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Summary

Objective: To describe the ophthalmological manifestations of idiopathic intracranial hypertension at the Mauritius Clinic.

Patients and Observations: We report two cases of idiopathic intracranial hypertension revealed by papillary edema, received
in consultation at the Mauritius Eye Clinic. The symptomatology was dominated by visual eclipses, headaches and tinnitus.
Decreased visual acuity was associated in patient No. 2. Papillary edema was found in both grade Il cases and respectively.
Consultations, paraclinical and I examinations in neurosurgery and infectiology were not contributory. The patients all benefited
from a drug treatment based on acetazolamide 250mg. Cortancyl 20mg with a low-calorie diet have been combined with the
treatment of patient No. 1. The evolution was favorable in patient No. 1 while patient No. 2 was at risk of visual loss due to the

stage of papillary edema.

Conclusion: Faced with papillary edema associated with visual disorders, headaches, tinnitus and/ or not a decrease in visual
acuity, it is necessary to suspect idiopathic intracranial hypertension until proven otherwise.
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1. Introduction

Idiopathic intracranial hypertension (IIH) is the increase in cere-
brospinal fluid (CSF) pressure in the absence of any apparent brain
damage [1]. It is a pathology of low frequency in the general pop-
ulation with 1 to 2 cases / 100,000 inhabitants, but twenty times
more common in women of childbearing age and overweight
[2,3]. Much more rarely, it affects men, children and the elderly in
whom the association with obesity is less common than in young
women [4]. It is isolated intracranial hypertension (ICPH) with no
apparent cause [5]. Its diagnosis is evoked before: papillary edema
which is a fluid and / or axonal swelling of the head of the optic

nerve following a blockage of axoplasma flow at the level of the
screened lamina, headache, decreased visual acuity absence of an
expansive intracranial process by neuroimaging and normal bio-
logical analysis of CSF [6,7]. Its main complication is irrevers-
ible blindness [8,9]. The rarity of the pathology and its impact on
vision are the reasons that motivated the realization of this study.
We report here two cases, the first is a 50-year-old woman and the
second case is a 12-year-old boy. The objective of this study was
to describe the ophthalmological manifestations of idiopathic in-
tracranial hypertension at the Mauritius Clinic in Guinea.
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2. Patients and Observations

2.1 Case 1

This was a 50-year-old patient, received in our department on
March 27, 2023. Visual eclipses characterized the clinical pic-
ture, myodesopsia in the right eye and blurred vision, tinnitus.
The whole was associated with pulsatile headaches localized in
the right retroorbital region, radiating to the neck, aggravated by
eye movements, and resistant to usual analgesics. The evolution
was 5 days. As a history, she had high blood pressure diagnosed
and treated for 5 years with calcium channel blocker (Amlodipine
Smg). The patient is sedentary overweight with a body mass in-
dex (BMI) equal to 31.8 kg/m2. No known notion of alcoholism,
smoking or drug allergy was found. The ophthalmological exam-
ination was bilateral and comparative, eye-by-eye and plane by
plane.

2.2 To the Right Eye

Visual acuity from afar without correction was 10/10th.

With the slit lamp: healthy appendages, transparent cornea; the
quiet and deep anterior chamber; the round pupil centered with a
photomotor reflex present, the IOP measured at flattening was 16
mm Hg.

Fundus examination after obtaining maximum pupillary dilation
revealed stage I papillary oedema.

2.3 In the Left Eye

Visual acuity from afar without correction was 10/10th.

With the slit lamp and fundus, the clinical features found were
identical to those found in the right eye described above.

A syndrome of intracranial hypertension was evoked in front of
this table.

Retinography and RNFL-OCT performed confirmed bilateral
stage I papillary oedema (Figures 1 and 2). The automated visu-
al field (VF) performed showed a peripheral alteration of the VF
(Figure 3). The patient was referred to the neurosurgery depart-
ment where brain magnetic resonance imaging (MRI) coupled
with venous angiography sequences were performed concluding
that there was tortuosity of the optic nerves with a discrete enlarge-
ment of the peri-optic space, a partially empty turcic saddle and an
enlargement of the subarachnoid spaces and basic tanks (Figure 4).
Thus, eliminating an expansive intracranial process and a possible
vascular cause.

In the infectious and tropical diseases department, she benefited
from paraclinical biological examinations: complete blood count
and retroviral serology, which revealed no peculiarities. Blood
biochemistry showed fasting hyperglycemia of 1.38g/dl. This al-
lowed us to eliminate an ongoing infectious process.

Figure 1: Photo retina right eye and left eve, highlighting stage I papillary edema (see green arrow)
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Figure 2: OCT - RNFL right and left eve, highlighting stage I papillary oedema

Figure 3: Visual field highlighting peripheral corruption (see white arrow)
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Figure 4: Brain MRI eliminating an expansive intracranial process and other vascular cause.

At the end of the assessments, the diagnosis of HTICI was retained.
The patient was placed on a low-calorie diet combined with Ac-
etazolamide 250 mg 2 times daily and corticosteroids (Cortancyl
20mg) with decreasing discontinuation to normalize intracranial
pressure.

The evolution was marked by a noticeable improvement in visual
signs after 7 days. Headaches and tinnitus, having completely re-
gressed after two weeks of treatment, it was decided to suspend a
possible depletive lumbar puncture. Two months after the start of
treatment, the fundus and retinography still showed the sequelae of
papillary edema; we therefore decided to maintain Acetazolamide
and carry out checks every month. The dietary diet is also main-
tained until a weight loss of at least 10% is achieved.

2.4 Case 2

This was a 12-year-old patient, received in our ward on April 19,
2023. He complained of a sudden drop in visual acuity and tinni-
tus. The clinical picture was associated with pulsatile headaches
localized in the retroorbital region, radiating to the neck and resis-
tant to analgesics. The evolutionary was chronic about 3 years. He
had consulted in several structures of the place, without favorable
follow-up. The patient had no particular history or known drug
allergy. The ophthalmological examination was bilateral and com-
parative, eye-by-eye and plane by plane.

2.5 To the Right Eye

Visual acuity from afar without correction was 2/10th. With the slit
lamp: healthy appendages, transparent cornea; the quiet and deep
anterior chamber; the round pupil centered with a photomotor re-
flex present, IOP measurement was not done (non-cooperation of
the patient). Fundus examination after obtaining maximum pupil-
lary dilation revealed stage III papillary oedema (see Figure 5).

2.6 In the Left Eye

Visual acuity from afar without correction was 2/10th. The rest of
the ophthalmological examination revealed the same peculiarities
of the right eye. In front of these signs, a syndrome of intracranial
hypertension was evoked. Retinography and OCT confirmed bi-
lateral stage I1I papillary oedema (Figure 5 and Figure 6). The CV
showed a significant shrinkage above 75% (Figure 7).

The patient was referred to the neurosurgery department where the
cerebral MRI performed with T1, T2, T2 FLAIR, diffusion and
coronal T2 sequences, returned without particularity to eliminate
a circulation disorder-resorption of the CSF, a chronic subdural
hematoma and an intracranial expansive tumor process (Figure 8).
The lumbar puncture performed, highlighted a clear fluid under
pressure and sterile.

He was also sent to the infectious and tropical diseases department
where the biological blood tests (complete blood count, retroviral
serology and blood biochemistry) carried out were not contributo-
ry. This allowed us to eliminate a cerebral and meningeal infection.
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Figure 5: Right and left eye mﬁmgr@hyfshmvm stage IIT bilateral papillary cedema

Figure 6: OCT - RNFL Right and left eve, showing bilateral papillary edema stage IIT.
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Figure 8: Brain MRI performed showing ne parficularity

Faced with these bundles of arguments, we retain the diagnosis of however, we decided to refer the patient to Neurosurgery for a pos-
idiopathic intracranial hypertension. sible depletive lumbar puncture and to continue the drug treatment
The patient was treated with Acetazolamide 250 mg with one (1)  with regular monitoring of visual fields and OCT.

tablet 2 times daily.

At two months of treatment, the evolution is marked by a clear 3. Discussions
improvement in headaches without improvement in visual signs; HICT is an uncommon pathology in the general population with 1
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to 2 cases/100,000 inhabitants, but twenty times more common in
overweight women [2,3]. This is the case of our overweight patient
No. 1. Much more rarely, it affects children in whom the associa-
tion with obesity is less common like our case No. 2 [4]. Telltale
ophthalmological manifestations are headache, visual eclipse and
tinnitus [10]. This is the case for our patient No. 2. On the other
hand, our patient No. 1 had a visual acuity maintained at 10/10
probably reflecting the integrity of the visual pathways. Papillary
edema is the most important sign during Idiopathic Intracranial
Hypertension. It is present in all patients and is most often bilater-
al [11]. Our data corroborate with those of the literature: bilateral
papillary edema was found in our two (02) patients respectively in
stage I and III confirmed by paraclinical examinations. Brain MRI
is the most indicated neuroimaging [12]. The goal of the treatment
of idiopathic Intracranial Hypertension is to reduce ICP with the
primary objective of preserving vital function and secondarily vi-
sion [8]. We introduced a low-calorie diet in patient No. 1, weight
loss in two months contributed to the improvement of her clinical
condition. The treatment of Idiopathic Intracranial Hypertension is
most often medical and relies on Acetazolamide and corticosteroid
therapy, although the use of the latter is controversial [13]. Both of
our patients received acetazolamide 250 mg in combination with
Cortancyl 20mg in patient No. 1. The realization of depletive lum-
bar punctures is necessary in severe cases of Idiopathic Intranian
Hypertension [14]. We performed a depletive lumbar puncture in
patient No. 2. In our study, the evolution was favorable, resulting
in a considerable regression of symptoms in the first case. On the
other hand, patient 2 was at risk of visual loss due to stage III
papillary edema.

4. Conclusion

In front of papillary edema associated with visual disturbances,
headaches, tinnitus, it is necessary to suspect HTICI. The positive
diagnosis is based on the bundles of epidemiological, clinical and
imaging arguments, for which the ophthalmologist plays an im-
portant role. Its most formidable ophthalmological complication is
irreversible blindness.
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