
Cluster headaches
have a striking
pattern of intense
and brief attacks
that recur at the
same time of the
day or night

1036 VOL 54, NO 12 / DECEMBER 2005  THE JOURNAL OF FAMILY PRACTICE

APPLIED EVIDENCE

FAST TRACK

nerve. Almost all patients (92%) have
retro-orbital pain, and most (70%) also
have pain in the temporal region. Pain is
present in the upper teeth, jaw, forehead,
or cheek half of the time. Less common
sites of pain are the ears, lower jaw, neck
and shoulder.1

Look for associated findings. Pain is
accompanied by signs and symptoms 
of ipsilateral autonomic dysfunction.
Lacrimation on the affected side is the most
common associated feature. Rhinorrhea or
a blocked nasal passage, red eye, and
swelling or pallor of the forehead or cheek
are often found bilaterally but are clinically
dominant on the symptomatic side.

Restlessness occurs during an attack
and the patient often prefers to pace about,
in striking contrast to the migraine suffer-
er, who avoids activity so as not to exacer-
bate the pain. Half of cluster headache 
sufferers experience nausea, photophobia,
or phonophobia during attacks. A smaller
number (14%) report an aura similar to
that of a migraine. Ninety percent of 

cluster headache patients who drink alco-
hol say it triggers headache while they are
in the midst of a cluster cycle.1

Delay in diagnosis common. The 2004
revision of the International Classification
of Headache Disorders, reflects our
improved understanding of and ability to
identify these disorders.4 The mean time 
to diagnosis of cluster headache has
decreased from 22 years in the 1960s to
2.6 years in the 1990s, reflecting much 
better recognition of the syndrome.5

Nevertheless most patients consult three
primary care physicians before a diagnosis
is made. The time between the first episode
and diagnosis ranged from 1 week to 48
years (median 3 years) in one recent study.6

Overlap of migraine and cluster symp-

toms may lead to misdiagnosis. Factors
contributing to diagnostic delay include
photophobia or phonophobia, nausea, an
episodic attack pattern and a younger age
at onset (P<.01). Correct diagnosis is fur-
ther complicated in that 26% of cluster
headache suffers also report a history of
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Source of cluster headaches

The hypothalamus is believed to be the
source of cluster headaches. Its posterior
cells regulate autonomic function and the
anterior nuclei serve as the major circadian
pacemaker. The elevation of plasma trace
amine levels, including tyramine,
octopamine, and synephrine in both
migraine and cluster headache supports
the hypothesis that disorders of biogenic
amine metabolism may be a characteristic
biochemical trait in primary headache 
sufferers.2 The trigeminal innervation of 
the dura and its vessels has a prominent 
role in the mechanism of cluster headache.
Positron emission tomography, single 
photon emission computerized tomography,
and functional MRI have augmented the
growing clinical evidence that these
headaches originate from the brain, 
rather than from a purely vascular cause.3
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