients. There was no association between 
the presence of PHOMS and retinal neuroaxonal damage 
(Table 2). However, TMV and GCIPL volumes of nON 
eyes were reduced in MOGAD patients compared with 
HC.2. Within the corresponding HC.2 cohort, the same 2 
individuals with PHOMS were detected as in HC.1 cohort 
related to the AQP4 + NMOSD cohort (Fig. 1).

OCT characteristics in subjects with unilateral 
PHOMS

A total of 4 individuals (25% of all PHOMS + sub-
jects) showed PHOMS detection unilaterally only (1 
AQP4 + NMOSD, 2 MOGAD, 1 HC). This cohort also 
showed no significant difference in retinal neuroaxonal 
degeneration of the PHOMS + eye compared with the 
PHOMS- eye (data not shown).

Table 1   Demographics and OCT characteristics in HC.1 and patients with AQP4 + NMOSD

AQP4 + NMOSD aquaporine-4-IgG-positive neuromyelitis optica spectrum disorders patients, EDSS Expanded Disability Scale, GCIPL gan-
glion cell-inner plexiform layer, HC healthy control, INL inner nuclear layer, n number of patients, pRNFL peripapillary retinal nerve fibre layer; 
TMV total macular volume

HC.1 AQP4 + NMOSD p-value (HC.1 vs. 
AQP4 + NMOSD)

Demographics n = 47, 94 eyes n = 47, 89 eyes
 Sex female [number of patients (%)] 33 (70.2) 39 (83.0) 0.22
 Age (years) 49.0 (40.0–56.0) 53.0 (43.0–59.0) 0.65
 Disease duration (months) n/a 57 (14–111) n/a
 EDSS n/a 3 (2.5–4.0) n/a
 History of optic neuritis [number of patients 

(%)]
n/a 24 (51.0) n/a

 PHOMS [number of patients (%)] 2 (4.3) 8 (17.0) 0.09
 OCT measurements n = 47, 94 eyes n = 35, 54 eyes
 pRNFL (µm) 100.0 (94.5–107.5) 99.5 (92.8–107.4) 0.70
 TMV (mm3) 8.8 (8.5–9.0) 8.7 (8.4–8.9) 0.38
 GCIPL (mm3) 2.1 (2.0–2.1) 2.0 (1.9–2.1) 0.30
 INL (mm3) 0.96 (0.91–1.01) 0.97 (0.91–1.01) 0.76

AQP4+NMOSD PHOMS +  PHOMS−

Demographics n = 8, 11 eyes n = 39, 75 eyes
 Sex female [number of patients (%)] 5 (62.5) 34 (87.2) 0.12
 Age (years) 57.5 (55.3–66.0) 50.0 (41.0–59.0) 0.04
 Disease duration (months) 27.0 (9.3–93.8) 66.0 (14.0–128.0) 0.34
 EDSS 3.5 (3.0–5.0) 3.0 (2.5–4.0) 0.36
 History of optic neuritis [number of eyes (%)] 2 (18.2) 31 (41.3) 0.19

OCT measurements n = 7, 9 eyes n = 27, 44 eyes
 pRNFL (µm) 100.0 (93.5–112.0) 99.0 (92.0–106.0) 0.89
 TMV (mm3) 8.5 (8.4–9.1) 8.6 (8.4–8.9) 0.86
 GCIPL (mm3) 1.9 (1.9–2.1) 2.0 (1.9–2.1) 0.72
 INL (mm3) 1.00 (0.86–1.07) 0.97 (0.92–1.01) 0.94
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Discussion

We found PHOMS in  17% of  pat ients  wi th 
AQP4 + NMOSD and in 14% with MOGAD. In both 
cohorts, the proportion of patients with PHOMS was 
comparable to previously published data on PHOMS 
prevalence in MS [2, 3]. Occurrence of PHOMS in 
AQP4 + NMOSD and MOGAD patients was not associ-
ated with sex, disease duration, disability and retinal neu-
roaxonal degeneration. Previous studies have shown that 
retinal neuroaxonal degeneration is prominent in nON 
eyes in MS patients, whereas ON-independent retinal neu-
roaxonal degeneration in AQP4 + NMOSD and MOGAD 
currently remains under debate [9–11]. If PHOMS occur 
in relation to the extent of neuroaxonal degeneration, a 
different prevalence between the diseases could be sus-
pected. Based on our data, no association between reti-
nal neuroaxonal degeneration and PHOMS prevalence 

is apparent. Interestingly, the only factor we found was 
an age-dependent association of PHOMS prevalence in 
AQP4 + NMOSD patients.

In addition to a possible association with retinal neuroax-
onal degeneration, it is speculated that an impaired retinal 
glymphatic system or axoplasmatic congestion might be 
linked to PHOMS [2]. The glympathic system has been 
studied in the context of neurodegenerative diseases [12], 
whereas little is known in MS, NMOSD or MOGAD [13]. 
One could speculate that there is a direct link to the glym-
phatic system in AQP4 + NMOSD through the presence of 
AQP4-IgG. The functional integrity of aquaporin-4 water 
channels is essential for retinal homeostasis [12, 14]. Bind-
ing of AQP4-IgG might disrupt the retinal glymphatic sys-
tem and thus lead to an increased frequency of PHOMS 
in AQP4 + NMOSD [14]. In addition, the age-dependent 
increase in PHOMS frequency within our AQP4 + NMOSD 
cohort might support the hypothesis that PHOMS could 

Table 2   Demographics and OCT characteristics in HC.2 and patients with MOGAD

EDSS Expanded Disability Scale, GCIPL ganglion cell-inner plexiform layer, HC healthy control, INL inner nuclear layer, MOGAD myelin 
oligodendrocyte glycoprotein-IgG associated disease patients, n number of patients, pRNFL peripapillary retinal nerve fibre layer, TMV total 
macular volume

HC.2 MOGAD p-value 
(HC.2 vs. 
MOGAD)

Demographics n = 36, 72 eyes n = 44, 84 eyes
 Sex female [number of patients (%)] 20 (52.8) 24 (54.6)  > 0.99
 Age (years) 40.5 (29.3–51.8) 37.0 (28.3–44.8) 0.16
 Disease duration (months) n/a 15 (1–59.5) n/a
 EDSS n/a 2.0 (1.5–4.0) n/a
 History of optic neuritis [number of patients 

(%)]
n/a 26 (59.0) 0.28

 PHOMS [number of patients (%)] 2 (5.6) 6 (13.6) n/a
OCT measurements n = 36, 72 eyes n = 33, 49 eyes
 pRNFL (µm) 101.5 (94.6–106.9) 100.0 (86.5–107.0) 0.18
 TMV (mm3) 8.8 (8.6–9.1) 8.7 (8.4–8.9) 0.03
 GCIPL (mm3) 2.1 (2.0–2.2) 2.0 (1.7–2.0) 0.003
 INL (mm3) 0.96 (0.93–1.01) 0.96 (0.92–1.03) 0.70

MOGAD PHOMS +  PHOMS−

Demographics n = 6, 7 eyes n = 38, 72 eyes
 Sex female [number of patients (%)] 4 (66.7) 20 (52.6) 0.67
 Age (years) 34.5 (24.8–41.3) 37.5 (28.8–47.0) 0.42
 Disease duration (months) 34.5 (0.8–44.8) 8.0 (1.0–74.8) 0.74
 EDSS 2.5 (1.4–4.6) 2.0 (1.5–3.5) 0.69
 History of optic neuritis [number of eyes (%)] 1 (14.3) 32 (44.4) 0.23

OCT measurements n = 5, 6 eyes n = 38, 40 eyes
 pRNFL (µm) 92.0 (73.5–102.3) 100.0 (91.8–109.5) 0.27
 TMV (mm3) 8.5 (7.7–8.8) 8.7 (8.4–8.9) 0.14
 GCIPL (mm3) 1.9 (1.6–2.1) 2.0 (1.8–2.1) 0.70
 INL (mm3) 0.99 (0.93–1.09) 0.96 (0.91–1.02) 0.50
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develop de novo resulting from an age-dependent impair-
ment of the glymphatic outflow. However, we found a com-
parable prevalence of PHOMS in AQP4 + NMOSD com-
pared with MOGAD and published MS data making the 
above-mentioned hypothesis unlikely [2, 3]. To close the 
knowledge gap, histopathological studies of PHOMS eyes 
are necessary for detailed disease understanding.

Finally, it is unclear whether PHOMS only evolve under 
disease conditions or whether they also appear under healthy 
states. Here, little is known about the prevalence of PHOMS 
in HCs: (i) Petzold et al. reported a HC group containing 
59 subjects without any PHOMS detected [2]; (ii) Hamann 
et al. described 53 patients with unilateral non-arteritic ante-
rior ischaemic optic neuropathy (NA-AION) and found 5 
PHOMS in 30 unaffected (no NA-AION) and optic drusen-
free eyes [15]. We found evidence of PHOMS in 4% of HCs. 

However, for our PHOMS + HCs, we cannot definitively 
exclude a possible subclinical ophthalmologic, neurologic, 
or vascular disease, because the information on ophthalmo-
logic comorbidities was based solely on the medical history 
of the included HCs. Thus, it is necessary to independently 
investigate the prevalence of PHOMS in larger HC cohorts. 
Nevertheless, our data show a higher prevalence of PHOMS 
in AQP4 + NMOSD and MOGAD, suggesting a general dis-
ease dependency of the occurrence of PHOMS.

The power of our study is limited due to the retrospective 
cross-sectional nature, the sample sizes of very rare diseases 
and the ON classification mainly based on anamnestic infor-
mation. An international, multicentre design with longitu-
dinal assessment of PHOMS could provide further clarity 
on this issue.

Fig. 1   PHOMS detected in HC. A + B Right and C + D left eye of a 40-year-old man with detection of PHOMS in both eyes. E + F 
PHOMS + right eye of a 41-year-old woman without history of neurological disease
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Conclusions

In summary, we found PHOMS in 17% of AQP4 + NMOSD 
and 14% of MOGAD patients comparable to published MS 
PHOMS data. A disease-specific occurrence is unlikely, 
but a disease-dependent occurrence can be assumed with a 
higher prevalence of PHOMS compared to HCs. Therefore, 
a dedicated examination for PHOMS in different disease 
groups is useful, especially since the presence of PHOMS 
could also be mistakenly classified as papilledema in the 
ophthalmological examination.

Acknowledgements  We thank Tara Christmann and Angelika Bam-
berger (both LMU) and Andrea Hennemann and Mira Radic (both 
TUM) for expert assistance during OCT analysis.

Funding  Open Access funding enabled and organized by Projekt 
DEAL.

Declarations 

Conflicts of interest  JAG reports no disclosures. RW received a re-
search grant from the medical faculty of the TUM. BH served on sci-
entific advisory boards for Novartis; he has served as DMSC member 
for AllergyCare, Polpharma, Sandoz; Biocon and TG therapeutics; he 
or his institution have received speaker honoraria from Desitin; his in-
stitution received research grants from Regeneron for MS research. He 
holds part of two patents, one for the detection of antibodies against 
KIR4.1 in a subpopulation of patients with MS and one for genetic 
determinants of neutralizing antibodies to interferon. All conflicts 
are not relevant to the topic of the study. BH received funding for the 
study by the European Union’s Horizon 2020 Research and Innova-
tion Program (grant MultipleMS, EU RIA 733161) and the Deutsche 
Forschungsgemeinschaft (DFG, German Research Foundation) under 
Germany’s Excellence Strategy within the framework of the Munich 
Cluster for Systems Neurology (EXC 2145 SyNergy—ID 390857198). 
TK has received speaker honoraria and/or personal fees for advisory 
boards from Bayer Healthcare, Teva Pharma, Merck, Novartis Phar-
ma, Sanofi-Aventis/Genzyme, Roche Pharma and Biogen as well as 
grant support from Novartis and Chugai Pharma in the past. BK is 
funded by the Else Kröner-Fresenius Stiftung and the Gemeinnützige 
Hertie-Stiftung and was awarded with the Oppenheim award granted 
by Novartis. He received travel support and a research grant from 
Novartis which are both outside the submitted work. JH reports grants 
for OCT research from the Friedrich-Baur-Stiftung and Merck, per-
sonal fees and non-financial support from Celgene, Janssen, Bayer, 
Merck, Alexion, Novartis, Roche, Biogen and non-financial support 
of the Guthy-Jackson Charitable Foundation, all outside the submitted 
work. JH is partially funded by the German Federal Ministry of Edu-
cation and Research ((DIFUTURE), Grant Numbers 01ZZ1603[A-D] 
and 01ZZ1804[A-H]).

Open Access  This article is licensed under a Creative Commons Attri-
bution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long 
as you give appropriate credit to the original author(s) and the source, 
provide a link to the Creative Commons licence, and indicate if changes 
were made. The images or other third party material in this article are 
included in the article's Creative Commons licence, unless indicated 
otherwise in a credit line to the material. If material is not included in 
the article's Creative Commons licence and your intended use is not 
permitted by statutory regulation or exceeds the permitted use, you will 

need to obtain permission directly from the copyright holder. To view a 
copy of this licence, visit http://​creat​iveco​mmons.​org/​licen​ses/​by/4.​0/.

References

	 1.	 Fraser JA, Sibony PA, Petzold A, Thaung C, Hamann S, ODDS 
Consortium (2021) Peripapillary hyper-reflective ovoid mass-like 
structure (PHOMS): an optical coherence tomography marker of 
axoplasmic stasis in the optic nerve head. J Neuroophthalmol 
41(4):431–441. https://​doi.​org/​10.​1097/​WNO.​00000​00000​001203

	 2.	 Petzold A, Coric D, Balk LJ et al (2020) Longitudinal develop-
ment of peripapillary hyper-reflective ovoid masslike structures 
suggests a novel pathological pathway in multiple sclerosis. Ann 
Neurol 88(2):309–319. https://​doi.​org/​10.​1002/​ana.​25782

	 3.	 Wicklein R, Wauschkuhn J, Giglhuber K et al (2021) Associa-
tion of peripapillary hyper-reflective ovoid masslike structures 
and disease duration in primary progressive multiple sclerosis. 
Eur J Neurol. https://​doi.​org/​10.​1111/​ene.​15056

	 4.	 Wingerchuk DM, Banwell B, Bennett JL et al (2015) International 
consensus diagnostic criteria for neuromyelitis optica spectrum 
disorders. Neurology 85(2):177–189. https://​doi.​org/​10.​1212/​
WNL.​00000​00000​001729

	 5.	 Jarius S, Paul F, Aktas O et al (2018) MOG encephalomyeli-
tis: international recommendations on diagnosis and antibody 
testing. J Neuroinflamm 15(1):134. https://​doi.​org/​10.​1186/​
s12974-​018-​1144-2

	 6.	 Aly L, Havla J, Lepennetier G et al (2020) Inner retinal layer 
thinning in radiologically isolated syndrome predicts conversion 
to multiple sclerosis. Eur J Neurol 27(11):2217–2224. https://​doi.​
org/​10.​1111/​ene.​14416

	 7.	 Petzold A, Biousse V, Bursztyn L et al (2020) Multirater valida-
tion of peripapillary hyperreflective ovoid mass-like structures 
(PHOMS). Neuroophthalmology. 44(6):413–414. https://​doi.​org/​
10.​1080/​01658​107.​2020.​17608​91

	 8.	 Cohen J (1960) A coefficient of agreement for nominal 
scales. Educ Psychol Meas 20(1):37–46

	 9.	 Oertel FC, Havla J, Roca-Fernández A et al (2018) Retinal gan-
glion cell loss in neuromyelitis optica: a longitudinal study. J Neu-
rol Neurosurg Psychiatry 89(12):1259–1265. https://​doi.​org/​10.​
1136/​jnnp-​2018-​318382

	10.	 Oertel FC, Outteryck O, Knier B et al (2019) Optical coherence 
tomography in myelin-oligodendrocyte-glycoprotein antibody-
seropositive patients: a longitudinal study. J Neuroinflamm 
16(1):154. https://​doi.​org/​10.​1186/​s12974-​019-​1521-5

	11.	 Havla J, Kümpfel T, Schinner R et  al (2017) Myelin-oligo-
dendrocyte-glycoprotein (MOG) autoantibodies as potential 
markers of severe optic neuritis and subclinical retinal axonal 
degeneration. J Neurol 264(1):139–151. https://​doi.​org/​10.​1007/​
s00415-​016-​8333-7

	12.	 Mestre H, Mori Y, Nedergaard M (2020) The brain’s glymphatic 
system: current controversies. Trends Neurosci 43(7):458–466. 
https://​doi.​org/​10.​1016/j.​tins.​2020.​04.​003

	13.	 Carotenuto A, Cacciaguerra L, Pagani E, Preziosa P, Filippi M, 
Rocca MA (2021) Glymphatic system impairment in multiple 
sclerosis: relation with brain damage and disability [published 
online ahead of print, 2021 Dec 17]. Brain. https://​doi.​org/​10.​
1093/​brain/​awab4​54

	14.	 Petzold A (2016) Retinal glymphatic system: an explanation for 
transient retinal layer volume changes? Brain 139(11):2816–2819. 
https://​doi.​org/​10.​1093/​brain/​aww239

	15.	 Hamann S, Malmqvist L, Wegener M et al (2020) Young adults 
with anterior ischemic optic neuropathy: a multicenter optic disc 
Drusen study. Am J Ophthalmol 217:174–181. https://​doi.​org/​10.​
1016/j.​ajo.​2020.​03.​052

http://creativecommons.org/licenses/by/4.0/
https://doi.org/10.1097/WNO.0000000000001203
https://doi.org/10.1002/ana.25782
https://doi.org/10.1111/ene.15056
https://doi.org/10.1212/WNL.0000000000001729
https://doi.org/10.1212/WNL.0000000000001729
https://doi.org/10.1186/s12974-018-1144-2
https://doi.org/10.1186/s12974-018-1144-2
https://doi.org/10.1111/ene.14416
https://doi.org/10.1111/ene.14416
https://doi.org/10.1080/01658107.2020.1760891
https://doi.org/10.1080/01658107.2020.1760891
https://doi.org/10.1136/jnnp-2018-318382
https://doi.org/10.1136/jnnp-2018-318382
https://doi.org/10.1186/s12974-019-1521-5
https://doi.org/10.1007/s00415-016-8333-7
https://doi.org/10.1007/s00415-016-8333-7
https://doi.org/10.1016/j.tins.2020.04.003
https://doi.org/10.1093/brain/awab454
https://doi.org/10.1093/brain/awab454
https://doi.org/10.1093/brain/aww239
https://doi.org/10.1016/j.ajo.2020.03.052
https://doi.org/10.1016/j.ajo.2020.03.052

	Peripapillary hyper-reflective ovoid mass-like structures (PHOMS) in AQP4-IgG-positive neuromyelitis optica spectrum disease (NMOSD) and MOG-IgG-associated disease (MOGAD)
	Abstract
	Background 
	Methods 
	Results 
	Conclusions 

	Introduction
	Materials and methods
	Study design
	OCT imaging
	Assessment of PHOMS
	Statistical analysis

	Results
	Study cohorts
	PHOMS rating
	PHOMS in AQP4 + NMOSD
	PHOMS in MOGAD
	OCT characteristics in subjects with unilateral PHOMS

	Discussion
	Conclusions
	Acknowledgements 
	References




