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TABLE 447-7 Clinical Features of the Trigeminal Autonomic Cephalalgias
Cluster Headache
M>F

Paroxysmal Hemicrania
F=M

SUNCT/SUNA
F~M

Stabbing, boring
Excruciating
Orbit, temple
1/alternate day–8/d

Throbbing, boring, stabbing
Excruciating
Orbit, temple
1–20/d (>5/d for more than
half the time)
2–30 min
Yes

Burning, stabbing, sharp
Severe to excruciating
Periorbital
3–200/d

Duration of attack
Autonomic features

15–180 min
Yes

Migrainous featuresb
Alcohol trigger
Cutaneous triggers
Indomethacin effect
Abortive treatment

Yes
Yes
No
—
Sumatriptan injection or nasal spray
Oxygen
Verapamil
Methysergide
Lithium

Prophylactic treatment

Yes
No
No
Yesc
No effective treatment
Indomethacin

5–240 s
Yes (prominent conjunctival injection
and lacrimation)a
Yes
No
Yes
—
Lidocaine (IV)
Lamotrigine
Topiramate
Gabapentin

If conjunctival injection and tearing are not present, consider SUNA. bNausea, photophobia, or phonophobia; photophobia and phonophobia are typically u
 nilateral on the side of the
pain. cIndicates complete response to indomethacin.

a

Abbreviations: SUNA, short-lasting unilateral neuralgiform headache attacks with cranial autonomic features; SUNCT, short-lasting unilateral neuralgiform headache attacks with
conjunctival injection and tearing.

relatively short-duration unilateral pain for 8 to 10 weeks a year; this is
usually followed by a pain-free interval that averages a little less than
1 year. Cluster headache is characterized as chronic when there is less
than 1 month of sustained remission without treatment. Patients are
generally perfectly well between episodes. Onset is nocturnal in about
50% of patients, and men are affected three times more often than
women. Patients with cluster headache tend to move about during
attacks, pacing, rocking, or rubbing their head for relief; some may
even become aggressive during attacks. This is in sharp contrast to
patients with migraine, who prefer to remain motionless during attacks.
Cluster headache is associated with ipsilateral symptoms of cranial parasympathetic autonomic activation: conjunctival injection or
lacrimation, rhinorrhea or nasal congestion, or cranial sympathetic
dysfunction such as ptosis. The sympathetic deficit is peripheral and
likely to be due to parasympathetic activation with injury to ascending
sympathetic fibers surrounding a dilated carotid artery as it passes into
the cranial cavity. When present, photophobia and phonophobia are
far more likely to be unilateral and on the same side of the pain, rather
than bilateral, as is seen in migraine. This phenomenon of unilateral
photophobia/phonophobia is characteristic of TACs. Cluster headache
is likely to be a disorder involving central pacemaker neurons in the
posterior hypothalamic region (Fig. 447-3).
TREATMENT	
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Gender
Pain
Type
Severity
Site
Attack frequency

headache, offering a useful option for patients who may not wish to
self-inject daily. Oral sumatriptan is not effective for prevention or
for acute treatment of cluster headache.
PREVENTIVE TREATMENTS (Table 447-8)
The choice of a preventive treatment in cluster headache depends
in part on the length of the bout. Patients with long bouts or those
with chronic cluster headache require medicines that are safe when
taken for long periods. For patients with relatively short bouts, limited courses of oral glucocorticoids or methysergide (not available in
the United States) can be very useful. A 10-day course of prednisone,
beginning at 60 mg daily for 7 days and followed by a rapid taper,
may interrupt the pain bout for many patients. Lithium (400–800
mg/d) appears to be particularly useful for the chronic form of the
disorder.
Many experts favor verapamil as the first-line preventive treatment for patients with chronic cluster headache or prolonged bouts.
While verapamil compares favorably with lithium in practice, some
patients require verapamil doses far in excess of those administered
for cardiac disorders. The initial dose range is 40–80 mg twice daily;
effective doses may be as high as 960 mg/d. Side effects such as constipation and leg swelling can be problematic. Of paramount concern, however, is the cardiovascular safety of verapamil, particularly

Cluster Headache

The most satisfactory treatment is the administration of drugs to
prevent cluster attacks until the bout is over. However, treatment
of acute attacks is required for all cluster headache patients at
some time.
ACUTE ATTACK TREATMENT
Cluster headache attacks peak rapidly, and thus a treatment with
quick onset is required. Many patients with acute cluster headache
respond very well to oxygen inhalation. This should be given as
100% oxygen at 10–12 L/min for 15–20 min. It appears that high
flow and high oxygen content are important. Sumatriptan 6 mg SC
is rapid in onset and will usually shorten an attack to 10–15 min;
there is no evidence of tachyphylaxis. Sumatriptan (20 mg) and
zolmitriptan (5 mg) nasal sprays are both effective in acute cluster
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TABLE 447-8 Preventive Management of Cluster Headache
Short-Term Prevention

Long-Term Prevention

Episodic Cluster Headache
Prednisone 1 mg/kg up to
60 mg qd, tapering over 21 days
Methysergide 3–12 mg/d
Verapamil 160–960 mg/d
Greater occipital nerve injection

Episodic Cluster Headache
and Prolonged Chronic Cluster
Headache
Verapamil 160–960 mg/d
Lithium 400–800 mg/d
Methysergidea 3–12 mg/d
Topiramateb 100–400 mg/d
Gabapentinb 1200–3600 mg/d
Melatoninb 9–12 mg/d

Not available worldwide. bUnproven but of potential benefit.

a
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