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INTRODUCTION 
 

 Inflammatory optic neuropathies (ION) 

represent  frequent neuro-ophtalmological 

emergencies, witch are sources of severe 

functional handicap. They often pose an 

etiological problem.                                                

The challenge for the ophthalmologist is 

to make a positive diagnosis, to eliminate 

differential diagnoses (ocular pathologies 

with retinal one in particularly and to 

orientate the initial assessment and 

treatment.     For the neurologist, the 

search for typical criteria of this optic 

neuritis (ON) will condition the 

management of the patient. 

 

AIM 

To study and describe clinical, 

radiological, etiological and evolutionary 

particularities, and characteristics of ION 

in Algerian patients. 

Table 1: clinical data. VA: visual acuity 

Identified etiologies 

RESULTS 
 

23 patients were included in this study.  

A clear female predominance was observed (21 

female/2 male). 

The average age was 35.6 years. The subgroup 

neuromyelits optica (NMO) had an average age of 34.9 

years. 

The clinical data are summarized in table 1. 

The para-clinical data are summarized in table 2. 

Details of the treatment undertaken and the clinical 

course are summarized in table 3. 

The identified etiologies are represented in the graph. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

DISCUSSION 
 

In our study, NMO seems to be the most frequent non-

MS etiology of ION, which is consistent with the 

literature[1]. 

Clinically, unilateral involvement was clearly 

predominant in our series (60.8%), compared to 39.1% 

of bilateral forms at the onset. This is not in line with 

the Tunisian study [2], but pain was relatively rare 

(30.4%), in line with the results of the same study. On 

the other hand, the predominance of women is seen in 

all the series [3]. Paraplegia related to myelitis is 

found in half of our patients, and correlates 

essentially with NMO or Mogopathy, but not with 

idiopathic forms; elements also found in the literature 

[4] 

CSF analysis in NMO found oligoclonal bands (OCB) 

in less than 20% of the series [5], this is similar  to our 

series where only 17.4% of patients had OCB. 

Brain MRI shows direct damage to the ON when 

performed within the first 20 days, it may be normal 

after that time [6]. We only found abnormalities of the 

ON in only 26% of cases (6 patients), as it was often 

performed late. 

Moreover, the main etiology found being NMO, this 

demonstrates its place after MS in the occurrence of 

ON. 

 

CONCLUSIONS 

The management of ION and its prognosis 

depends on the etiology and the earliness 

of treatment. 

ION essentially poses the problem of their 

etiology on which the course and 

prognosis depend. 

NMO dominates the causes in our series. 
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Table 2: Para-clinical data 

VA (unilateral 

decrease) 

14 Patients 

60.8% 

VA < 5/10e  15 Patients 

65.2% 

VA (bilateral decrease) 9 Patients 

39.1% 

VA 5/10e – 7/10e  8 Patients 

34.7% 

 

 

Periorbital Pain 

7 Patients 

30.4% 

 

 

Eye Fundus 

Normal 6 Patients 

 26% 

Oedema 4 Patients 

 17.3% 

Flush 11 Patients 

47.8% 

Atrophy 2 Patients  

8.6% 

Associated paraplegia 11 Patients 

47.8% 

 

EDSS score 

< 6 9 Patients 

39.1% 

≥ 6 13 Patients  

56.5% 

Corticosteroid 

bolus 

23 Patients 100% 

Plasma exchange 10 Patients 43.4% 

Cyclophosphamid  06 Patients 26% 

Rituximab 02 Patients 8.7% 

 

 

Clinical course 

Improvement 10 Patients 43.4% 

Stabilisation 06 Patients 26% 

Worsening 07 Patients 30.4% 

Table 3: Treatment and clinical course 

Brain MRI Normal 08 Patients   34.7% 

Pathological (see boxed text) 15 Patients   65.2% 

Spinal cord MRI Normal 11 Patients    47.8% 

Pathological (see boxed text) 12 Patients    52.2% 

LCS Normal 17 Patients    73.9% 

Hyperproteinorachy 02 Patients   8.9% 

Oligoclonal bands + 04 patients   17.4% 

Visual Evoked Potentials 10 Patients   43.4% 

Anti NMO + 10 Patients   43.4% 

Anti MOG + 02 Patients   8.9% 

Abnormalities seen in brain MRI 

- Non-specific hyper signals : 9 patients. 

- Hyper signals of optic nerve: 3 patients. 

- Optic nerve atrophy : 1 patient. 

- optic nerve contrast at the pre-chiasmatic level: 1 patient. 

- Optic nerve thickening : 1 patient 

 

Abnormalities seen in spinal cord MRI 

- Extensive myelitis : 10 patients. 

- Hyper signals : 02 patients. 

 

Brain abnormalities . 

Identified aetiologies 

NMO 

Mogopathy 

Idiopathic forms 

Glioma 

METHODS 
 

It is a retrospective study of patients 

hospitalized at the Neurology department of 

Mustapha Bacha university hospital in Algiers, 

over a period of 6 years (from January 2015 to 

June 2021). 

Any non-inflammatory cause was excluded, as 

well as any patient whose etiology was Multiple 

Sclerosis (MS). 

Every patient benefited from an exhaustive 

etiological assessment; i.e. a complete 

neurological, ophthalmological and somatic 

examination, a lumbar puncture (LP) with a 

cyto-chemical, bacteriological and 

immunological study, visual evoked potentials 

(VEP), a deficiency assessment (dosage of 

vitamin B1, B12 and B9), a toxicological 

assessment, a paraneoplastic assessment, a 

brain MRI and spinal cord MRI, an autoimmune 

assessment and a dosage of anti NMO and anti 

MOG antibodies 
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