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Narcolepsy is a syndrome characterized by
recurrent sleep attacks and one or more of the
following symptoms : cataplexy (transient loss
of muscle tone), sleep paralysis (inability to
move in the transition between sleep and
arousal), and hypnagogic hallucinations (Sours,
5963). Polygraphic sleep studies indicate that
narcoleptics have an abnormal sleep record.
Normally, rapid eye movement (REM) sleep
is preceded by 90 to ioo minutes of non
REM sleep, whereas narcoleptics often have
an REM-period at the onset of sleep (Hishikawa
and Kaneki, 1965; Rechtschaffen et al., 1963).

This report describes an individual with
symptoms of narcolepsy whose sleep was
monitored polygraphically before and after
the administration of alcohol.

A 24-year-old Negro male electrician was admitted to
Renard Hospital in St. Lows with a nine-year history
of recurrent sleep attacks, cataplexy, sleep paralysis,
and hypnagogichallucinations.At age21 he receiveda
diagnosis of narcolepsyand was treated with amphetamines.
Subsequentlyhe developedpersecutorydelusionspersist
ing intermittentlyto the presenttime.He alsogave a
historyof low toleranceto alcohol,statingthat â€˜¿�afew
drinks'invariablyprecipitateddeep, prolonged sleep,
sometimes preceded by assaultive behaviour about which
he was later amnesic. He was hospitalized to review the
diagnosis of narcolepsy and rule out amphetamine
psychosis and schizophrenia.

During the hospitalization the patient was co-operative,
sociable, and manifested neither unusual sleepiness nor
definite symptoms of a psychiatric disorder. After ten
days of medication-free observation, he was transferred
to the Renard sleep laboratoryfor continuouspoly
graphic monitoring over a 4o-hour period. His sleep record
was normal during the first night of monitoring, but after
breakfast on the following morning, he fell promptly
asleep with immediate appearance of an REM period.
During the next 24 hours he had three other periods of
sleep characterized by immediate appearance of REM,
one occurring at the onset of the second night's sleep.
He reported sleep paralysis and hypnagogic hallucina
tions following early-onset-REM periods, failing to report
such phenomena after polygraphically normal sleep.

On the following morning, because of the history of
sensitivity to alcohol, it was decided to give the patient
alcohol while continuing to collect polygraphic data.
Over a one and a half hour period he consumed 3 drinks,
each containing 6o ml. of 86-proof bourbon diluted in
6o ml. of water, sipped slowly over 15-minute periods.
During the drinking he became somewhat exhilarated
and talkative but otherwise behaved normally. Within
a few minutes after finishing the third drink, however,
the patient became drowsy and fell into a deep sleep.
Attempts to arouse him were unsuccessful in producing
complete wakefulness.He could be supported in a sitting
position but never opened his eyes completely and was
unresponsive to questioning. He was unable to co-operate
with neurological testing, but there was a definite lateral
nystagmus and suggestion of dysconjugate eye movements.
Vital signs were normal. He slept for about three hours
before returning to the ward, where he remained drowsy
for another four or five hours. Electroencephalographic
tracings obtained during the sleep period showed pre

dominantly delta waves (less than 4 cycles per second).
No REM periods were observed. At the end of the drink
ing periodhis blood alcoholconcentration,assayedby
gaschromatography,was 110 mg./Iooml. On thefollow
ing day he had no recollectionof the vigorousattempts
to arouse him, nor of the venipuncture.

DISCUSSION

The long history of narcoleptic symptoms
and a sleep record compatible with narcolepsy
indicate the patient has this disorder. The

purpose of reporting the case is to describe
the patient's highly unusual response to a
moderate amount of alcohol. His coma-like
condition was accompanied by a slow-wave
EEG pattern, so clearly was not feigned. Nor
did it resemble a typical narcoleptic sleep
attack. Ordinarily narcoleptics can be awakened
easily during a sleep attack; attempts to awaken
this patient fully were unsuccessful over a
three-hourperiod.Furthermore,typicalsleep
attacks usually begin with a full-blown REM
period accompanied by hypotonia and a
desynchronized EEG record. Slow waves typical
of Stage 4 sleep dominated this patient's
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EEG patternduringthecoma-likereactionto
alcohol.

In connection with various studies we have
administered alcohol to more than 6o subjects
ranging from teetotalers to alcoholics and have
never observed a similar reaction to this quan
tityof alcohol.Whether the patientwas also
idiosyncratically sensitive to other drugs was
notevaluated,but nothinginhishistory(other
than a possible paranoid reaction to ampheta
mines) indicated this was likely. It cannot be
concluded from a single case whether narco
lepsy and bizarre reactions to alcohol are
related.A reviewof the narcolepsyliterature
reveals no reference to the effects of alcohol on
narcoleptic patients. In Pond's paper (1952)
on narcolepsy,however,itisnoted thathalf
of his patients had alcoholic fathers. The father
of our patient also was alcoholic. A possible
relationship of narcolepsy to abnormal res
ponses to alcohol warrants further inquiry.

SUMMARY

A moderate amount of alcoholproduced
a coma-like state in a 24-year-old man with
narcolepsy. This response differed from a typical

narcoleptic sleep attack. The patient could
not be fully awakened for a several hour period
and electrophysiological data obtained during
theepisodewere uncharacteristicofnarcolepsy,
showing slow-wave sleep and absence of rapid
eye movements. It is unknown whether this
represents a common response of narcoleptics
toalcohol.
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