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Migraine triggers can be useful to
identify in the assessment of migraine
but a diagnosis should not be based
on the presence or absence of these. 
A list of typical triggers is shown in
table 2, above.  

Migraine is commonly episodic, with
headaches occurring on fewer than 
15 days per month. Chronic migraine is
diagnosed when patients have a
headache on 15 or more days per
month for more than three months
with the features of migraine present
for at least eight days per month.3

These criteria recognise that many
migraineurs, besides suffering from
the typical migraine episodes,
frequently suffer from headaches that
fulfil criteria for tension-type

headache, which respond to migraine
treatments thus reflecting an
underlying migrainous biology.

The phenotype of the headache
may change with time, especially with
co-existent overuse of migraine
abortive agents. With an increasing
intake of painkillers, patients often
complain of an escalation of migraine
attacks or a transformation to a
chronic daily background pain with
exacerbations. 

Medication overuse headache is
diagnosed when headache occurs on
15 or more days per month as a
consequence of regular overuse of
acute or abortive headache
medication (triptans, ergots, opioids
and combination analgesics) on ten or
more days per month, or simple
analgesics and NSAIDs on 15 or more
days per month for more than three
months. It usually, but not invariably,
resolves after the overuse is stopped.
Acute painkiller use, both prescription
and over-the-counter medications,
should be enquired about in all cases
and medication overuse headache
should be suspected and managed if
patients are taking any acute painkiller
excessively.

EPIDEMIOLOGY
Migraine is common worldwide and is
more frequent in women. The one-year
prevalence figures for migraine are
around 12% (6% males, 15% females)
with a lifetime prevalence of 15-18%.6

Chronic migraine affects around 2% of
the general population and accounts
for 8% of all migraine cases.7

A number of disorders show
increased comorbidity with migraine
including epilepsy, major affective and
anxiety disorders, and ischaemic
stroke (in young female migraineurs).8

PATHOPHYSIOLOGY
The pain of primary headache
syndromes, such as migraine, is now
relatively well understood. The pain-
producing innervation of the cranium
projects through branches of the
trigeminal and upper cervical nerves to
the trigeminocervical complex from
whence nociceptive pathways project
to higher centres. Functional
neuroimaging studies point to the
specific involvement of the brain stem
regions, in particular the dorsal 
mid brain and dorsolateral pons.9, 10

Migraine is a neurovascular process,
in which neural events result in
activation of blood vessels, which in
turn results in pain and further nerve
activation. Migraine is not caused by a

primary vascular event. 
Migraine is often known to run in

families and multiple genetic factors
are believed to be involved. However,
migraine is a multifactorial disorder:
genetic factors seem to set the
individual threshold, which is then
modulated by endogenous and
exogenous factors (triggers). 

DIAGNOSIS
There is no diagnostic test for migraine
and therefore a good clinical history is
vital. Headache diaries are often useful
in clarifying the clinical picture.  

In patients with a typical history of
migraine and a normal neurological
examination, ancillary investigations
are not warranted.4

A series of 1,876 patients undergoing
MRI or CT scans in a headache clinic,
were found to have an incidental
abnormality in 0.75% of cases. Only 1%
of these findings were considered
significant and in 99% of these
patients, the neurological examination
was abnormal.11

The same series found significant
abnormalities in only 0.4% of scans
carried out for a clear diagnosis of
migraine. Hence, significant abnormalities
are uncommon in those with migraine
with no red flag features (described
below) and a normal examination. 

Studies have shown that neuroimaging
does not provide long-term
reassurance and can lead to the
discovery of incidental abnormalities
which often need no treatment but
lead to increased levels of anxiety.12

A wide range of cerebral disorders
including infectious, vascular and
neoplastic intracranial lesions can
cause migraine-like symptoms. 
These patients can be identified by red
flag features, see table 3, p21. The
current NICE guidelines recommend
that only patients with headaches that

Table 2

Typical triggers for migraine
• Hunger/missing a meal 
• Dehydration
• Sleep disruption – too much or too little sleep
• Hormonal changes in women – certain stages of the
menstrual cycle, certain contraceptive pills, pregnancy and
the menopause
• Periods of high stress
• Relaxation after stress
• Overexertion – physical and mental
• Environmental changes – bright lights, hot or humid
weather, loud noises
• Alcohol – severe headache develops the next day
• Caffeine – excessive consumption of caffeinated drinks,
which can be as little as two drinks daily, can lead to
escalation of migraine attacks
• Dietary factors – cheese, citrus fruits. Often food cravings
(part of a migraine attack) are confused with food triggers so
diets of exclusion often unnecessary

‘Triggers can 
be useful to
identify in the
assessment 
of migraine but
diagnosis should
not be based on
their presence 
or absence ’

Table 1

Modified diagnostic criteria for migraine3

Episodic attacks of headache lasting 4-72 hours with the
following features:
Two of:
• Unilateral
• Throbbing
• Aggravated by movement
• Moderate/severe intensity

One of:
• Nausea and/or vomiting
• Photophobia and
phonophobia

‘Relying on the
presence of aura
to diagnose
migraine will
miss most cases’


