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Headache is common and causes considerable worry, but rarely represents sinister disease.
The causes may be divided into primary (benign) or secondary, and most patients, whether
presenting in clinic or as emergencies, have primary syndromes.

RED FLAGS SYMPTOMS IN HEADACHE

Symptoms

Possible explanation

HEADACHES MAY BE CLASSIFIED AS PRIMARY OR
SECONDARY, DEPENDING ON THE UNDERLYING CAUSE.
Primary headache syndromes:
1.

Migrain with aura and without aura.

2.

Tension headache.

3.

Tigeminal autonomic cephalalgia(including cluster headache).

4.

Primary stabbing,exertional,coughing,sex realted headach.

Secondary causes of headache:
1.

medication overuse headache.

2.

intracranial bleeding(sudural,subarachnoid,paranchymal.

3.

raised intracranial pressure(tumor,idiopathic intracranial hypertension).

4.

infection (meningitis,encephlitis,brain abscess).

5.

inflammatory disease (temporal artiritis).

6.

referred pain from other structures (sinusitis,orbit tempromandibular joint,cervical).

TENSION-TYPE HEADACHE
• This is the most common type of headache and is experienced to some degree by the
majority of the population.
• Pathophysiology
• Emotions and anxiety are common precipitants and there is sometimes an associated
depressive illness. Muscular spasms may worsen this in some patients.

CLINICAL FEATURES
• The pain of tension headache is usually characterized as ‘dull’, ‘tight’ or like a ‘pressure’, and there
may be a sensation of a band round the head or pressure at the vertex. It is of constant character
and generalised, but often radiates forwards from the occipital region.
• In contrast to migraine, the pain can remain unabated for weeks or months without interruption,
although the severity may vary, and there is no associated vomiting or photophobia. Activities are
usually continued throughout, and the pain may be less noticeable when the patient is occupied.
The pain is usually less severe in the early part of the day, becoming more troublesome as the day
goes on. Tenderness may be present over the skull vault or in the occiput but is easily
distinguished from the triggered pains of trigeminal neuralgia and the exquisite tenderness of
temporal arteritis. Analgesics may be taken with chronic regularity despite little effect and may
serve to perpetuate the symptoms.

MANAGEMENT
• Most benefit is given by providing a careful assessment, followed by discussion of likely
precipitants and reassurance that the prognosis is good.
• Excessive use of analgesia, particularly those containing codeine, may maintain and
exacerbate the headache (analgesic headache).
• Physiotherapy (with muscle relaxation and stress management) may help, and low-dose
amitriptyline can provide benefit.

MIGRAINE
• Migraine usually appears before middle age; it affects about 20% of females and 6% of
males at some point in life.

PATHOPHYSIOLOGY
• The cause of migraine is unknown but there is increasing evidence that the aura is due to dysfunction of ion channels
causing a spreading front of cortical depolarisation (excitation) followed by hyperpolarization (depression of activity).
• The headache phase is associated with vasodilatation of extra cranial vessels and may be relayed by hypothalamic activity.
• Activation of the trigeminovascular system is probably important.
• A genetic contribution is implied by frequently positive family history.
• The female preponderance and the frequency of migraine attacks at certain points in the menstrual cycle also suggest
hormonal influences.
• Estrogen-containing oral contraception sometimes exacerbates migraine and increases the small risk of stroke in patients
who suffer from migraine with aura.
• Doctors and patients often over-estimate the role of dietary precipitants such as cheese, chocolate or red wine.
• When psychological factors contribute, the migraine attack often occurs after a period of stress, being more likely at the
end of the working week or at the beginning of a holiday.

CLINICAL FEATURES
• Some patients report a prodrome of malaise, irritability or behavioural change for some hours or days.
• Around 20% of patients experience an aura, and are said to have migraine with aura (previously known as
classical migraine).
• The aura is most often visual, consisting of fortification spectra, which are shimmering, silvery zigzag lines that
march across the visual fields for up to 40 minutes, sometimes leaving a trail of temporary visual field loss
(scotoma).
• In some there is a sensory aura of tingling followed by numbness, spreading over 20–30 minutes, from one part
of the body to another.
• Dominant hemisphere involvement may also cause transient speech disturbance.
• The 80% of patients with characteristic headache but no ‘aura’ are said to have migraine without aura
(previously called ‘common’ migraine).
• Migraine headache is usually severe and throbbing, with photophobia, phonophobia and vomiting lasting from 4
to 72 hours. Movement makes the pain worse, and patients prefer to lie in a quiet, dark room.

MANAGEMENT
• Avoidance of identified triggers or exacerbating factors (such as the combined contraceptive pill)
may prevent attacks.
• Treatment of an acute attack consists of simple analgesia with aspirin, paracetamol or nonsteroidal anti-inflammatory agents.
• Nausea may require an antiemetic such as metoclopramide or domperidone.
• Severe attacks can be aborted by one of the increasing number of ‘triptans’ (e.g., sumatriptan),
which are potent 5-hydroxytryptamine (5-HT) agonists,these can be administered orally, by
subcutaneous injection or by nasal spray.
• Overuse of any analgesia, including triptans, may contribute to associated medication overuse
headache.

PREVENTIVE MEASURES
preventive therapy should be considered when one or more of the following are present:
1)

Three or more moderate or severe headache days per month causing functional
impairment and that are not consistently responsive to acute treatments .

2)

At least 6 to 8 headache days per month even if acute medications are effective.

3)

Contraindications to acute migraine treatments.

4)

Particularly bothersome symptoms even if infrequent attacks(eg,migraine with brainstem
aura, hemiplegic migraine).

5)

Migraine has a significant impact on patient’s life despite lifestyle modifications, trigger
avoidance, and use of acute treatment .

6)

Patient is at risk of developing medication-overuse headache.

DRUGS USED IN PREVENTIVE THERAPY

1-Vasoactive drugs (calcium channel blockers (verapamil, nefidipine and β-adrenoceptor
antagonists (β-blockers) propranolol , atenolol, metoprolol).
2- Antidepressants (amitriptyline).
3- Anti-epileptic drugs (valproate, topiramate).
4- Calcitonin gene-related peptide (CGRP) inhibitor (galcanezumab).
5- Anti histamine (cyproheptadine).
6- Botox injection into sensitive temporalis and other cranial muscles.

MEDICATION OVERUSE HEADACHE
• Medication overuse headache can complicate any other headache syndrome but is especially
associated with migraine and tension headache.
• The medications that are the most common culprits are compound analgesia (particularly codeine
and other opiate-containing preparations) and triptans, and medication over use headache is
usually associated with use on more than 10–15 days per month.
• Management is by withdrawal of the responsible analgesics; patients should be warned that the
initial effect will be to exacerbate the headache.
• Migraine prophylactics may be helpful in reducing the rebound headaches.
• In severe cases, hospital admission with or without a course of corticosteroids may be helpful.

CLUSTER HEADACHE
• (also known as migrainous neuralgia) are much less common than migraine.
• There is a 5: 1 male predominance and onset is usually in the third decade.
Pathophysiology
• The cause is unknown, but this type of headache differs from migraine in its character,
lack of genetic predisposition, lack of provoking dietary factors, opposing gender
imbalance and different drug effect.
• Functional imaging studies have suggested abnormal hypothalamic activity.
• Patients are more often smokers with a higher-than-average alcohol consumption.

CLINICAL FEATURES
• Cluster headache is strikingly periodic, featuring runs of identical headaches beginning at the same hour for weeks
at a time (the eponymous ‘cluster’).
• Patients may experience either one or several attacks within a 24-hour period.
• Cluster headache causes very intense unilateral deep and periorbital pain with autonomic features, such as
unilateral lacrimation, nasal congestion and conjunctival injection (occasionally with the other features of Horner’s
syndrome).
• The pain, though severe, is characteristically brief (30–90 minutes).its denominative feature is the nightly
recurrence, between 1and 2h after the onset of sleep, or several times during the night for several or more
consecutive days; thus "cluster" .
• In contrast to the behaviour of those with migraine, patients are often highly agitated during the headache phase.
• The cluster period is typically a few weeks, followed by remission for months to years, but a small proportion do
not experience remission.

MANAGEMENT
• Acute attacks can usually be halted by subcutaneous injections of sumatriptan or by
inhalation of 100% oxygen, intranasal lidocain.
• Migraine prophylaxis is often ineffective, but attacks can be prevented in some patients by
sodium valproate, verapamil, methysergide or short courses of oral corticosteroids.
• Patients with severe debilitating clusters can be helped with lithium therapy.

BENIG PAROXYSMAL HEADACHES
• A number of rare headache syndromes produce pains about the eye similar to cluster
headaches.
• These include chronic paroxysmal hemicrania and SUNCT (short-lasting unilateral
neuralgiform headaches with conjunctival injection and tearing).
• The recognition of these syndromes is useful because they often respond to specific
treatments such as indomethacin.

Type

Character of pain

Duration

Location

Comment

Cluster headache

Sever unilateral,with
ptosis,tearing,,conjunctival
injection,unilateral nasal
congestion

30-60 min. 1-3 times per periorbital
day

Usually in man ,occuring in
clusters over weeks/months

Short lasting unilateral
neuralgiform headache with
conjuctival
injection,tearing,rhinnorhea
and forehead weating
Chronic proxysmal
hemicrania

Sever,sharp,triggered by
touch or neck movements

15-120secs,repetitive
through day

May respond to carbamzipne

Sever unilateral with cluster 5-20min,frequently
headache like autonomic
through day
features

Periorbital/temop Usually in women,responds to
ral
indomethacin

Ice pick

stabbing

Very breif(spill-second)

Variable,usually
temproparietal

Ice cream

Sharp,sever

30-120 secs

Exertional/sexual activity

Bursting,thunderclap

Sever for mins,then less
severe for hours

Bitemporal/occipit Obvious trigger by cold stimuli
l
generalized
Subarachnoid hge needs to be
excluded

Cough

bursting

Secs to minutes

periorbital

Occipital or
generalized

Benign,more common in
migrain

Intracranial pathology needs to
be excluded(especialy
craniocervical junction)

TRIGEMINAL NEURALGIA
Characterized by unilateral lancinating facial pain, most commonly involving the second
and/or third divisions of the trigeminal nerve territory, the pain seldom lasts more than a
few seconds or rarely a minute or two.
Pathophysiology
• Trigeminal neuralgia is thought to be caused by an irritative lesion involving the trigeminal
root zone, in some cases an aberrant loop of artery. Other compressive lesions, usually
benign, are occasionally found.
• Symptomatic trigeminal neuralgia caused by multiple sclerosis, aneurysm of the basilar
artery, or tumor (acoustic or trigeminal schwannoma, meningioma, epidermoid) in the
cerebellopontine angle.

CLINICAL FEATURES
• The pain is repetitive, severe and very brief. It may be triggered by touch, a cold wind or eating.
• Physical signs are usually absent, although the spasms may make the patient wince and sit silently (tic douloureux).
• There is a tendency for the condition to remit and relapse over many years.
• Management
• The pain usually responds at least partially to carbamazepine. It is wise to start with a low dose and increase
gradually, according to effect. In patients who cannot tolerate carbamazepine, gabapentin, pregabalin, amitriptyline or
steroids may be effective. The possibility of surgical treatment should be entertained, especially where response is
incomplete in younger patients.
• Decompression of the vascular loop encroaching on the trigeminal root is said to have a 90% success rate.
• Otherwise, localised injection of alcohol or phenol into a peripheral branch of the nerve may be effective.

THUNDERCLAP HEADACHE
Characterised by the abrupt onset of a severe headache that reaches maximum intensity
within 1 minute.
1.

Subarachnoid haemorrhage.

2.

Venous sinus thrombosis.

3.

Arterial dissection.

4.

Cluster headache.

5.

Pituitary apoplexy.

PSEUDOTUMOR CEREBRI SYNDROME
• HEADACHE disorder due to increase intracranial pressure
• The pseudotumor cerebri syndrome primarily affects children and adults younger than age 50.
• For the most part, the clinical presentation in teenage .
• Many secondary causes have been associated with pseudotumor cerebri syndrome such as
exogenous agents, obstruction to cerebral venous outflow, endocrine disorders, obstructive
sleep apnea, and head trauma .
• When no secondary cause is identified, the syndrome is termed idiopathic intracranial
hypertension (IIH), which most commonly affects women of childbearing age who are obese.
• As pseudotumor cerebri syndrome potentially causes blindness, early recognition and
treatment are essential.

DIAGNOSTIC CRITERIA FOR THE PSEUDOTUMOR
CEREBRI SYNDROME
1 -Required for Diagnosis of Pseudotumor Cerebri Syndrome:
A :Papilledema
B :Normal neurologic examination except for cranial nerve abnormalities
C :Neuroimaging: normal brain parenchyma without evidence of hydrocephalus, mass, or structural lesion
and no abnormal meningeal enhancement on MRI, with and without gadolinium, for typical patients (female
and obese),and magnetic resonance venography for others; if MRI is unavailable or contraindicated,
contrast-enhanced CT may be used
D :Normal CSF composition
E :Elevated lumbar puncture opening pressure(≥250mmCSF in adults and ≥280mm CSF in children [≥250
mm CSF if the child is not sedated and not obese]) in a properly performed lumbar puncture .

DIAGNOSTIC CRITERIA FOR THE PSEUDOTUMOR
CEREBRI SYNDROME
2- Diagnosis of Pseudotumor Cerebri Syndrome Without Papilledema
• A : In the absence of papilledema, a diagnosis of pseudotumor cerebri syndrome can be made if B–E from
above are satisfied and, in addition, the patient has a unilateral or bilateral abducens nerve palsy
• B :In the absence of papilledema or sixth nerve palsy, a diagnosis of pseudotumor cerebri syndrome can
be suggested but not made if B–E from above are satisfied and, in addition, at least three of the following
neuroimaging criteria are satisfied:
• i Empty sella
ii Flattening of the posterior aspect of the globe
iii Distention of the perioptic subarachnoid space with or without a tortuous optic nerve.
iv Transverse venous sinus stenosis

VISION EVALUATION
• Any patient with headache and visual symptoms needs, at a minimum, a measurement of
visual acuity in each eye, assessment of visual fields, pupil examination to look for an
afferent pupillary defect or poor pupillary reaction, and a fundus examination.
• Patients with suspected pseudotumor cerebri syndrome should have a complete
ophthalmologic evaluation with a stereoscopic viewing of the optic discs and perimetry.
• Fundus photography, optical coherence tomography, and fluorescein angiography or
orbital ultrasound (if the diagnosis of papilledema is uncertain) are helpful to document
the disc appearance for subsequent comparison.

NEUROIMAGING.
• MRI of the brain with contrast is the imaging test of choice.
• Brain magnetic resonance venography is usually done simultaneously with MRI to exclude
venous sinus thrombosis and determine
• In urgent settings or if MRI is unavailable or contraindicated, contrast-enhanced CT and
CT venography is indicated.

LUMBAR PUNCTURE
• A lumbar puncture is required for the diagnosis.
• CSF pressure–lowering agents should be discontinued for 24 to 36 hours prior to the
lumbar puncture.
• For the most accurate reading, the opening pressure should be measured with the
patient in the lateral decubitus position with the legs at least partially extended; studies in
both children and adults suggest that the leg position does not appreciably alter the
opening pressure in most cases, but the difference of approximately 10 mm CSF may be
meaningful in some patients CSF pressures of 250 mm or greater in adults or 280 mm or
greater in children who have pressures at the upper end of normal.

• “large volume” lumbar puncture is warranted, and it may instead cause a spinal headache.
• A reasonable strategy is to remove enough CSF to achieve a closing pressure in the
middle of the normal range.

TREATMENT
• acetazolamide initiated at 500 mg twice daily and gradually increasing the dosage to 2000 mg
twice daily as needed/tolerated is recommended for these patients.
• Other diuretics may be employed in patients who cannot tolerate acetazolamide, including
methazolamide, furosemide, bumetanide, or thiazide diuretics. Spironolactone, ethacrynic acid,
or triamterene may be used in patients who are allergic to carbonic anhydrase inhibitors, loop
diuretics, and thiazide diuretics.
• Weight loss and bariatric surgery for obese patients

SURGICAL TREATMENT
1.

Therapies may include optic nerve sheath fenestration.

2.

a temporary lumbar drain, shunting (ventriculoperitoneal shunting is preferred over
lumboperitoneal shunting because of a lower rate of failure and complications.
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