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medications. Acute or short-term insomnia is caused by identifiable factors and can become a chronic, persistent problem.
Chronic insomnia results from predisposing (genetic), precipitating (environmental), and perpetuating (behaviors) factors.
With the exception of rare conditions such as the prion disease,
fatal familial insomnia, insomnia alone is almost never the
symptom of a neurologic disease.

Clinical Manifestations
Insomnia may manifest as the inability to fall asleep (i.e., onset
insomnia) or to stay asleep (i.e., maintenance insomnia). In addition to nighttime symptoms, the diagnosis demands daytime
symptoms considered to be the consequence of insomnia (e.g.,
fatigue, EDS, poor concentration, altered mood, headache).
Adjustment insomnia is an acute reaction to some type of
stress. When the trigger combines with a propensity for poor or
fragile sleep, the condition can become chronic (>1 month) and
lead to maladaptive behaviors and a conditioned arousal associated with sleep. This is known as psychophysiologic insomnia, and
it is by far the most common insomnia syndrome. A vicious cycle
is created by poor sleep habits that worsen the insomnia. Because
of its chronicity, it is typically associated with poor sleep habits,
multiple treatment trials, and anxiety about sleep. If there was no
trigger at onset, there may be a lifelong history of poor sleep (i.e.,
idiopathic insomnia) with the same end result of psychophysiologic insomnia.
Paradoxical insomnia and sleep-state misperception are terms
applied to patients who claim to not sleep. However, when
studied objectively, they have normal sleep amounts and
architecture.

Diagnosis and Differential Diagnosis
The diagnosis is based on the history, which should include a
sleep diary. Identifiable medical, psychiatric, or drug-related
disease and other sleep disorders (e.g., OSA) require exclusion.
Sleep studies (PSG and MSLT) are occasionally helpful.

Treatment and Prognosis
Nondrug treatments include common sense sleep hygiene recommendations (e.g., avoiding caffeine, exercising late in the day)
(Table 106-4) and behavior modifications to avoid the conditioned arousal responses associated with sleep (e.g., using the

TABLE 106-4 SLEEP HYGIENE
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Maintain a regular schedule each day.
Wake at the same time each morning.
Exposure to natural light entrains the circadian rhythm.
Exercise in the morning or early afternoon; avoid vigorous exercise in
the evening.
Avoid napping during the day, especially after 3 pm.
Avoid stimulants such as caffeine and nicotine and avoid alcohol close
to bedtime.
Avoid large meals close to bedtime.
Maintain regular and relaxing routines at bedtime.
Maintain a comfortable sleep environment.
Reserve the bed for sleep; avoid other activities (e.g., TV, radio,
reading).
Sleep only when sleepy.
Try to resolve worries (or list for future thought) before sleeping.
Get out of bed if not sleeping in 20 minutes.

bedroom only for sleep and sex). Other strategies include cognitive behavior therapy specifically for insomnia (CBT-I), relaxation techniques, biofeedback, and behavioral changes such as
sleep restriction therapy and stimulus control therapy.
The principles of the pharmacologic treatment of insomnia
include using the lowest effective dose, intermittent (not daily)
use, using the appropriate (i.e., short or intermediate half-life)
drug based on the type of insomnia (i.e., onset or maintenance),
and limiting the duration of treatment. Treatment should be
tapered to avoid rebound. Medications should be used only in
combination with nondrug (i.e., behavioral) treatments. Behavioral treatment has been effective.
Over-the-counter sleep aids (usually antihistamines) are typically safe, but use is limited by anticholinergic and hangover
effects. Melatonin may promote sleep and be used for circadian
rhythm disorders, including jet lag. The selective melatonin
agonist ramelteon is helpful for sleep-onset insomnia. Other
treatments are listed in Table 106-1.
Prognosis is usually good with the combination of drug and
nondrug treatments. Behavior modification may be limited by
the willingness of patients to participate.

PARASOMNIAS
Parasomnias are undesirable phenomena that occur in sleep or
during transition to or from sleep. They usually consist of complex
and seemingly purposeful behaviors, sometimes dramatic, of
which the patient is not aware. They are often classified by the
sleep stage in which they arise.

Slow-Wave Sleep Parasomnias
Definition and Epidemiology
Slow-wave sleep parasomnias include disorders of arousals,
including sleep talking, night terrors (i.e., pavor nocturnus), sleep
walking (i.e., somnambulism), nocturnal wandering, and confusional arousals (i.e., sleep drunkenness), with considerable
overlap among these entities.
Pathophysiology and Clinical Manifestations
Characterized by partial arousals and intermediate states between
wakefulness and sleep, slow-wave sleep parasomnias tend to
begin in childhood. A family history of similar symptoms is
common.
Episodes are often triggered by precipitants such as fever,
intercurrent illness, sleep deprivation, or alcohol. They tend to
occur in the first third of the night, when delta sleep predominates. They are characterized by typical slow-wave sleep arousals.
Patients appear confused, may have slurred speech, and take
several minutes to regain orientation. Slow-wave sleep has a
higher threshold for arousal.
Sleep talking usually consists of fragments of barely intelligible
sentences. Sleep walking and nocturnal wandering typically
include ambulation. Night terrors (i.e., sleep terrors or pavor nocturnus) are dramatic, with an abrupt arousal, a scream, and autonomic hyperactivity (e.g., mydriasis, diaphoresis, flushing,
piloerection, tachycardia). The child appears terrified and is
inconsolable. Episodes last a few minutes and are not recalled the
next morning.

