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How is headache classiﬁed?
Headache is a leading reason for medical consultation
and particularly for neurological consultation. A tremendous range of disorders can present with headache.
A systematic approach to classiﬁcation and diagnosis
is therefore essential both for clinical management and
research. Headache disorders were poorly classiﬁed and
deﬁned until 1988. At that time, the International Headache Society (IHS) published its International Classiﬁcation of Headache Disorders (ICHD-1), in which
headaches were classiﬁed into 13 major groups. This
headache classiﬁcation with operational diagnostic criteria was an important milestone for clinical diagnosis
and is accepted worldwide. Its second edition (ICHD2) has ﬁne-tuned the classiﬁcation of diﬀerent speciﬁc
headaches and expanded the number of groups to 14
(Table 1). For each disorder, explicit diagnostic criteria
are provided. These diagnostic criteria are very useful for the clinician because they contain exactly what
needs to be obtained from the patient while taking the
history. Nevertheless, it is surprising and disappointing
that headache patients remain poorly diagnosed and
treated in most countries.
There are four groups of primary headache
disorder: (1) migraine, (2) tension-type headache, (3)
trigeminal autonomic cephalalgias, and (4) other primary headache. The criteria for the primary headaches
are clinical and descriptive and, with a few exceptions

(i.e., familial hemiplegic migraine) are based on headache features and the exclusion of other disorders, not
etiology. In contrast, secondary headache are classiﬁed
based on etiology and are attributed to another disorder.
Because primary headaches are the most common, this
discussion focuses on the diagnosis and management
of those syndromes. The epidemiology and experiences
of patients with headache disorders in the developing
world are uncertain, because the majority of research
on headache disorders comes from a limited number of
high-income countries. Where sought, regional variation in the incidence, prevalence, and economic burden
of headache disorders has been found. Social, ﬁnancial,
and cultural factors can all inﬂuence the experience
of the individual headache suﬀerer, and patients in resource-poor settings could presumably experience an
even greater impact of these inﬂuences.

What are important issues for
non-headache specialists?
Caring for a patient complaining of headaches requires
above all a thorough history taking and physical examination that includes a neurological examination. First,
one needs to distinguish primary from secondary headaches. To evaluate the likelihood of a secondary, symptomatic headache, the most crucial feature, besides
clinical examination, is the duration of the headache
history. Patients with a short history require prompt at-
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Table 1
Tension-type headache (episodic form):
general diagnostic criteria (ICHD-2)

General Diagnostic Criteria
A. Headache lasting from 30 minutes to 7 days
B. At least 2 of the following pain characteristics:
Bilateral location
Pressing/tightening (non-pulsating) quality
Mild or moderate intensity
Not aggravated by routine physical activity such as walking or
climbing stairs
C. Both of the following:
1. No nausea or vomiting (anorexia may occur)
2. No more than one of photophobia or phonophobia
D. Not attributed to another disorder

tention and may need quick complimentary investigations, while those with a longer headache history generally require time and patience rather than speed and
imaging. Patients with a headache history of more than
2 years deﬁnitely have a primary headache disorder. Red
ﬂags (see Table 2) that should alert to the possibility of a
secondary headache include pain of sudden onset, fever,
marked change in pain character or timing, neck stiﬀness, pain associated with neurological disturbances,
such as cognitive dysfunction or weakness, and pain
associated with local tenderness, for example of the superﬁcial temporal artery.
Table 2
Migraine with aura diagnostic criteria (ICHD-2)
Diagnostic Criteria for Migraine without Aura
A. At least 5 attacks fulﬁlling criteria B–D
B. Headache attacks lasting 4–72 hours (untreated or unsuccessfully treated)
C. At least 2 of the following pain characteristics:
Unilateral location
Pulsating quality
Moderate or severe intensity
Aggravation by or causing avoidance of routine physical activity
(e.g., walking or climbing stairs)
D. During headache at least one of the following:
1. Nausea and/or vomiting
2. Photophobia and phonophobia
E. Not attributed to another disorder

Patients with recent onset headache or with
neurological signs require at the least brain imaging
with computed tomography (CT) or magnetic resonance imaging (MRI). To classify primary headaches,
the following questions are crucial:
• Frequency and duration of attacks.
• Headache severity.

• Is the pain on one or both sides?
• Is it aggravated by physical activity?
• The presence of trigger zones and lancinating
quality suggest a neuralgia.
• Is a migraine aura present?
• Very importantly, are there accompanying symptoms such as nausea, hypersensitivity to light and
sound, or autonomic symptoms such as tearing,
stuﬀ y nose, sweating, ptosis, or miosis?
The next question is whether the patient has one
or more diﬀerent kinds of headache. This must be elucidated skillfully. The reason for the consultation must be
made clear. Is it because the usual headache is getting
worse, or is it because of a new kind of headache? We
have to keep in mind that if headache is the ﬁfth most
common complaint seen in United States emergency department, the minority of these patients have a secondary cause for headache, and an even smaller number have
a grave and potentially catastrophic cause for headache,
such as meningitidis or subarachnoid hemorrhage.
In clinical practice, it is known that patients
may not easily identify and recall certain features of
their headaches, such as the presence and type of aura
symptoms, speciﬁc associated symptoms, and the coexistence of several types of headache. Therefore, the use
of monitoring instruments becomes crucial in the diagnosis of these disorders. Using headache diaries and
calendars, the characteristics of every attack can be recorded prospectively, increasing the accuracy of the description and making it possible to distinguish between
coexisting headache types.
Moreover, headache diaries provide the physician with information concerning other important
features, such as the frequency and temporal pattern
of attacks, drug intake, and the presence of trigger factors. Use of acute drugs can be checked for optimal dosing. Frequent use (10 days or more per month) of acute
medication is an alert for medication overuse headache.
The diary could even be sent to headache patients before
their ﬁrst consultation at the headache center as it can
improve the clinical diagnosis from the ﬁrst interview.

What is essential to know
about migraine?
Migraine is the commonest cause of severe episodic recurrent headache. Migraine aﬀects approximately 12%
of Western populations, and prevalence is higher in females (18%) than males (6%). Migraine is a recurrent
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headache manifesting in attacks lasting between 4 and
72 hours. Typical features of this headache are unilateral
location, pulsating quality, moderate or severe intensity,
aggravation by routine physical activity, and association
with nausea and/or photophobia and phonophobia (see
Table 3 for diagnostic criteria of migraine without aura
from the ICHD-2).
The headache may be preceded in 15–20% of patients by an aura, so-called migraine with aura. The aura
may last between 5 and 60 minutes. The most common
type is visual aura, causing scotomas, teichopsia, fortiﬁcation spectra, and photopsias. It can also comprise
other neurological symptoms such as focal paresthesias, speech disturbances and, in hemiplegic migraine, a
unilateral motor deﬁcit. The heterogeneity of the clinical phenotype of migraine is underestimated. Despite a
common diagnostic denominator, some clinical features
such as type of aura symptoms, pain intensity, presence
of prodromes, coexistence of migraine with and without
aura, or associated symptoms such as vertigo, may characterize subgroups of patients bearing diﬀerent underlying pathophysiological and genetic mechanisms.
In migraine, premonitory symptoms and trigger factors are manyfold, and they may vary between
patients and during the disease course. The most
frequently reported premonitory symptoms are fatigue, phonophobia, and yawning. Concerning trigger factors, the most common ones are stress, the
perimenstrual period, and alcohol. Overuse of acute
antimigraine drugs, in particular of combination analgesics and ergotamine, is another underestimated factor leading to chroniﬁcation.
If the migraine is a benign condition, the severity and frequency of attacks can result in signiﬁcant

disability and reduced quality of life, even between attacks. Although migraine is one of the most common
reasons for patients to consult their doctor, and despite
its enormous impact, it is still under-recognized and
undertreated. This lack of recognition has various reasons. On the one hand, there are no biological markers
to conﬁrm the diagnosis, and many doctors lack knowledge, time, interest, or all three, to manage migraineurs.
On the other hand, there is no cure for migraine, and,
although eﬀective therapies do exist, they have only partial eﬃciency or are not accessible to all. Finally, perception of migraine may vary between cultures, some of
which tend to negate or trivialize its existence. As a result, a proportion of aﬀected individuals do not seek (or
have given up on) medical help.
Migraine is a neurovascular disorder (i.e., both
neuronal and vascular factors are involved) in which genetic susceptibility renders the brain hyperresponsive to
stimuli and probably metabolically vulnerable, setting a
“migraine threshold” on which trigger factors may act
to precipitate an attack. The consensus is now that the
migraine aura is caused by the neuron-glial phenomenon of so-called “cortical spreading depression,” where
a brief front of neuronal depolarization (“scintillations”)
is followed by a wave of arrest of neuronal activity due
to hyperpolarization; both spread over the cortex with a
velocity of 3–5 mm/minute.
The migraine headache probably results from
activation of the trigeminovascular system, the major
pain-signaling system of the visceral brain composed of
nociceptive aﬀerents belonging to the visceral portion of
the ophthalmic nerve (V1) and surrounding meningeal
blood vessels. The precise pathogenic relationship between aura and migraine headache is not fully clariﬁed.

Table 3
Typical symptoms of migraine and tension-type headache
Migraine
Sex ratio (F:M)

Tension-Type Headache

2 to 3:1

5:4

Type

Pulsating

Pressing/tightening (non-pulsating) quality

Severity

Moderate to severe Mild or moderate intensity

Site

Unilateral

Pain

Bilateral

Aggravated by routine physical activity Yes

No

Duration of attack

4 to 72 h

30 minutes to 7 days

Autonomic features

No

No

Nausea and/or vomiting

Yes

No

Photophobia and/or phonophobia

Yes, both

No more than one of photophobia or phonophobia
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What are the options for acute
migraine treatment?
During the last decade, the advent of highly eﬀective
5-HT1B/1D agonists, the triptans, has been a major breakthrough in treatment. Triptans are able to act as vasoconstrictors via vascular 5-HT1B receptors and to inhibit
neurotransmitter release at the peripheral as well as at
central terminal of trigeminal nociceptors via 5-HT1D/B
receptors. The site of action relevant for their eﬃcacy in migraine is still a matter of controversy; possibly
their high eﬃcacy rate is due to their capacity of acting
at all three sites, contrary to other antimigraine drugs.
Sumatriptan, the ﬁrst triptan, was followed by severalsecond generation triptans (zolmi-, nara-, riza-, ele-,
almo-, and frovatriptan), which were thought to correct
some of the shortcomings of sumatriptan. A large meta-analysis of a number of randomized controlled trials
performed with triptans conﬁrms that the subcutaneous auto-injectable form of sumatriptan (6 mg) has the
best eﬃcacy, whatever outcome measure is considered.
Diﬀerences between oral triptans do exist for some outcome measures, but in practice each patient has to ﬁnd
the triptan that gives the best satisfaction.
At present, the major reason for not considering
triptans as ﬁrst-choice treatments for migraine attacks
is their high cost, and in some patients their cardiovascular side eﬀects. However, stratifying care by prescribing a triptan to the most disabled patients has been

proven cost-eﬀective. In severely disabled migraineurs,
the eﬃcacy rate of injectable sumatriptan for a pain-free
outcome at 2 hours is twice that of ergot derivatives or
NSAIDs taken at high oral doses and of i.v. acetylsalicylic acid lysinate. The therapeutic gain tends to be clearly
lower for simple analgesics or NSAIDs, such as acetaminophen (1000 mg p.o.), eﬀervescent aspirin (1000
mg), or ibuprofen (600 mg), than for oral triptans, when
severe attacks are considered.
For mild and moderate attacks, however, it has
proven diﬃcult to show superiority of oral triptans in
randomized controlled trials. Combining analgesics
or NSAIDs with an antiemetic and/or with caﬀeine or
administering them as suppositories clearly increases their eﬃcacy, often up to that of oral triptans. Recently, combining a triptan plus an NSAID as a single
tablet for acute treatment of migraine resulted in more
favorable clinical beneﬁts compared with either therapy used alone, with an acceptable and well-tolerated
adverse-eﬀect proﬁle.
As expected, the triptans have not solved patients’ problems. There is room for more eﬃcient and
safer oral acute migraine treatments. As triptans are contraindicated in patients with cardiovascular disorders,
non-vasoconstricting agents are the holy grail in acute
therapy research. Serotonin 5-HT1F-receptor agonists
and a novel calcitonin gene-related peptide (CGRP) antagonist are currently being investigated, with promising results. Treatment algorithms should be inspired by

Table 4
Red ﬂags in the diagnosis of headache
Red Flags

To Consider

Possible Investigation(s)

Sudden-onset headache

Subarachnoid hemorrhage, brain bleeding,
mass lesion (especially posterior fossa)

Neuroimaging, lumbar puncture (after neuroimaging)

Worsening-pattern headache

Mass lesion, subdural hematoma, medication overuse

Neuroimaging

Headache with systemic illness (fever,
neck stiﬀness, cutaneous rash)

Meningitidis, encephalitis, Lyme disease,
Neuroimaging, lumbar puncture, biopsy, blood
systemic infection, collagen vascular disease, tests
arteritis

Focal neurologic signs, or symptoms
Mass lesion, arteriovenous malformation,
other than typical visual or sensory aura collagen vascular disease

Neuroimaging, collagen vascular evaluation

Papilledema

Mass lesion, pseudotumor, encephalitis,
meningitidis

Neuroimaging, lumbar puncture (after neuroimaging)

Headache triggered by cough, exertion
or Valsalva

Subarachnoid hemorrhage, mass lesion

Neuroimaging, consider lumbar puncture

Headache during pregnancy or postpartum

Cortical vein/cranial sinus thrombosis,
carotid dissection, pituitary apoplexy

Neuroimaging

New headache type in a patient with
cancer, Lyme disease or HIV

Metastasis, meningoencephalitis, opportunistic infection

For all neuroimaging and lumbar puncture

Source: Bigal ME, Lipton RB. Headache Pain 2007;8:263–72.
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personal experience, by the local pharmacoeconomic
situation, as well as by the available literature.

What prophylactic therapy
is available in migraine?
Prophylactic antimigraine treatment must be individually tailored to each patient, taking into account the
migraine subtype, the ensuing disability, the patient’s
history and demands, and the associated disorders. A
prophylactic treatment is also useful to prevent the
transformation of episodic migraine into chronic daily headache with analgesic overuse (medication overuse headache).
A major drawback of most classical prophylactics (beta-blockers devoid of intrinsic sympathomimetic
activity, valproic acid, Ca2+ antagonists, antiserotoninergics, and tricyclics), which have all on average a 50%
eﬃcacy score, is the occurrence of side eﬀects. If the
initial trial is successful in reducing frequency of attacks
without causing signiﬁcant chronic side eﬀects, then
the preventive therapy may be continued for 6 months.
After 6 months, the dose is gradually decreased before
stopping the treatment. If the treatment is not successful, dosing of the medication should be increased up to
the maximum allowed, or a new preventive treatment
should be initiated.
In recent years, some new prophylactics with
less side eﬀects have been studied. Well-tolerated, but
poorly eﬀective in comparison to the classical prophylactics, are high-dose magnesium or cyclandelate. A novel
preventive treatment for migraine is high-dose (400
mg/d) riboﬂavin, which has an excellent eﬃcacy/sideeﬀect ratio and probably acts by improving the mitochondrial phosphorylation potential. Coenzyme Q10 (100
t.i.d.), another actor in the mitochondrial respiratory
chain, is also eﬀective in migraine prophylaxis. Lisinopril
(10 mg b.i.d.), an inhibitor of angiotensin-converting enzyme, and even more so, candesartan (16 mg b.i.d.), an
angiotensin II inhibitor, well-known for the treatment of
hypertension, were found useful in migraine.
Recent preliminary but encouraging results
with novel antiepileptic compounds such as gabapentin
need to be conﬁrmed in large randomized controlled
trials, whereas topiramate was found eﬀective in several
placebo-controlled trials. Lamotrigine is up to now the
only preventive drug that has been shown eﬀective for
migraine auras, but not for migraine without aura. Nonpharmacological and herbal treatments are increasingly

217
subject to controlled studies, and some, like butterbur
(Petasites), were found clearly more eﬀective than placebo. Several nondrug therapies (such as biofeedback
and psychologically based interventions) have proven
eﬃcacy in migraine prophylaxis.

How is the pharmacological
prophylaxis therapy in
migraine selected?
Interestingly, the recommendations for prophylactic treatment of migraine diﬀer around the world.
Beta-blockers and valproate are usually among the
ﬁrst choices. The choice of drug should nevertheless be individualized according to the drug’s side-effect proﬁle. For example, older patients might beneﬁt
from the antihypertensive properties of beta-blockers,
while younger ones may suﬀer considerably from betablocker-induced sedation.
Apart from the drugs in the list, there are other
pharmacological options with weaker evidence, including
magnesium (24 mmol daily, especially for migraine associated with the menstrual period), Petasites (butterbur),
Tanacetum parthenium (feverfew), candesartan (16 mg
daily), coenzyme Q10 (100 mg t.i.d.) and riboﬂavin (400
mg daily).
Table 5
Selection criteria for prophylactic pharmacological treatment in
migraine
Drug and Dose

Selected Adverse Eﬀects

Valproic acid, 500–1000
mg nightly (sustained
release)

Liver toxicity, sedation, nausea,
weight gain, tremor, teratogenicity, possible drug toxicity, hair loss,
drowsiness

Beta-blockers
Propranolol, 40–240 mg
Bisoprolol, 2.5–10 mg
Metoprolol, 50–200 mg

Reduced energy, tiredness, postural
symptoms, contraindicated in asthma

Flunarizine, 5–10 mg daily Drowsiness, weight gain, depression,
parkinsonism
Topiramate, 25–100 mg
twice daily

Paresthesias, fatigue, nausea, cognitive dysfunction

Amitriptyline, 25–75 mg
nightly

Weight gain, dry mouth, sedation,
drowsiness

Methysergide, 1–4 mg daily Drowsiness, leg cramps, hair loss, retroperitoneal ﬁbrosis (1-month drug
“holiday” required every 6 months)
Gabapentin, 900–3600 mg
daily

Dizziness, sedation

Lisinopril, 10–20 mg daily

Cough
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What is essential to know about
tension-type headache?
Tension-type headache (TTH) is an ill-deﬁned and
heterogeneous syndrome, of which diagnosis is mainly
based on the absence of features found in other headache types such as migraine (see Tables 4 and 5 for diagnostic criteria). It is thus above all a “featureless” headache, characterized by nothing but pain in the head.
The diagnostic problem most often encountered is to
discriminate between TTH and mild migraines. TTH
is the most common form of headache, but it receives
much less attention from health authorities, clinical researchers, or industrial pharmacologists than migraine.
That is because most persons with infrequent or frequent TTH never consult a doctor; treat themselves, if
necessary, with over-the-counter analgesics. However, chronic TTH, which causes headache ≥15 days per
month represents a major health problem with an enormous socioeconomic impact. In a population-based
study, the lifetime prevalence of tension-type headache
was 79%, with 3% suﬀering from chronic TTH, i.e.,
headache ≥15 days per month.
It still is a matter of debate whether the pain in
TTH originates from myofascial tissues or from central
mechanisms in the brain. Research progress is hampered by the diﬃculty in obtaining homogeneous populations of patients because of the lack of speciﬁcity
of clinical features and diagnostic criteria. The present
consensus, nonetheless, is that peripheral pain mechanisms are most likely to play a role in infrequent episodic TTH and frequent episodic TTH, whereas central
dysnociception becomes predominant in chronic TTH.
Simple analgesics (i.e., ibuprofen 600 to 1200
mg/d) are the mainstay of treatment of episodic TTH.
Combination analgesics, triptans, muscle relaxants,
and opioids should not be used, and it is crucial to even
avoid frequent and excessive use of simple analgesics to
prevent the development of medication overuse headache. Prophylactic pharmacotherapy should be considered in patients with headaches for more than 15 days
per month (chronic TTH). A prophylactic treatment is
useful to prevent the transformation of episodic TTH
into medication overuse headache. The tricyclic antidepressant amitriptyline is the drug of ﬁrst choice for the
prophylactic treatment of chronic TTH, but nonpharmacological management strategies (relaxation, biofeedback, physical therapy) are equally eﬀective. The
initial dosage of tricyclics should be low: 10–25 mg
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of amitriptyline at bedtime. Many patients will be satisﬁed by such a low dose. The average dose of amitriptyline in chronic TTH, however, is 75–100 mg per day. If
a patient is insuﬃciently improved on this dose, a trial of
higher doses of amitriptyline is warranted. If the headache has improved by at least 80% after 4 months, it is
reasonable to attempt discontinuation of the medication.
Decreasing the daily dose by 20–25% over 2–3 days may
avoid rebound headache. The best results are obtained
by combining tricyclics with relaxation therapy.

What is essential to know about
cluster headache and other
trigeminal autonomic cephalalgias?
Trigeminal autonomic cephalalgias (TACs) are a group
of rare primary headache syndromes that include cluster headache, paroxysmal hemicrania, SUNCT (shortlasting unilateral neuralgiform headache attacks with
conjunctival injection and tearing), and SUNA (shortlasting unilateral neuralgiform headache attacks with
cranial autonomic symptoms). Although rare, they are
important to recognize because of their excellent but
highly selective response to treatment. They share the
same features in their phenotype of headache attacks,
which is a severe unilateral orbital, periorbital, or temporal pain, with associated ipsilateral cranial autonomic
symptoms, such as conjunctival injection, lacrimation,
nasal blockage, rhinorrhea, eyelid edema, and ptosis.
The distinction between the syndromes is made on duration and frequency of attacks.
As cluster headache (CH) is the commonest of
the TACs, we will describe only this kind of headache in
the present chapter. CH has a prevalence of about 0.3%,
and male-female ratio of 3.5–7:1. The attacks of CH
are stereotypical, being severe or excruciating, lasting
15–180 minutes, occurring once every other day up to
eight times per day, and associated with ipsilateral autonomic symptoms. In most patients, CH has a striking
circannual and circadian periodicity. Diagnosis is based
on IHS criteria for the phenotype of attacks, but an MRI
of the brain with contrast should be performed in order
to rule out a secondary/symptomatic CH.
Cluster headache patients should be advised to
abstain from taking alcohol during the cluster period.
Because the pain of CH builds up so rapidly, abortive
agents have to act quickly to be useful. By far the most
eﬃcient one is a subcutaneous injection of sumatriptan
6 mg. Inhalation of 100% oxygen, at 10 to 12 L/minute
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via a nonrebreathing facial mask for 15 to 20 minutes,
can be eﬀective in up to 60–70% of attacks, but pain
frequently recurs. The aim of the preventive therapy
is to produce a rapid remission of the disorder and to
maintain that remission with minimal side eﬀects until the cluster bout is over according to its natural history, or for a longer period in patients with chronic CH.
Steroids are very eﬀective in interrupting a bout. Suboccipital injections of long-acting steroids should be
preferred to oral treatment, to lessen the risk of “cortico-dependence.” Verapamil is the next preventive drug
of choice, but lithium, topiramate, methysergide, or corticosteroids can also be used. Functional imaging data
suggest the hypothalamus to be the origin for CH.

• Although headache is one of the most common
reasons for patients to consult their doctor, and
despite its enormous impact, it is still under-recognized and undertreated.
• Inaccurate diagnosis is probably the most common reason for treatment failure. A systematic
approach to classiﬁcation and diagnosis is therefore essential both for clinical management and
research.
• Improvements in treatment have been less dramatic than remarkable revelations from basic and
clinical research on headaches.
• Finally, while the eﬀective newer treatments are
quite expensive, e.g., newer antiepileptics and
triptans, older drugs are still available everywhere
with a good beneﬁt-cost ratio: NSAIDs (for acute
treatment) and beta-blockers and/or riboﬂavin
(for prophylactic treatment) in migraine, and oxygen (for acute treatment) and verapamil (for prophylactic treatment) in cluster headache.

Can headache medication
cause headache?
Overuse of acute medication is the most frequent factor
associated with the transformation of episodic migraine
into chronic daily headache. The latter is called “medication overuse headache” (MOH) in the 2nd edition of the
International Classiﬁcation of Headache Disorders (ICHDII, 2004). It is classiﬁed as a secondary headache disorder,
which may evolve from any type of primary headache, but
mainly from episodic migraine, and in a lower proportion
in tension-type headache. MOH is a disabling health problem, which may aﬀect 1–2% of the general population.
The most eﬃcient treatment for MOH is abrupt
drug withdrawal and immediate prescription of a preventive drug (an antimigraine agent if the primary headache is a migraine, or tricyclics in case of TTH), but
there are no studies comparing diﬀerent strategies. There
are thus no clear, worldwide accepted guidelines regarding modality of withdrawal or treatment of withdrawal
symptoms. Oral prednisone, acamprosate, tizanidine,
clomipramine, and intravenous dihydroergotamine were
found useful for withdrawal headaches, but results are
conﬂicting, for example, prednisone shows both positive and negative results. It seems clear that after the ﬁrst
2-week physical withdrawal period, comprehensive longterm management of the biopsychosocial problem of
these patients is necessary to minimize relapse.

Pearls of wisdom
• Recurrent headache disorders impose a substantial burden on individual headache suﬀerers, on
their families, and on society.
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Websites
International Headache Society (IHS): http://www.i-h-s.org/
Following the listing by the World Health Organization of the world’s 100
poorest countries (British Medical Journal 2002;324:380), IHS oﬀers Associate Membership free to individuals living in those countries who qualify for
Ordinary Membership. Associate Membership carries the responsibilities to
the Society of Ordinary Membership (other than payment of the membership fee), but oﬀers limited beneﬁts. These include on-line access to the
Society’s journal Cephalalgia.
American Headache Society (AHS): www.americanheadachesociety.org/
World Headache Alliance (WHA): http://www.w-h-a.org/

