Diagnostic and therapeutic challenges in patients with intracranial
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Intracranial hypertension is characterized by raised intracranial pressure (ICP) with lumbar puncture opening pressures of 25 cm cere-
brospinal fluid (CSF) or greater in adults. There are identifiable causes such as tetracyclines, retinoid, vitamin A, tumor, cerebral ve-
nous sinus thrombosis, and structural lesions. Idiopathic intracranial hypertension (IIH) is a rare but important condition with sig-
nificant complications. Obesity, and reproductive female are consistent risk factors for the development of IIH. But the pathophysiol-
ogy of IIH is unclear. Headache and ophthalmic-related symptoms are common presenting symptoms of IIH. Early therapeutic ap-
proach is important to preserve visual function. There are various treatments for [IH such as weight loss, carbonic anhydrase inhibitor,
lumbar puncture, surgery and transverse sinus stenting. The patients should be considered for aggressive treatment for prevent their

visual loss.
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Table 1. Diagnostic criteria for idiopathic intracranial hyper-
tension

To make a diagnosis of idiopathic intracranial hypertension, criteria A-E

must be satisfied and no known secondary causes should be present.

A probable diagnosis of idiopathic intracranial hypertension can be

made if only criteria A-D are fulfilled.

A) Papilledema

B) Normal neurological examination except cranial nerve abnormalities

C) Neuroimaging: normal brain parenchyma without hydrocephalus,
mass, or structural lesion, and no abnormal meningeal
enhancement or venous sinus thrombosis on MRI or MR
venography; if MRI is unavailable, contrast-enhanced CT can be
used

D) Normal CSF composition

E) Raised lumbar puncture opening pressure (> 250 mmCSF in lateral
decubitus)

Table 2. Diagnostic criteria of headache attributed to idio-
pathic intracranial hypertension

A. Any headache fulfilling criterion C
B. Idiopathic intracranial hypertension (IIH) has been diagnosed, with
CSF pressure >250 mmCSF (measured by lumbar puncture
performed in the lateral decubitus position, without sedative
medications, or by epidural or intraventricular monitoring)
C. Evidence of causation demonstrated by at least two of the
following:
1. headache has developed in temporal relation to IIH, or led to its
discovery
2. headache is relieved by reducing intracranial hypertension
3. headache is aggravated in temporal relation to increase in
intracranial pressure
D. Not better accounted for by another ICHD-3 diagnosis.
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Table 3. Symptoms in the idiopathic intracranial hypertension;
common to rare.

Headache

Transient visual obscurations

Pulsatile tinnitus (two-thirds presenting bilaterally)

Back pain

Dizziness

Neck pain

Visual loss or blurring

Cognitive disturbances (affecting reaction time and processing speed)
Radicular pain

Horizontal diplopia (abducens nerve palsy)

Table 4. Differential diagnosis of idiopathic intracranial hyper-
tension

Diseases or conditions

latrogenic

Antibiotics Tetracycline, minocycline, doxycycline, nitrofurantoin,
etc.

Vitamin A Isotretinoin, all-trans-retinoic acid

Hormonal agents  Thyroxine replacement, growth hormone

Others Lithium, rofecoxib, cimetidine, cyclosporin

Diseases

Hematological Anemia

Respiratory Obstructive sleep apnea

Renal Renal failure

Endocrine Cushing's disease, Addison's disease,
Hypoparathyroidism

Genetic Turner syndrome

Venous Cerebral venous sinus thrombosis, superior vena
cava obstruction

Structural Tumor

Autoimmune Systemic lupus erythematosus
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Table 5. Neuroimaging findings in idiopathic intracranial hy-
pertension

Empty sella

CSF leak
Meningocele/meningoencephalocele
Foramen ovale widening

Posterior flattening of the posterior poles
Optic nerve head protrusion
Distention of the optic nerve sheath
Vertical tortuosity of the optic nerve
Tranverse sinus venous stenosis
Enhancement of the optic nerve head
Tonsilar herniation
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