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ABSTRACT 

The hallmark of pseudotumor cerebri is a neurological condition marked by high intracranial pressure (ICP) without any discernible localizing signs 
or neurological impairments with normal intracranial structures. Radiographic exclusion of an intracranial mass is necessary for the mainly clinical 
diagnosis. We reported a case of a 27-year-old lady presented to the department of general medicine with severe headache and bilateral blurring of 
vision. Ophthalmoscopy revealed bilateral papilledema. Magnetic resonance imaging (MRI) brain with orbit revealed typical alterations, including 
bilateral flattening of the posterior sclera and protrusion of the optic nerve heads. Above findings were suggestive of pseudotumor cerebri. 
Treatment designed to reduce discomfort while preserving vision. Initial treatment included methylprednisolone, mannitol and acetazolamide. 
Acetazolamide and oral Prednisolone were administered after discharge in a tapering dose over a period of 1 mo. 
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INTRODUCTION 

Pseudotumor cerebri is a rare illness defined by idiopathic elevated 
intracranial pressure (IIP) accompanied with papillary edema and 
other neurologic symptoms such as headache, vision loss, tinnitus, 
or diplopia. This syndrome frequently affects young, overweight 
women of childbearing age. The fundoscopy reveal bilateral 
papilledema. Visual field evaluation with perimetry and ocular 
coherence tomography are key diagnostic tests. Because the 
symptoms are similar to those of a cerebral mass lesion, the word 
pseudotumor cerebri has been connected with "false brain tumor". 
The diagnosis is an exclusion one; other causes of elevated 
intracranial pressure (ICP) must be excluded using imaging 
modalities like magnetic resonance imaging (MRI) and lumbar 
puncture. The primary goals of treatment are the relief of symptoms 
and the preservation of eyesight. Treatment options for this 
potentially low vision illness include diet, lifestyle changes, drugs (e. 
g., vitamin A derivatives, tetracycline, and lithium), carbonic 
anhydrase inhibitors (Acetazolamide or Diamox), steroids, and 
furosemide [1]. When medicinal treatment fails, surgery is 
recommended. Cerebrospinal fluid (CSF) shunting (e. g., ventriculo-
peritoneal and lumbar-peritoneal shunting) optic nerve sheath 
fenestration (ONSF) and therapy of transverse sinus stenosis are 
recommended [2-4]. 

CASE REPORT 

We present the case of a 27 y old female patient with no comorbidities 
who was referred to our department complaining of transient loss of 
vision, which was gradual in onset. She also had severe throbbing 
headache in occipital area with nausea for the past few days. The 
patient reported no allergies or fever in the previous days. These 
symptoms began one month before her appearance in our 
department. The family history was not significant. She did not 
receive any chronic treatment. The general clinical examination was 
normal. The body mass index was normal. She had no history of 
recent ear infections, acne vulgaris therapy, vitamin A supplements, 
lead exposure, seizures, oral contraceptives, steroid use, or 
withdrawal. There was no history of tick bites, target rash, or joint 
pain. Her medical, surgical, and family background were all 
unremarkable. During the presentation in our department, an ocular 
examination revealed a best-corrected visual acuity of 1 without 
correction in both eyes. Aplan tonometry revealed an intraocular 

pressure of 17 mmHg in both eyes. Light perception and projection 
were present in both eyes. The papillary light reflex was seen in both 
eyes. The ocular motility was normal. The slit lamp test revealed a 
normal evaluation of both eyes. Ophthalmoscopy of both eyes 
revealed papilledema, no borders on the optic nerve head, dilated 
retinal veins, and a chrysanthemum flower appearance in the right 
eye. The visual field testing revealed an increased blind spot in both 
eyes, along with some paracentral scotoma. The routine blood tests 
showed normal values, including a normal CBC, creatinine, blood 
glucose, CRP, BUN, fibrinogen, and erythrocyte sedimentation rate. 
Antibodies IgG and IgM anti-Borrelia, anti-RNP, anti-SSA, anti-
cardiolipin, p-ANCA, cANCA, antiSCL70, anti-mitochondrial, ANA, 
and circulating immune complexes were all within normal limits. 
The serum vitamin B12 and folic acid levels were within normal 
limits. The thyroid tests were normal. There were no inflammatory 
markers that tested positive. The neurologic examination revealed a 
conscious patient with temporal and spatial orientation, 
symmetrical and reactive pupils, normal eye movements, no 
meningeal signs, no cranial nerve deficits, no motor deficit, normal 
tendon reflexes, slightly brisk in the lower limbs, no Babinski's sign, 
no ataxia, no sensitivity disorders and no sphincter dysfunction. 

Lumbar puncture was performed at an high opening pressure. 
Examination of cerebrospinal fluid (CSF) indicated normal cell count, 
glucose, and protein levels. A bilateral papillary edema could be 
caused by structural cerebral abnormalities, such as benign or 
malignant brain tumors, vascular lesions, or 
inflammation/infections (cerebral abscess), which were ruled out by 
neurologic and MRI examinations. All inflammatory tests were 
negative, excluding the possibility of an autoimmune disorder. 
Chronic intracranial hypertension can be caused by a variety of 
factors, including tetracycline, blood clots in the brain, high vitamin 
A intake, and brain tumors. It can also occur without a clear cause 
based on the patient's medical history. In our case, MRI brain with 
orbit showed flattening of posterior sclera and protrusion of optic 
nerve heads along with vertical tortuosity of optic nerve sheath, 
which was suggestive of possibility of pseudotumor cerebri (fig. 1). 

Our primary goal of the treatment was to alleviate the symptoms 
while preserving vision. Because of the modest visual field loss, 
general treatment was commenced during hospitalization with 
mannitol (20%) 250 ml/d and acetazolamide 2x500 mg/d. 
Methylprednisolone (1g/d) injection was administered for five days. 
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The evolution remained steady during the admission. 
Recommendations before hospital discharge were to minimize 
physical exertion and to treat with acetazolamide 2x250 mg/d and 
oral prednisolonein tapering doses. The follow-up assessment after 

1 mo revealed maximal visual acuity without correction in both eyes. 
The ophthalmoscopy examination revealed bilateral minor papillary 
oedema. The visual field examination revealed minor changes 
(enlarged blind spot and a few paracentral tiny scotomas). 

 

 

Fig. 1: Mri orbit 

 

DISCUSSION 

Idiopathic high intracranial pressure (IICP), also known as benign 
intracranial hypertension, is a demanding condition that causes 
elevated ICP without a known cause [5]. The disorder has an 
estimated frequency of 20 per 100,000 people and is likely to 
significantly increase [6]. Obesity has been identified as the primary 
cause, with research indicating that it affects both children and 
adults equally [7]. Interestingly, our patient did not meet the criteria 
for IICP because she was not obese. 

The most prevalent symptom at presentation is headache, which is 
pulsatile in over 80% of patients and has a focal component (e. g., 
occipital or retroorbital pain) in 70%. Lowering ICP can reduce 
headache symptoms. Patients with concurrent headache disorders 
may not respond well to ICP-lowering treatments, necessitating the 
use of traditional pain medications [8, 9]. Our headache was severe 
and located in the occipital area, but it was also accompanied by 
papilledema. IICP often causes visual problems, including vision loss. 
The common sign is bilateral papilledema, which can be symmetric 
or asymmetric. IICP is characterized by papilledema, which occurs in 
97% of patients. Abducens nerve palsy is a key indicator for a 
favorable diagnosis of IICP in the absence of papilledema. Abduction 
paralysis was not involved in our patient [10]. 

Patients report brief vision loss caused by postural shifts and 
Valsalva movements lasting a few seconds. Visual abnormalities 
included increasing and early changes in the visual field, an enlarged 
blind spot, and a nasal step defect during evaluation. Prolonged 

papilledema can lead to nasal and arcuate abnormalities, as well as 
significant visual field constriction [11]. If no abnormalities are found 
during a visual field examination, visual acuity does not diminish. 
Static perimetry is crucial for determining management decisions 
based on the visual field. MRI is particularly useful for seeing the 
eyeball, optic nerve, orbit, and optic tract. Increased ICP can cause 
aberrant MRI findings such as flattening of the posterior sclera, 
enhancement of the prelaminar optic nerve, distension of the peri 
optic subarachnoid space, intraocular protrusion of the prelaminar 
optic nerve, and an empty sella [12]. 

Without treatment, papilledema can lead to irreversible vision loss 
and optic atrophy. The treatment aims to alleviate symptoms, such 
as headache and preserve vision. Overweight patients should 
participate in a weight-management program with an aim of 5% to 
10% weight loss and a low-salt diet. Our patient was not obese, 
which is a unique aspect of the situation. We started a medicinal 
treatment using acetazolamide to minimize papilledema. For mild 
symptoms and vision loss, various medicinal and surgical therapies 
were advised. Acetazolamide treatment should be commenced for 
modest visual field loss, as seen in our instance. Acetazolamide, a 
carbonic anhydrase inhibitor, reduces cerebrospinal fluid production 
and lowers ICP.  

In most cases, lumbar puncture alleviates IICP symptoms temporarily. 
For severe or rapid visual loss, surgical procedures such optic nerve 
sheath fenestration or cerebrospinal fluid shunting may be necessary 
to prevent irreversible vision loss. The appropriate intervention 
depends on the severity of symptoms and vision loss.  
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CONCLUSION 

Our patient of pseudotumor cerebri presented with transient vision 
loss, occipital headache, bilateral papilledema, without obesity, iron-
deficiency anemiaor abducens nerve paralysis, which is unusual. 
Pseudotumor cerebri is an exclusionary diagnosis; hence, it is 
imperative to rule out other causes of transient vision loss and 
occipital headache because if it is identified early and appropriately, 
the prognosis is quite good. 
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