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Case and expert opinion by Robert Fayle, MD

CASE: A 31-year-old woman presented with a complaint of exces-
sive daytime sleepiness which began at age 14. A sleep evaluation
had been done previously but she never underwent a polysomnogram.

She described episodes of inappropriate sleep, and reported
that at least once she fell asleep at a traffic stop. Sleep was fragment-
ed, with nightmares and frequent awakening. At other times, she
would fling her arms wildly during sleep. She did not sleepwalk.
Neither friends, family nor her bedmate described snoring. She felt
as though she could easily sleep 12-15 hours per day; however, even
when she slept for long naps or through the night, she awoke unre-
freshed and unrestored. There was no history of cataplexy, sleep
paralysis or hypnogogic hallucinations. She complains of night-
mares and acting out dreams. Short naps were not restorative

Other neurological complaints included migraine and occa-
sional night sweats, but there were no other autonomic complaints.
The migraines have been present for 10 years and are precipitated
by strong smells. The headaches occur weekly and are treated with
OTC aspirin, acetominophen and caffeine.

She has lost 70 pounds on a diet and her weight has been sta-
ble for four years. She has been successfully treated for depression.
Medical history has otherwise been unremarkable.

On physical examination, her BMI was 24 and blood pressure
was 110/66. The neurological exam was normal. There were no
cognitive deficits and no focal neurological deficits.

Expert Opinion
Before the use of polysomnographic studies, idiopathic hyper-
somnia was typically misdiagnosed as narcolepsy. In 1966,
Dement and colleagues proposed that a diagnostic category other
than narcolepsy should be used for patients who have excessive
daytime sleepiness but do not have cataplexy, sleep paralysis, or
sleep onset rapid eye movement episodes.

Polysomnogram (PSG). Sleep was recorded for seven hours
and 40 minutes; the total sleep time was 6h 34min (sleep effi-
ciency was 85.6 percent). The sleep latency was 41.0 minutes,
and the REM sleep latency was 125 minutes. The apnea-hypop-
nea index was 2.55, which is normal. No respiratory asynchrony
was noted and there were no oxygen desaturations. There fre-
quent arousals (12.5 per hour of sleep), but the majority of the

arousals were spontaneous and were not related to sleep-disor-
dered breathing nor parasomnias. 

A multiple sleep latency test (MSLT) was done, beginning the
morning following the PSG. The mean sleep latency was 3.2
minutes and there was only one REM episode in four naps.

The sleep laboratory evaluation demonstrated excessive day-
time sleepiness (EDS) and fragmented sleep, but there was no
evidence of sleep disordered breathing. There were no limb
movements nor parasomnic events to explain the EDS. Since the
MSLT demonstrated only one sleep onset REM (SOREM), the
studies do not meet the criteria for narcolepsy, and she does not
have cataplexy or the other waking REM phenomenon of nar-
colepsy.1,2,4

Differential Diagnosis. Narcolepsy with or without cata-
plexy is unlikely since the MSLT did show more than two
SOREMs and there were no other features of narcolepsy. The
sleep study did not show significant sleep disordered breathing or
asynchronous breathing although esophageal pressure monitor-
ing was not available to more completely rule out upper airway
resistance syndrome. No snoring was recorded nor was oxygen
desaturation seen. She has had symptoms of depression, but is
being treated for depression and is no longer symptomatic. 

Chronic fatigue may also be considered based on some of her
symptoms, but the severe EDS on the MSLT points to the sleep
disorder. Hypersomnia related to other medical conditions, med-
ications or trauma can be ruled out with the appropriate history.
Hypersomnia from voluntary sleep reduction also is ruled out by
the history. Finally, delayed sleep phase syndrome may be consid-
ered, but there is no history of phase delay in this patient.3

With the history and the sleep laboratory findings, the most
likely diagnosis in this young woman is idiopathic central nervous
system hypersomnia. Under the International Classification of
Sleep Disorders, 2nd edition, the new nomenclature is idiopath-
ic hypersomnia with long sleep time.7

Clinical Characteristics. There are both clinical and PSG
findings to distinguish this disorder from narcolepsy, although
many of the clinical and socioeconomic consequences are similar.
Most importantly, she has profound daytime sleepiness, without
cataplexy or the other REM phenomena during the daytime. On
the MSLT, the absence of the SOREMs also distinguish idiopath-
ic hypersomnia from narcolepsy. As in this case, the sleep time in
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the major sleep episode of the day is prolonged to 10 or more
hours. 

Patients with idiopathic hypersomnia do have a need to nap,
but often try to avoid them; they may not be restorative and may
actually be associated with increased drowsiness or sleep drunk-
enness after the naps or upon awakening in the morning. There
may be automatisms due to the drowsiness.6 Due to the EDS,
patients may have difficulty in the work place and in activities of
daily living such as driving.

The age of onset is generally in the late teens or early adult
years, and the condition tends to persist after starting. Migraine,
autonomic dysfunction (e.g., orthostatic hypotension) and
peripheral vascular symptoms (e.g., Raynaud’s-like phenome-
non) are seen more often in idiopathic hypersomnia.3

The neurotransmitter abnormalities seen in narcolepsy are
not present in idiopathic hypersomnia (i.e., hypocretin levels in
the cerebrospinal fluid are normal), and a definite HLA associa-
tion is not seen. There may a familial variant with a possibly
autosomal dominant pattern.

Epidemiological data have been sparse. Using relatively strict
criteria, the incidence of idiopathic hypersomnia is much less
frequent than narcolepsy with an estimated ratio of idiopathic
hypersomnia to narcolepsy of 1:10.8

Treatment. The treatment consists of sleep hygiene and
stimulants. Sleep hygiene strategies include regular sleep sched-
ules, a single daily nap limited to 45 minutes, avoidance of alco-
hol, sleep deprivation and shift work.3 Modafinil has become the
most popular stimulant due to its comparable effectiveness to
the amphetamines with greater safety. The dose of modafinil
may range from 100mg in the morning to 600mg taken in
divided doses, but there has been variable responses to modafinil
or to amphetamines. Ideally, modafinil should be the initial
stimulant started, but if the patient is already on a traditional
amphetamine, modafinil is generally better accepted after a
washout of the amphetamine. There are anecdotal experiences
suggesting that sodium oxybate may also be helpful, but there
are no trial data to confirm this.5 PN

T
hank you for expressing what many physicians feel in
your May 2005 editorial, “Since When is ‘Profit’ a
Four-Letter Word?” I very much appreciated the
beautiful quotations from Adam Smith. I do not
think Congress can intervene into the problems that

you describe because it did, after all, create those problems by
making promises that are impossible to keep.

Neither physicians, nor any other human beings, can be
expected to continue providing services that are of no value, or
are insufficiently compensated. No one can be expected to pay
to work; a vocation is not volunteerism. Therefore, it is only
natural that physicians should undertake offering elective med-
ical services for which they are allowed to charge privately.

As we at the Association of American Physicians and Sur-
geons see it, there is only one answer and that is for physicians
to stop taking the Medicare loot. Opt out and go into private
practice, accepting payment only from patients. A number of
our members are doing just that and are thriving. It is not nec-
essary to avoid Medicare-eligible patients. Many Medicare
patients are able to pay a reasonable fee. For those who cannot,
it is possible for a physician to render charity without extracting
tax money from generations yet unborn. It does seem unjust
that Medicare beneficiaries should be deprived of their entitle-
ment, namely the reimbursement of the government-set
amount, if they choose to see a physician outside the system. 

“Reimbursement,” by the way, should not be used as a syn-
onym for “payment.” It is supposed to mean the amount by
which the insurer indemnifies the patient for a financial loss (a
bill that the patient has paid). Congress must work to set
Medicare reimbursements within budgetary constraints. But
while the government has every right to set the level of entitle-
ment benefits, it has no right to tell physicians the value of their
services: price controls must be repealed. The right price, in our
view, is the price that is mutually agreeable to buyer and seller.
Unfortunately, physicians working under third-party reim-
bursement plans have no input into this process. PN

Jane M. Orient, MD, Executive Director
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Robert Fayle, MD is a private practice neurologist from Houston with
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