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Abstract 

Introduction 

Optic neuritis is a term used to refer to inflammation of the optic nerve. Optic neuritis 

typically associated with visual field loss and can be caused by a wide variety of diseases. 

The relation between paranasal sinus involvement and optic neuritis is controversial. 

Objective 

To report a case of nasal cavity and ethmoid sinus carcinoma induces recurrent optic 

neuritis 

Methods 

A case report 

Case Report 

A 32 years-old man came with chief complaint of blurred vision on the left eye since 6 

months ago, worsened since 3 weeks ago and become more severe since the last 3 days. 

Patient has sinusitis on the nose and forehead, already underwent endoscopy procedure. 

Visual acuity of the right eye 0.8
+ 2

, with best corrected visual aquity 1.0, and the visual 

acuity of the left eye was 1/300. Anterior segment examination of the left eye showed 

round pupil, light reflex ↓ / +, RAPD (+) grade I. Posterior segment on both eyes were 

within normal limit. Patient has been hospitalized and showed improvement with steroid 

therapy. Patient complains recurrent blurred vision on the left eye 3 weeks after 

hospitalized. Humphrey Matrix 30.2 examination on the left eye showed diffuse visual 

field defects. Patient then hospitalized again and showed improvement with therapy. The 

brain MRI showed malignant neoplasms on left nasal cavity and left ethmoidalis sinus. 

Patients then referred to ENT. 

Conclusion 

This report present a case that showed that optic neuritis can be a rare initial 

manifestation of nasal cavity and ethmoid sinus carcinoma. Clinicians should be aware 

that nasal cavity and paranasal sinus carcinoma can be presented as optic neuritis. 

 

  

I. INTRODUCTION 

Optic neuritis is a term used to refer to inflammation of the optic nerve.
1
 Optic 

neuritis typically associated with visual field loss and can be caused by a wide 

variety of diseases. The relation between paranasal sinus involvement and optic 

neuritis is controversial. Different mechanisms have been described by means of 

which a paranasal disease can come to provoke such involvement.
2,3

 This report 

will explain about a case of nasal cavity and ethmoid sinus carcinoma induces 

optic neuritis. 

 

II. CASE REPORT 

A 32 years-old man referred from the eye clinic to the National Eye Center 

Cicendo Eye Hospital on March 9
th

, 2015 with chief complaint of blurred vision 

on the left eye since 6 months ago. Blurred vision was worsened since 3 weeks 



3 

 

ago and become more severe since the last 3 days. History of trauma was denied. 

History of hypertension, diabetes and high cholesterol were denied. Patient has 

sinusitis on the nose and forehead, endoscopy procedure was done 2 weeks ago 

and have given therapy. History of drug allergy and asthma were denied. 

Complaints were accompanied by numbness in the left cheek and pain in the 

forehead area since ± 6 months ago. Complaints also accompanied by headache. 3 

weeks ago the patient went to the neurologist due to blurred vision and numbness 

complaints, patient recommended to underwent Waters x-ray examination, 

patients assigned to give mecobalamin 3x500 mg, potassium diclovenac powder 

for oral solution 1x50 mg if necessary, and lansoprazole 1x30 mg. The Waters x-

ray examination showed sinusitis (figure 2.1). The patient was referred to the 

ENT. 

The patient went to the ENT one day later and advised to underwent endoscopy 

procedure on the next day. Patients then give baquinor 2x500 mg, 

pseudoephedrine HCl 120 mg + loratadine 5 mg, and 500 mg metamizole + 

diazepam 2 mg. Patient still felt dizzy for 1 week after endoscopy. Due to 

complaints of dizziness, the patient asked the doctor to do a CT-scan examination. 

A CT-scan of the head without contrast (March 4
th

, 2015) do not show signs of 

bleeding/infarction/SOL intracranial, and shows suspect left frontal and 

ethmoidalis sinusitis (Figure 2.1). Patients then seek a second opinion to another 

ENT, the doctor give 1x500 mg levofloxacin (replacing baquinor), and additional 

acetonide nasal spray suspension triamcinolon 55 μgr/dose, other drugs are 

continued. Patients felt nausea after 3 days medication so the patient stop the 

entire treatment. 
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Figure 2.1 Waters x-ray examination and head CT-scan without 

contrast. (A) Waters photograph showed sinusitis. (B) 

CT-scan of the head without contrast showed a left 

frontal sinusitis and ethmoidalis.  
 

3 days before admission, the vision of the left eye becomes more severe. The 

patient then went to an ophthalmologist, the ophthalmologist said there was 

inflammation in the eye, then referring the patient to the National Eye Center 

Cicendo Eye Hospital. Patients are given roboransia 2x1 tab. 

General examination showed vital signs within normal limits. 

Ophthalmological examination showed the visual acuity of the right eye 0.8
+ 2

 

with best corrected visual aquity of C-0.50x95˚ = 1.0, and the visual acuity of the 

left eye was 1/300. The intraocular pressure on both eye were 20 mmHg. Position 

of the eye was orthotropia. Eye movement was within normal limits (Figure 2.2). 

Examination of the anterior segment of the right eye showed light reflex +/↓, 

RAPD (-), others were within normal limits. Examination of the anterior segment 

of the left eye showed round, middilated pharmacological pupil, light reflex and 

RAPD can not be assessed, others were within normal limits. Examination of the 

posterior segment on both eyes were within normal limit (figure 2.3). 
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Figure 2.2 Eye movement examination showed no abnormalities. 

 

 

 Figure 2.3 Fundus photograph of the eye. There were 

no abnormalities in the posterior segment of 

the eye. (A) right eye. (B) The left eye. 

 

Patients diagnosed with suspected optic neuritis retrobulbar of the left eye 

caused by sinusitis. Patient was advised to hospitalized, and give 

methylprednisolon intravenous 4x250 mg, mecobalamin 1x1 ampule intravenous, 

ranitidine 2x1 ampule intravenous, and lutein-zeaxanthin-astaxanthin 2x1 tab. 

Patients was hospitalized for three days at the National Eye Center Cicendo 

Eye Hospital. On the first day of treatment (March 10
th

, 2015), the vital signs 

were within normal limit. Ophthalmological examination showed the visual acuity 

of the right eye was 0.8 pinhole 1.0, and CFFC on the left eye. Intraocular 

palpation pressure on both eyes were within normal limits. Eye position was 

orthotropia. Eye movement was within normal limits. Examination of the anterior 

segment of the right eye showed round pupil, light reflex + / ↓, RAPD (-), others 

were within normal limits. Examination of the anterior segment of the left eye 

showed round pupil, light reflex ↓ / +, RAPD (+) grade I, others were within 
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normal limits. Ishihara, contrast sensitivity, and amsler grid examination in the 

right eye were within normal limit, while the examination of the left eye is 

difficult to assess. Examination of the posterior segment of both eyes were within 

normal limit. Therapy was continued. 

Patients underwent OCT examination during hospitalization. The average 

thickness of the retinal nerve fiber layer on both eyes were within normal limit 

(95.27 on the right eye, 101.40 on the left eye) (Figure 2.4). Humphrey 30.2 

examination on the right eye showed low reliability, MD -1.49 dB, and no visual 

field defect (figure 2.4). 

 

 

 Figure 2.4 OCT examination of both eyes and Humphrey 30.2 of the right 

eye. (A) OCT both eyes showed no abnormalities. (B) Humphrey 

30.2 of the right eye showed no abnormalities. 

 

Examination of the second day of treatment (March 11
th

, 2015) showed the 

visual acuity of the right eye was 0.8 pinhole 1.0, the visual acuity on the left eye 

showed 0.4
-2

 pinhole 0.4
-2

 (improving). Ishihara, contrast sensitivity, and amsler 

grid examination in the right eye were within normal limit. Examination of the left 

eye showed demoplate (+) on ishihara examination, no scotoma and 

metamorphopsia on amsler grid examination, and 5% on contrast sensitivity 

examination. Other examinations were no difference with the previous day 

examination. Therapy was continued. 
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Examination of the third day of treatment (March 12
th

, 2015) showed visual 

aquity on the right eye was 0.8 pinhole 1.0, on the left eye was 1.0
-2

 (improving). 

Ishihara, contrast sensitivity, and amsler grid examination on both eyes were 

within normal limits. Other examinations were no difference with the previous 

day examination. Patients then advised to control one week later and given 

methylprednisolon 1x56 mg tab, ranitidine 2x150 mg tab, lutein-zeaxanthin-

astaxanthin 2x1 tab, mecobalamin 1x1 tab, artificial tear eye drop 4 times a day on 

both eyes. 

Patient then control one week later (March 19
th

, 2015), the ophthalmological 

examination showed visuat acuity of the right eye was 0.63, with the correction of 

S-0.25 C-0.50 x 150˚ = 1.0, visual acuity on the left eye was 0.63, with correction 

C-0.50 x 80˚ = 1.0. Intraocular pressure on the right eye showed 19 mmHg, and 

18 mmHg on the left eye. Eye position was orthotropia. Eye movement was 

within normal limit. Anterior segment examination of the right eye showed round 

pupil, light reflex + / ↓, RAPD (-), others were within normal limits. Anterior 

segment examination of the left eye showed round pupil, light reflex ↓ / +, RAPD 

(+) grade I, others were within normal limits. Posterior segment on both eyes were 

within normal limits. Patients were treated with methylprednisolon tab tappering 

off every 4 days (1x48 mg, 1x40 mg, 1x32 mg), ranitidine 2x150 mg tab, lutein-

zeaxanthin-astaxanthin 1x1 tab, mecobalamin1x1 tab, artificial tear eye drop 4 

times a day on both eyes. 

Two weeks later (April 1
st
, 2015) the patient complains blurred vision on the 

left eye since one day before. Ophthalmological examination showed visual acuity 

of the right eye was 1.0, visual acuity on the left eye was 0.16. Intraocular 

pressure on the right eye was 17 mmHg, and 18 mmHg on the left eye. Eye 

position was orthotropia. Eye movement were within normal limits. Anterior 

segment examination of the right eye showed round pupil, light reflex + / ↓, 

RAPD (-), others were within normal limits. Anterior segment examination of the 

left eye showed round pupil, light reflex ↓ / +, RAPD (+) grade II, others were 

within normal limits. Ishihara examination of the right eye was 21/21, and on the 

left eye was 5/21. Posterior segment examination on both eyes showed segmental 
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optic disc swelling, others were within normal limit. Patients were underwent 

Humphrey Matrix 30.2, examination on the right eye showed good test reliability, 

MD +3.66 dB, there was no visual field defects, examination on the left eye 

showed good test reliability, MD -21.81 dB, and diffuse visual field defects 

(Figure 2.5). Patients diagnosed with recurrent optic neuritis of the left eye, 

advised to hospitalized, and given methylprednisolon 4x250 mg intravenous, 

ranitidine 2x1 ampule intravenous, mecobalamin 1x1 ampule intravenous, and 

planned for a brain MRI examination with contrast after hospitalization. 

 

  

Figure 2.5 Humphrey Matrix 30.2 examination. (A) There was 

no visual field defect on the right eye. (B) There was 

a diffuse visual field defect on the left eye. 

 

First day examination of hospitalization (April 2
nd

, 2015) showed vital signs 

were within normal limit. Ophthalmological examination showed visual acuity of 

the right eye was 1.0, visual acuity on the left eye was 0.25 pinhole 0.5
-2

 

(improving). Intraocular palpation pressure both eyes were within normal limit. 

Eye position was orthotropia. Eye movement were within normal limit. Anterior 

segment examination of the right eye showed round pupil, light reflex + / ↓, 

RAPD (-), others were within normal limits. Anterior segment examination of the 

left eye showed round pupil, light reflex ↓ / +, RAPD (+) grade II, others were 

within normal limits. Ishihara, contrast sensitivity, and amsler grid examination 
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on the right eye were within normal limit. Examination on the left eye showed 

demoplate (+) on ishihara, no scotoma and metamorphopsia on amsler grid, and 

contrast sensitivity was 10%. Posterior segment both eyes showed inferior 

segment optic disc swelling, others were within normal limit. Therapy was 

continued. 

Examination of the second day of treatment (April 3
rd

, 2015) showed visual 

acuity of the right eye was 1.0, on the left eye was 0.63 pinhole 0.8 (improving). 

Ishihara, contrast sensitivity, and amsler grid examination on the right eye were 

within normal limit. Examination of the left eye showed demoplate (+) on 

ishihara, no scotoma and metamorphopsia on amsler grid, and contrast sensitivity 

was 10%. Other examinations were no difference with the previous day 

examination. Therapy was continued. 

Examination of the third day of treatment (April 4
th

, 2015) showed visual 

acuity on the right eye was 1.0, on the left eye was 0.63 pinhole 0.8 (improved). 

Other examinations were no difference with the previous day examination. 

Patients was advised to control one week later, and underwent brain MRI 

examination with contrast. Patient was given methylprednisolon tab 1x64 mg, 

ranitidine 2x150 mg tab, and mecobalamin 1x1 tab. 

Patients control a week later (April 8
th

, 2015), ophthalmological examination 

showed visual acuity of the right eye was 1.0, visual acuity of the left eye was 

0.5
f
. Intraocular pressure of the right eye showed 19 mmHg and 17 mmHg on the 

left eye. Eye position was orthotropia. Eye movement was within normal limit. 

Anterior segment examination of the right eye showed round pupil, light reflex + / 

↓, RAPD (-), others were within normal limits. Anterior segment examination of 

the left eye showed round pupil, light reflex ↓ / +, RAPD (+) grade II, others were 

within normal limits. Posterior segment of the right eye were within normal limits, 

while the left eye showed optic disc atrophy. Patients carrying the brain MRI with 

contrast (figure 2.6) which indicate malignant neoplasms on left nasal cavity and 

left ethmoidalis sinus that extends to : left maxillary sinus; left sphenoid sinus and 

the roof of the nasopharynx; left pterygopalatina fossa and perineural spread with 

the inferior orbital nerve extends into the inferior orbital fissure and left orbital 



10 

 

apex, pressing the left optic nerve on the left orbital apex; from left orbital apex 

perineural invasion extends inviltrating left sinus cavernosis to left Meckel's cave 

(ganglion Gasseri/left  Trigeminal); anteroposterior size of 44 mm, 24 mm 

superoinferior, transverse 36 mm. This mass obstructing the ostium and causing 

left frontal sinusitis. There was a metastasis on left level II lymph nodes. TNM 

Staging; T4b (very advanced local disease) N1. Patients diagnosed with 

compressive optic neuropathy of the left eye, optic atrophy of the left eye and 

recurrent optic neuritis of the left eye caused by neoplasma of nasal cavity. 

Patients were treated with methylprednisolon tab 1x64 mg, ranitidine 2x150 mg 

tab, and referred to ENT. 

 

 

Figure 2.6 Brain MRI with contrast. There was a malignant neoplasm on the left 

nasal cavity and left ethmoidalis sinus, metastases to the left level II 

lymph nodes. TNM Staging: T4bN1 
 

III. DISCUSSION 

Optic neuritis is a broad term describing inflammation, degeneration, or 

demyelinization of the optic nerve. A wide variety of diseases may cause optic 

neuritis.
3,4

 Sinus-related optic neuritis is uncommon and is characterized by 

recurrent attacks of unilateral visual loss associated with severe headache and 

spheno-ethmoidal sinusitis.
5
 The relationship between involvement of the 
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paranasal sinuses and acute optic neuritis has been investigated but its aetiological 

role continues to be controversial.
3
 Paranasal sinus cancers are rare, aggressive 

tumours. Due to their rarity, the diagnostic modalities must be effectively 

mastered to avoid further delaying the classically late diagnosis of these tumours.
6
 

Intracranial, intracanalicular, and occasionally posterior orbital compressive 

lesions usually not produce disc swelling or significant neurologic or systemic 

manifestations. In cases of prechiasmal optic nerve compression, progressive, 

painless dimming of vision is noted at an early stage. Although this patients may 

read the 20/25 or even 20/20 Snellen letters with the affected eye, they do so 

slowly and with great difficulty compared on the ease with which they read the 

20/15 line with the opposite eye. Compression of the optic nerve may produce any 

type of field defect. Two important abnormalities that are nearly always present in 

patient with a retrobulbar compressive optic neuropathy are unilateral 

dyschomatopsia and an ispilateral relative afferent pupillary defect. Compression 

must be ruled out by neuroimaging, preferably MRI.
7
 This patient complains of 

blurred vision since 6 months ago but getting worsed since 3 weeks ago, this may 

be because of the retrobulbar compressive optic neuropathy. The patient’s left eye 

pupil showed relative afferent pupillary defect and ishihara test showed 

disturbance on the left eye. 

Causes of retrobulbar optic nerve compression include : intraorbital and 

intracranial benign and malignant tumors (most commonly pituitary tumors, 

meningiomas, and craniopharyngiomas); aneurysms; inflammatory lesions 

(particularly of the paranasal sinuses); primary bone disease; orbital fractures; 

congenital and acquired hydrocephalus; thyroid eye disease; dolichoectatic 

intracranial vessels; and orbital hemorrhage.
7
 This patient has malignant tumors in 

the paranasal sinuses area. 

The patient in this case was initially diagnosed with optic neuritis caused by 

sinusitis. There are various physiopathological routes which sinusitis can give rise 

to optic neuritis: direct spread of the sinus infection and inflammation to the optic 

nerve; compressive optic neuropathy may be caused by ethmoid and/or sphenoid 

mucoceles or mucopyoceles; by bacteraemias resulting from the passage of 
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infection through the mucosa of the sinus; vasculitis with thromboangeitis of the 

optic nerve; and chronic allergic optic neuritis.
1,3,5

 

Hung et al (2014) demonstrate that patients with rhinosinusitis were more 

likely to have nasopharingeal carcinoma  and strongly support that rhinosinusitis 

should be considered as a possible risk factor. The theories connecting the 

inflammatory process and carcinogenesis have been proposed for more than a 

decade. During the inflammatory process, granulocytes secrete chemically 

reactive oxidants, radicals, and electrophilic mediators to eradicate pathogens. 

Although regarded as an effective host defense mechanism, it inevitably exposes 

the epithelial and connective tissues to certain endogenous genotoxic agents. 

Whereas in most cases the genotoxic burdens are reduced by the cell repair 

mechanisms and become negligible, in long-term cases inflammation eventually 

elevates the risk of cancer.
8
  

Nasopharyngeal carcinoma rarely affects the optic nerves. Nasopharyngeal 

carcinoma commonly presents with a neck mass, blood-tinged sputum or 

rhinorrhea, headache, diplopia, hearing loss, or facial pain. Although ophthalmic 

involvement is not uncommon in patients with nasopharyngeal carcinoma in the 

late stages of disease, isolated optic nerve involvement is rarely reported as an 

initial manifestation. The blindness in nasopharyngeal cancer is due to optic nerve 

compression from direct extension of the tumor.
6,9

  

This patient complains of blurred vision, numbness in the left cheek, pain in 

the forehead area, and headache since ± 6 months ago. When the tumour has only 

invaded the paranasal sinuses, symptoms are non-specific: unilateral blocked 

nose, mucopurulent rhinorrhoea, and epistaxis. These symptoms are usually 

neglected for a long time by patients. The unilateral and continuous nature of 

these symptoms must raise the suspicion of paranasal sinus cancer. Extension 

beyond the sinuses, in addition to sinus symptoms, also causes neurological  

(headache, anaesthesia in the territory of the trigeminal nerve), ophthalmological 

(exophthalmos, recurrent conjunctivitis, diplopia) or dental symptoms (pain or 

mobility of maxillary teeth).
10
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This patient has improved visual acuity after methylprednisolone therapy, but 

later has recurrent visual loss. Pelaz et al (2008) report two case that has reversible 

retrobulbar optic neuritis due to sphenoidal sinus disorder that responding to 

corticosteroid therapy.
3
 Park et al (2010) report a case with carcinoma presented 

with rapidly progressive, severe bilateral visual loss and periocular pain as the 

initial symptoms. The patient initially diagnosed as optic neuritis and treated with 

intravenous methylprednisolone 1 gr daily for 3 days with visual improvement.
11

 

Demir et al (2011) report a case of sphenoid sinus squamous cell carcinoma  

presenting with unilateral optic neuropathy and loss of vision that was mistaken 

for retrobulbar neuritis, and not responding to systemic corticosteroid treatment.
12

 

Tsai et al (2002) also report a case of improvement in vision after steroid therapy 

in nasopharingeal carcinoma patient.
9
 

It is possible that nasopharyngeal carcinoma shares the common inflammatory-

induced carcinogenic mechanisms related to the granulocyte secretions.
8
 

Therefore that is possible that this patient has improvement after 

methylprednisolone therapy because the inflammatory process were subside after 

therapy. 

This patient already underwent endoscopy procedure, but the headache persist 

and gradually develop visual loss on one eye. Clinicians usually suspect an 

inflammatory disorder rather than a malignant process in patients of this range of 

age. Transient improvement in vision after steroid therapy delayed the correct 

diagnosis in this patient.
11

 

Paranasal sinus cancers are rarely diagnosed or suspected before the onset of 

symptoms, but may be an incidental finding on imaging or histology or can rarely 

be discovered systematically in the context of early screening programmes in 

exposed occupations. French Social Security Code has proposed ‘‘ENT 

examination, chest X-ray, sinus X-rays, possibly completed by five or six frontal 

CT sections’’ every two years for workers exposed to wood dust under certain 

exposure conditions. Imaging can confirm the suspicion of malignant tumour, 

ensure the absence of contraindication to biopsy (intensely contrast-enhanced 

lesion) and is useful for staging. The first-line examination is computed 
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tomography of the sinuses with bone and soft tissue windows and contrast 

injection. Examination must focus on the sinus walls and contents. Signs 

suggestive of malignant tumour are osteolysis of the sinus walls, unilateral and/or 

heterogeneous opacity of the nasal cavity or sinus with heterogeneous 

enhancement (figure 3.1). MRI can also suggest the diagnosis in the presence of a 

heterogeneous unilateral opacity (figure 3.1).
10

 The MRI of the patient showed 

malignant neoplasms on left nasal cavity and left ethmoidalis sinus that extends to 

other paranasal sinuses and orbital apex. 

 

 
Figure 2.6 Diagnostic imaging of paranasal sinus cancer.  

(A) CT scan of the sinuses, bone window setting, 

sagittal section. The arrow indicates osteolysis of the 

roof of the anterior part of the ethmoid sinus. (B) 

MRI, gadolinium-enhanced T2-weighted sequence, 

axial scan. The ethmoid sinus presents an exuberant 

heterogeneous opacity extending onto the anterior 

wall of the sphenoidal sinus which is lysed. The 

maxillary sinus presents a homogeneous mucosal 

opacity. 

Source : Jégoux F
10

 

 

Only biopsy and histological examination can provide the definitive diagnosis. 

The distribution of histological types varies from one country to another with, 

globally, squamous cell carcinoma accounting for 50% of all sinus tumours, 

adenocarcinoma : 22%; adenoid cystic carcinoma: 10%; non-Hodgkin’s 

lymphoma: 11%; olfactory esthesioneuroblastoma : 3%; sarcoma : 3%; and 

mucosal melanoma: 2%.
13

 A correlation between tumour site and histology is 

typically observed. Ethmoid tumours are adenocarcinomas in75% of cases and 

maxillary sinus tumours are squamous cell carcinomas in 75% of cases.
10

 67% of 
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squamous cell carcinomas of the maxillary sinus are stage T3-T4, while the 

majority of adenocarcinomas of the ethmoid sinus are stage T2 (32%) and T4 

(40%).
14

 Lymph node invasion is detected in 10% of squamous cell carcinomas of 

the maxillary sinus and 2.4% of adenocarcinomas of the ethmoid sinus.
15,16

 

Distant metastases are present in only about 2% of paranasal sinus cancers at the 

time of the initial diagnosis.
16

 This patient has not underwent biopsy and 

histological examination, but from the tumour site, this patient may have 

adenocarcinoma. This patient also have stage T4 condition with lymph node 

invasion. 

Sinus carcinomas usually require a combination of surgical resection, 

radiotherapy, and/or chemotherapy.
10,12

 Early decompression of the optic nerve or 

chiasm may result in significant return of visual function, whereas delayed 

diagnosis may result in progressive visual failure and irreversible visual loss, 

neurologic dysfunction, or death. It has been theorizes that there are three stages 

of visual recovery after decompression of the anterior visual pathway : relief of 

visual pathway compression is initially followed by rapid recovery of some vision 

within minutes to hours; delayed recovery of additional function over weeks to 

months, may be related to progressive remyelination of previously compressed 

demyelinated axons; late recovery taking many months to years, the mechanism is 

unknown.
7
 The patient showed optic atrophy of the left eye on the last visit to 

National Eye Center Cicendo Eye Hospital, and the visual function may not 

regain completely. 

Despite the advancements in the diagnosis and treatment methods, the 

prognosis remains poor, with a two-year survival rate for patients with squamous 

cell carcinomas ranging between 7% and 44%. Favorable prognostic indicators 

include confinement of the tumor to the sinus, absence of the neuro-ophthalmic 

involvement, and negative surgical margins.
12

 In the Gettec multicentre study 

based on 418 patients, Choussy et al. reported a local recurrence rate of 38% and a 

5-year overall survival of 63%.
15

 Dulguerov reported a highly variable 5-year 

survival rate as a function of histological type (78% for adenocarcinomas, 60% 

for squamous cell carcinomas), site (62% for maxillary sinus, 48% for ethmoid 
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sinus),and stage (91% for T1, 49% for T4).
16

 Michel et al (2013) showed the 5-

year survival rate in the study was 63%.
17

 The patient is now referred to the ENT 

with prognoses quo ad vitam dubia ad malam and quo ad functionam dubia ad 

malam. 

In line with the Société Française d’Oto-Rhino-Laryngologie (SFORL) 2008 

guidelines, follow-up must concern the disease and the patient: clinical 

examination every two months for the first year, every three months for the 

second year, then every six months for life; MRI every 3 months after treatment, 

then in the light of clinical examination; chest x-ray at 6 months then once a year. 

Annual dental, ophthalmological and pituitary function follow-up is also 

essential.
6
 

 

IV. CONCLUSION 

This report present a case that showed that recurrent optic neuritis can be a rare 

initial manifestation of nasal cavity and ethmoid sinus carcinoma. Clinicians 

should be aware that nasal cavity and ethmoid sinus carcinoma can present as 

optic neuritis. 
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