
JIM THOMAS M.B.B.S K.V.G MEDICAL COLLEGE



IDIOPATHIC INTRACRANIAL HYPERTENSION

Idiopathic intracranial hypertension (IIH) is a syndrome characterized by elevated intracranial 

pressure that most commonly affects obese women during their reproductive years.

Epidemiology

1 and 3/100 000/year in the general population. When stratified for reproductive age, female gender 

and weight, the incidence rises by 12–28/ 100 000/year.

Pathophysiology (underlying pathogenesis is uncertain)

1) Due to increased CSF production (increased activity of choroid plexus)

2) Reduced CSF drainage: Increased CSF outflow resistance due to decreased absorption via the 

arachnoid granulation.





Clinical Features

The symptoms of IIH patients are 

headache (94%)

transient visual obscurations (68%)

pulse synchronous tinnitus (58%)

photopsia (54%)

retrobulbar pain (44%) 

Diplopia(38%)

visual loss (30%)



Headache :- severe daily pulsatile headaches may awaken the patient and usually last 

hours. The headache is often reported as the worst head pain associated with nausea.

Visual obscurations :- transient blurred vision that usually last less than 30 seconds, 

followed by visual recovery to baseline. 

monocular or binocular presentation. 

Transient ischemia of the optic nerve head due to increased tissue pressure.

Diplopia :- Abducent nerve palsy

Pulsatile intracranial noises or pulse synchronous tinnitus The sound is often unilateral. 

Jugular compression or head turning ipsilateral to the sound abolishes it. 

Transmission of intensified vascular pulsations, increased turbulence through smooth 

walled venous stenoses related to transverse sinus collapse from high CSF pressure



Signs:-

Papilledema

Optic disc edema due to increased intracranial pressure is the cardinal sign of IIH.

Horizontal diplopia due to sixth nerve palsies (esotropia)

Sensory visual function 

Visual acuity usually remains normal in patients with papilledema, when the condition 

is long-standing and severe or if there is a serous retinal detachment and optic disc 

edema extends to the macula. 



Evaluation



OPHTHALMOSCOPY:- FRISEN GRADES
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Perimetry
Enlargement of the physiologic blind spot  
Loss of inferonasal portions of the visual field 



Grades of visual field progression

Grade 1:- Enlarged blind spot

Grade 2:- Inferior nasal step

Grade 3:- Arcuate scotomas

Grade 4:- Constriction

Grade 5:- General depression



The fine black line depicting the patient’s data, and the 

block colors (green, yellow, red) showing the normative 

data.  Patient A with Frisen grade 3, there is obscuration of 

more than one major vessel leaving the disc, there is a 

circumferential halo and elevation of all borders. Paton’s 

lines (curvilinear chorioretinal folds adjacent to the 

temporal (left hand side) of the optic disc margin) are 

evident. Patient B, with IIH with Frisen grade 2. 

Circumferential halo and there is no major vessel obscured. 

Patient C, a treated patient with IIH who has resolved 

papilledema (Frisen grade 0). There is reduction in the 

RNFL thickness which is due to resolution of swelling, but 

also axonal loss. There is a centrocecal visual field defect. 

Optical chromatography scan  can identify the subtle 

changes in the retina i.e.  frisen grade 1 and grade 2

OPTICAL COHERENCE TOMOGRAPHY





MRI signs of increased ICP

Flattening of posterior sclera

Distention of peri optic subarachnoid space

Enhancement of prelaminar optic nerve











MODIFIED DANDY CRITERIA FOR IIH

❖ Signs and Symptoms only reflect those of generalized high icp or 

papilledema (headache, visual disturbances, papilledema, 6th nerve palsy)

❖ Documented elevated ICP in lateral decubitus CSF pressure >25cmH2o

❖ Normal csf composition (r/o infection, inflammatory, neoplastic)

❖ No evidence of hydrocephalus, mass, structural or vascular lesion on 

MRI/MRV or contrast enhanced CT for typical patient and atypical 

patients 

❖ No other causes of increased ICP identified



E. Elevated lumbar puncture opening 

pressure (≥25cmH2O CSF in adults).

A. Papilledema

B. normal neurological 

examination except for 

6th nerve palsy

C.  Neuroimaging: Normal brain 

parenchyma without evidence of 

hydrocephalus, mass or structural 

lesion, and no abnormal 

meningeal enhancement on MRI.

D. Normal CSF composition.

Idiopathic Intracranial hypertension

IIH without papilledema

Sixth nerve 

palsy Present
Sixth nerve 

palsy Absent

Fulminant IIH: - Patients 

meeting the criteria for a 

precipitous decline in visual 

function within 4weeks of 

diagnosis of IIH.

diagnosis of IIH can 

be made if B–E are 

met

Diagnosis of IIH can be suggested even in 

the absence of 6th nerve palsy with normal 

neurological examination along with 

fulfilling criteria C–E and at least three of 

the following neuroimaging findings are 

present.: 1. Empty Sella. 2. Flattening of the 

posterior aspect of the globe. 3. Distension 

of the peri optic subarachnoid space with or 

without a tortuous optic nerve. 4. 

Transverse venous sinus

Classic IIH







❖ Medical management

Weight loss

Low sodium diet

Low calorie diet

Bariatric surgery

Acetazolamide 2-4g/day 

Topiramate- weight loss, headache.

Furosemide, methazolamide if weight loss difficult or rebound edema on steroid withdrawal

Malignant IIH:- rapid vision loss, rapid onset, treat with short course of steroids and surgery

Serial LP - Short lasting. Complication are post LP headache. Recommended in pregnant woman 

who cannot take meds

❖ Surgical management indication

Treatment Failure, not tolerant or noncompliant to medications, headache unresponsive to treatment, 

worsening visual acuity/visual field, severe vision loss on presentation and severe Headache not 

responding to meds- lumbo peritoneal shunt or ventriculoperitoneal shunt. Complication are shunt 

failures requiring shunt revision and infection.

Optic nerve sheath decompression reserved  for pts who have vision loss as their primary complaint 

complication—diplopia, tonic pupil, vison loss.

Transverse venous stenosis: Transverse sinus stenting.





Prognosis-

❖ Self limited.

❖ 26% develop <20/200 in worse eye and irreversible changes such as disc pallor, vascular 

sheathing and optic atrophy.

❖ Risk factors for poor prognosis:- systemic HTN, Age, not following up with an 

ophthalmologist.

Acetazolamide adverse events

Renal stones, tramaminitis, pancreatitis, diverticulitis, allergic reaction, hypokalemia, 

paresthesia, dysgeusia, fatigue, N, V, diarrhea, tinnitus, avoided during the first 20 weeks of 

pregnancy.

Topiramate side effects  

Cognitive slowing, memory impairment, paresthesia,  renal stones.
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