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Special articleS

To our knowledge, there are no published English translations 
of the first clinical reports describing narcolepsy (in French, 

1880)1 and cataplexy (in German, 1877).2 The first author herein 
(CHS) had a professional translation agency (Berlitz) translate 
these 2 reports into English, which he then edited, as described 
below. (A minimum of 2 language experts reviewed each trans-
lated manuscript.) These historic documents richly describe re-
current, self-limited sleep attacks and/or cataplectic attacks in 2 
otherwise healthy people.

Preliminary comments on the translations are as follows: 
First, all punctuations and italics come from the original articles. 
Second, the article by Gélineau was twice as long as the article 
by Westphal. Third, the translations were edited slightly. Two 
paragraphs from the Gélineau report that had no direct bearing 
on the description of narcolepsy or cataplexy were eliminated 
from the text, as indicated, and placed in an Appendix. Fourth, 
the Berlitz agency translator of the Gélineau report made this 

comment: “The original French of this two-part article is writ-
ten in an unusually loose style for late 19th century scientific 
reports. It is somewhat like a slightly-edited copying of hasty 
notes on a physician’s note pad. Accordingly, it is difficult to 
render in smooth English; we have in many cases sacrificed 
esthetics of style for accuracy.” Nevertheless, Passouant, who 
wrote about Gélineau for the narcolepsy centennial, mentioned 
that “Throughout his life, Gélineau wrote in a clear, alert, and 
easy-to-read style.”3 It is evident that Gélineau astutely identi-
fied and accurately named narcolepsy; he wrote an impressive 
set of descriptions on narcoleptic sleep attacks and their con-
texts, and he provided a detailed and carefully reasoned differ-
ential diagnosis and list of treatments. Westphal also correctly 
described the new clinical entities of cataplexy and narcolepsy. 
Therefore, both authors, in our opinion, deserve equal recogni-
tion for formally identifying narcolepsy and cataplexy.

(At this point the reader may wish to consider going directly 
to the translations of the original texts found in the final section, 
before returning to the commentary that immediately follows.)

Gélineau’S deScription of narcolepSy

Dr. Jean Baptiste Edouard Gélineau (1828-1906) at the outset 
of his report1 attributed the initial description of narcolepsy to 
a Dr. Caffe who had published a case 18 years earlier, in 1862. 
However, a reading of Gélineau’s quotes from Caffe’s report 
would instead suggest the diagnosis of obstructive sleep apnea 
(OSA) as being more likely than narcolepsy. The case involved 
a 47-year-old man with “an irresistible and incessant propensity 
to sleep” that had forced him to resign from his job. He was not 
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reported to have cataplexy, sleep paralysis, or hypnagogic/hyp-
nopompic hallucinations. However, he was reported to have “at-
titude detached; stupor; mental sluggishness; persistent stoutness; 
effect on overall health,” and his face was “puffy.” These descrip-
tions are more indicative of OSA than of narcolepsy. Dr. Caffe 
was apparently describing an overweight or obese patient when 
he used the word “stoutness”, particularly in the context of “per-
sistent stoutness.” (One of the coauthors—IA—reinforced this 
conclusion in regards to the French word “fort” that describes a 
person being “overweight” distinctly more so than “strong,” both 
in the 19th century and in the contemporary French language). 
Although various treatments did not help Dr. Caffe’s patient, a 
stay at a spa did improve his condition. Is it possible that he lost 
weight at the spa, which would have had a beneficial effect on his 
presumed OSA?

Gélineau presents a 38-year-old man with a 2-year history 
of very frequent narcoleptic sleep attacks, totaling up to 200 
attacks daily. This man could not speak with Dr. Gélineau for 
even 30 minutes without falling asleep and constantly needed 
his 13-year-old son at his side to keep awakening him, so that he 
could attend to his successful business. A wide array of intense 
emotional states played a prominent role in triggering his sleep 
attacks. The description of his initial visit with Dr. Gélineau is a 
dramatic example. In reading the entire report, a question could 
be raised as to whether this man—besides his “volatile tempera-
ment”--had histrionic personality traits that interacted with his 
narcolepsy.

Gélineau briefly described cataplexy (which he termed falls or 
“astasia”) and sleep paralysis in his patient but did not comment 
on the presence of sleep-onset dreaming, dream disturbance, or 
hypnagogic/hypnopompic hallucinations. He mentioned that his 
patient had “excellent night-time sleep, waking only once,” which 
argues against the presence of either disruptive periodic limb 
movements of sleep or REM sleep behavior disorder, conditions 
now known to be commonly associated with narcolepsy. Cata-
plexy was the initial manifestation of his narcolepsy. Gélineau’s 
patient was a member of the “mutual aid society,” and his card 
bore the diagnosis, “morbis sacer,” Latin for “sacred disease” in 
reference to epilepsy, which during antiquity had been considered 
a divine disorder.

Gélineau’s male patient reported that his infant child “was con-
ceived in a moment when the illness came over him.” Among the 
various explanations to account for this intriguing comment, the 
most likely would be either a hypnagogic hallucination or a vivid 
sleep-onset REM dream, which are common events with narco-
lepsy that may have accounted for an imagined sexual event. An-
other possibility is that this man indeed had coitus with his wife 
while awake that was immediately followed by a sleep attack, and 
in retrospect he incorrectly recalled the coitus to have occurred 
during the sleep attack. Also, he may have experienced peri-coital 
cataplexy.

This patient received many unsuccessful treatments, including 
bromides, strychnine arsenate, curare, picrotoxin, apomorphine, 
phosphates, amyl nitrate vapors, hydrotherapy, electricity, and 
cauterization of the nape of his neck. Gélineau was thus led to 
comment, “as we both acknowledged that these successes were 
not in keeping with our mutual efforts, we lost contact, leaving 
to time and to nature the care of healing or improving this painful 
neurosis.”

WeStphal’S deScription of narcolepSy-cataplexy

Westphal had 2 cases that he presented at a Berlin Medical 
and Psychological Society meeting during 1877 that were then 
published in the Archives of Psychiatry and Nervous Disorders 
(for which he was an editor).2 It is of note that he first chose to 
speak and write about “larvate epileptic attacks” before he de-
scribed a patient with cataplectic attacks, and the publication of 
the former topic was twice the length of the latter topic. Westphal 
emphasized in italics 2 aspects of his patient’s clinical history: 
“He did not lose consciousness during these attacks,” and “per-
sistent night-time sleeplessness must be noted.” Westphal clearly 
grasped that the cataplectic attacks involved loss of muscle tone 
without associated loss of consciousness, and his comment about 
sleeplessness may have indicated the presence of disrupted noc-
turnal sleep that is common in narcolepsy.

In being the first investigator to describe narcolepsy with cata-
plexy, Westphal was also the first to describe the possible exis-
tence of familial cataplexy, as the mother of his 36-year-old male 
patient had also suffered from longstanding, recurrent episodes of 
cataplexy and/or sleep attacks that were of milder severity than 
her son’s cataplexy, although “she had been troubled by such at-
tacks frequently earlier on”. The observation that some of her at-
tacks occurred when sitting quietly, while sewing or eating, is 
more suggestive of sleep episodes rather than cataplexy. There 
was no mention, however, of daytime sleepiness or any other fea-
tures of the “narcolepsy tetrad.”

Westphal also described repeated sleep attacks in his patient: 
“At times…these attacks [viz. cataplexy] do cause the patient to 
fall asleep. The falling asleep appears, as it were, to be an ex-
tension or increase of the attack.” The patient would also have 
sleep attacks in public while “strolling around quietly and aim-
lessly.” These descriptions of sleep attacks and cataplectic attacks 
indicate that Westphal recognized and described narcolepsy with 
cataplexy before Gélineau, although he did not name these condi-
tions, as did Gélineau for narcolepsy in 1880 and Henneberg4 for 
cataplexy in 1916. Whereas Gélineau described narcoleptic sleep 
attacks in great detail, Westphal only briefly described sleep at-
tacks in a circumscribed manner as an extension of a cataplectic 
attack or as a consequence of aimless wandering. It is noteworthy 
that only in 1902 a third author (Löwenfeld) confirmed West-
phal’s and Gélineau’s suggestion that narcolepsy with cataplexy 
represents a “disease sui generis.”5 

the hiStorical context of the WeStphal and Gélineau 
reportS

The forceful unification of Germany by Prussia’s Otto van 
Bismark was completed after first defeating Austria and then the 
French armies during the short 1870 war against Napoleon the 
Third. Germany was a strong but barely united country. France 
had lost the Alsace and the Lorraine regions and was separated 
from Germany both culturally and linguistically. Psychoanaly-
sis was not formally established, as Sigmund Freud had not yet 
completed medical school, but there was growing interest in the 
unconscious and in psychological explanations for physical dis-
orders. The pioneering work of Jean Martin Charcot’s “Leçons 
sur les Maladies du Système Nerveux” had just been published, 
introducing the notion of hysteria.6 Neurology and psychiatry 
were still virtually one discipline.

CH Schenck, CL Bassetti, I Arnulf, et al
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on the authorS

Karl Friedrich Otto Westphal, born in 1833 in Berlin, was the 
son of a well-known and wealthy physician. After a European 
medical education that included studies in Germany, Switzerland, 
and France, he joined the smallpox clinic at the Berlin Charité 
hospital to rise to become full professor of psychiatry in 1874. 
He trained a number of well-known physicians including Arnold 
Pick and Carl Wernicke. His achievements were numerous and in-
cluded the first descriptions of agoraphobia;7 the first description 
of periodic paralysis; the report of a relationship between tabes 
dorsalis and general paralysis of the insane, prefiguring the syphi-
lis connection; work on pseudosclerosis; and the first description 
of the deep tendon reflex. In 1887, two years after Ludwig Ed-
inger, he described the accessory nucleus of the 3rd nerve which 
bears his name. His picture is that of a well-groomed, bearded 
aristocratic man with a bow tie (Figure 1). Dr. Westphal died in 
1890 and is not frequently credited for his report on narcolepsy-
cataplexy,2 which was linked to the possible forensic implications 
of sleep attacks.8

Jean Baptiste Edouard Gélineau had quite a different career 
that took place outside of the medical establishment. Born in 1828 
close to Bordeaux in the south of France (Blaye, Gascony), he was 
educated as a navy physician in Rochefort and practiced medi-
cine on ships, studying tropical disorders on his frequent and long 

travels to the Indian Ocean. He spent the war as a surgeon-major 
and was decorated for his services.3,9 With his large muttonchop 
beard (Figure 2), it is easy to imagine him with the flamboyant 
and proud character of people born in the country of Cyrano de 
Bergerac and of The Three Musketeers. Not only was Dr. Gélin-
eau a prolific writer of medical articles and monographs, he also 
had a great deal of business acumen. Dr. Gélineau was known for 
his arsenic-bromide tablets to calm neurosis and epilepsy, was 
involved in coordinating a medical insurance system for older 
physicians, and founded a successful society of health spas and 
mineral waters. In 1878, he moved to Paris, to rapidly establish a 
successful private practice, a position he left only in 1900 to re-
tire as a wine grower, owner of the castle of Saint-Luce-La-Tour 
and seller of Bordeaux wines (probably thanks to the success of 
his tablets). Dr. Gélineau’s publications are eclectic and cover 
literature, the history of his native town, commercial ventures, 
and medical studies. His medical work includes observations on 
tropical diseases, postpartum psychosis, neurosis, angina pecto-
ris, phobias, deafness, and epilepsy. He is credited for coining the 
term “narcolepsy” in the attached translated 1880 report,1 and for 
forcefully defending it as a disease entity distinct from epilepsy. 

Interestingly, Dr. Gélineau also published a monograph in 1880 
on agoraphobia,10 citing Westphal’s work on the topic (“agora-
phobie des Allemands”). This indicates knowledge of the work 
of the German physician prior to his own 1880 article or discov-
ered just after his Gazette des Hôpitaux publication. In 1881, Dr. 
Gélineau wrote a more detailed account on 14 narcolepsy cases 
in a monograph “De la narcolepsie,”11 still not citing Westphal’s 
1877 narcolepsy report. A careful review of the cases reported in 
the monograph, however, suggests that most, if not all (except the 
original 1880 case) are not genuine narcolepsy-cataplexy. Wheth-
er or not Dr. Gélineau spoke German and if the 2 physicians met 
or corresponded is unknown, but certainly possible.

Figure 1—Portrait of Karl Friedrich Otto Westphal (1833-1890) 
reproduced with permission from www.mrcophth.com/ophthalmolo-
gyhalloffame/westphal.jpg

Figure 2—Portrait and signature of Jean Baptiste Edouard Gélineau,9 
reproduced with permission.

First Descriptions of Narcolepsy Cataplexy
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on the clinical deScriptionS

There is no doubt that both Westphal’s and Gélineau’s cases 
have genuine narcolepsy-cataplexy. Both physicians report on the 
presence of sleepiness and of strange episodes of either sleep or 
atonia triggered by emotions, which we now call cataplexy. In 
both cases, onset was somewhat late in life, 34-36 years old, and 
abrupt, following what could be considered a psychological in-
sult. Earlier reports of narcolepsy have been attributed to Willis 
(1672, in “De anima brutorum”), Schindler (1829), Bright (1836), 
Graves (1851), Caffé (1862), and Fischer (1878),12 but they in 
fact described cases of either isolated severe, overwhelming (nar-
colepsy-like) sleepiness or atypical/ imprecisely described (cata-
plexy-like) “fits.”12-14 In contrast, the cases described by Westphal 
and Gélineau are likely to be HLA-DQB1*0602 positive, hypo-
cretin deficient cases.

A missing aspect in these reports is the lack of description of 
automatic behavior, abnormal dreaming, and sleep paralysis. Hyp-
nagnogic hallucinations in particular had been described in 1848 
by Alfred Maury15 and sleep paralysis by Binns in 184216 and by 
Mitchell in 1876,17 but were not reported in either Gélineau’s or 
Westphal’s case. Nevertheless, the reports of Gélineau and West-
phal are remarkable for their diversity and, in both cases, by the 
certainty of the 2 authors reporting on a new disease entity (later 
authors erroneously equated “narcolepsy” with every condition 
associated with severe daytime sleepiness18). The descriptions are 
tainted by their schooling and influenced by their time. Nonethe-
less, nothing better would be written for many years thereafter, 
and it could be argued that the next major discovery in narcolepsy 
was on the association of narcolepsy with REM sleep onset by 
Vogel in 1960,19 almost a century later.

In Wesphal’s case, the description of the case is mostly fo-
cused on episodes of muscle weakness with persistence of con-
sciousness, and in the discussion the author agonized at length on 
whether these episodes did or did not represent genuine epilepsy, 
and wisely summarized that it was impossible to conclude for or 
against this hypothesis. Westphal pointed out correctly the pres-
ence of subtle “positive” motor phenomena during cataplexy con-
sisting of “small sporadic nostril contractions” and “slight twitch-
ing movements in the face…as were movements of the jaw.” The 
precise observation has been confirmed by electrophysiological 
recordings.20 Emotional triggers are also noted but are not very 
well described (“mental stimulation of seeing two boys fighting in 
the street”; “any type of excitation”). Laughter and joking, for ex-
ample, are not reported as triggers. It is in this context to note that 
Oppenheim, in his 1902 article on “Lachschlag” (syncope with 
laughing), while discussing the differential diagnosis of spells as-
sociated with laughing, did not mention narcolepsy.21

Sleep attacks are noted to occur “especially if not engaged in 
some physical activity, but is sitting quietly, talking or reading” 
but also “while standing” and “while walking in the street.” Sleep 
attacks while engaged in physical activity are indeed typical al-
though not specific for narcolepsy. A relationship and an associa-
tion of the muscle weakness episodes with sleepiness is empha-
sized by Westphal, and considered as an extension of the muscle 
weakness episodes (“at times, however, these attacks do cause the 
patient to fall asleep”). The German author did not completely 
differentiate the sleep attacks from cataplectic episodes, an ambi-
guity which may have reflected the simultaneous co-occurence of 
both symptoms in his patient (as can be observed occasionally in 

narcoleptics). This ambiguity may have also reflected Westphal’s 
uncertainty about the true nature of the sleep attacks. It is of in-
terest to note in fact that in Oppenheim’s “Lehrbuch der Nerven-
krankheiten,” the most important German textbook of neurology 
at the beginning of the 19th century, such episodes were consid-
ered to represent episodes of “psychic immobility” with muscle 
weakness, rather than “true” sleep attacks.22 Insomnia and the ab-
sence of any response to potassium bromate were also noted by 
Westphal in his report. 

Interestingly, Westphal noted that the patient’s mother also suf-
fered from similar episodes, following a head trauma. In this case, 
however, it is difficult to make a conclusion as maintenance of 
postural tone is reported, and the episodes may be more reminis-
cent of absence seizures. Similarly, in the case of Fisher (1878), 

12 i.e. a younger case where cataplexy is not described with cer-
tainty, a sister is suggested to have had the same condition, to 
later outgrow it during adulthood.

Further discussion of Wesphal’s cases also attest to the rise of 
“pre-psychoanalytic” ideas, already evident in Westphal’s prior 
studies on “sexual inversion” and homosexuality.23 Detailed refer-
ence to and discussion of the case of Van Zastrow, a famous crimi-
nal pedophile evaluated by the author in prison, is made. Contrary 
to what was generally believed in this time, the author was sur-
prised not to find the criminal epileptic (epilepsy was frequently 
considered at the time a sign of “mental degeneration”), but rather 
excessively sleepy, falling frequently asleep in public (the symptom 
was severe enough that people were laughing about it). A relation-
ship between his sleepiness and his alleged frequent masturbation, 
repressed homosexuality, and associated shame is suggested, with 
the prisoner attributing his sleepiness to the “secret vice of mas-
turbation” to which he had become “addicted.” Whether Mr. Van 
Zastrow had obstructive sleep apnea or Kleine-Levin syndrome is 
impossible to reconstitute, but narcolepsy is not likely.

Dr. Gélineau’s report is complementary to Westphal’s. Its style 
is more descriptive, “story telling.” A potential head trauma 2 
years prior to onset is reported as a possible contributing factor. 
Whereas Westphal was more interested in the loss of muscle tone 
and the sleep attacks (as reflected by the title of his communica-
tion), Gélineau was fascinated by sleep attacks during active tasks 
such as eating and by the existence of refreshing short naps. Cata-
plexy is confused with sleep attacks, but its triggers are very well 
described, i.e., playing cards (and having a good hand), smiling at 
someone poorly dressed in the street, being surprised by a sudden 
danger, and anticipating the pleasure of a good play in the theater. 
Most telling is the story of this patient going to the zoo of the Jar-
din des Plantes and “falling asleep” in front of the monkey’s cage 
when everyone was laughing around him. The patient had up to 
200 episodes per day, suggesting a form of “status cataplectitus.” 

Although Gélineau did not formally distinguish cataplexy from 
sleep attacks, it is of interest to note that in naming narcolepsy 
he identified “narcolepsy’s twofold analogy with drowsiness and 
catalepsy.” Catalepsy, however, involves prolonged maintenance 
of body posture, which is a form of motor dyscontrol opposite 
to cataplexy. Gélineau’s use of the word catalepsy may refer to 
the patient maintaining posture during some sleep attacks, which 
were not cataplectic attacks. Nevertheless, his use of the term 
“astasia”, viz. falling episodes, in relation to narcolepsy prefig-
ured the naming of cataplexy in 1916 by Henneberg, who clearly 
differentiated sleep attacks from episodes of muscle paralysis 
triggered by emotions.
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A second article follows the initial report where Gélineau ex-
cludes potential differential diagnoses including vertigo, epilepsy, 
agoraphobia, anxiety, meningitis, and sleeping sickness, and to 
conclude that narcolepsy is a unique disease entity. As mentioned 
above, Gélineau also wrote a monograph reporting on 13 additional 
cases, none of whom is likely to have genuine narcolepsy. Gélineau 
described how decreased brain tissue oxygenation and metabolism 
in the pons, the “site of emotional regulation and dreams” could oc-
cur in selected predisposed patients or was caused, in 2 patients, by 
too much sex (“Venus’ pleasures”). Decreased oxygenation would 
be precipitated by emotions, considered as consuming too much 
oxygen and energy. Gélineau also reports on numerous therapeutic 
attempts. Therapies aimed at relieving a potential vasomotor abnor-
mality, including picrotoxin and amyl nitrate to induce vasodila-
tion, were tried without success. Further trials with apomorphine 
had no efficacy. Interestingly, he tried to give strychnine (which is 
now known to block postsynaptic glycinergic transmission, in par-
ticular at the spinal motor neuron where it could antagonize REM 
sleep-induced atonia), but obtained only a transitory effect. Dr. Gé-
lineau finally suggested caffeine to treat the narcoleptic sleepiness 
(as originally suggested in 1672 by Willis24), despite the fact it was 
of little benefit in his only genuine case. A more potent treatment 
than caffeine, i.e., ephedrine sulfate, was suggested by Janota and 
Daniels about 50 years later.24 

Gélineau considered in his monograph that the sleep of narco-
leptic patients was deep and devoid of dreams, which suggests, 
as emphasized below, that the 13 other cases were probably not 
narcoleptic. Importantly however, he introduced the still-valid no-
tion of a duality in narcolepsy, that of sleepiness and falls (also 
called astasia).
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enGliSh tranSlationS of the oriGinal reportS on nar-
colepy and cataplexy By WeStphal and Gélineau

archives of psychiatry and nervous disorders

Vol. VII
BerlIn, 1877
“TWo MeDICAl CASeS”
PreSenTeD AT The BerlIn MeDICAl AnD PSyChologICAl SoCIeTy

By Prof. C. WeSTPhAl

i. larvate epileptic attacks many years before the outbreak of a 
paralytic mental disorder. (pages 622-631).

ii. peculiar attacks associated with falling asleep. (pages 631-635).

ii.

Mr. Ehlert, a bookbinder, was admitted to Charité for the first 
time on July 18, 1871. He has been admitted a few times since 
then, and is there now. He is 36, and is reported always to have 
been healthy. Approximately three months before his first admit-
tance, he became ill, he says, as the result of a fit of anger. He 
had lost his job because of quarreling. After having a few drinks 
of schnapps (he is reputedly not a drinker), he went home, where 
he was scolded by his wife. Soon thereafter, he had a brief “fit” 
(1—1 ½ minutes), characterized by a loss of speech, or at least an 
inability to express words clearly. His whole body was trembling 
(the patient called it “agitation”), so that he had to sit down (he re-
ported that he had an “involuntary compulsion to sit down”). This 
“agitation” is said to have continued throughout the entire eve-
ning. He slept well that night. He says that he felt completely fine 
the next day, but a similar condition (in which he lost his capacity 
to speak and experienced trembling) occurred thereafter at the 
least mental stimulation, e.g. once when he saw two boys fighting 
in the street and had, in his mind, taken sides with one of them. 
Headaches and other complaints never occurred in these instanc-
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es. Thereafter he was employed in a workshop, which was heated 
even on hot days. He cites these circumstances as the reason for 
the increased frequency of the attacks. Approximately 10 weeks 
before his admittance, the attacks changed so that his teeth chat-
tered, speaking was difficult and, if he had anything in his hands, 
he would have to lay it aside, because he did not have the strength 
to continue holding it. During these attacks, he was unable to raise 
his arms. If the attack came upon him while walking or standing, 
he had to find some means of support, although a cane was suffi-
cient for the purpose. These attacks varied in duration, depending 
on whether he had exerted himself beforehand. He did not lose 
consciousness during these attacks. He understood everything 
when spoken to; he was simply unable to respond coherently or 
fluently. He always had to close his eyes when doing so.

According to the patient, his mother, who had been struck in the 
head by a falling brick earlier, also suffers from similar attacks. 
Specifically, her attacks occur while she is sitting quietly, sew-
ing, eating, or while drinking coffee from her saucer, for example. 
When asked, he expressly stated that these occurrences in his 61-
year-old mother were not caused by any type of senility, and that 
she had been troubled by such attacks frequently earlier on.

I have had the opportunity to observe the attacks in the pa-
tient himself on repeated occasions. He had one of these attacks 
while I was engaged in conversation with him. While he was still 
speaking, one could see that a certain change had occurred in his 
facial coloration, his upper eyelids lowered gradually like those 
of a person falling asleep (during which the eyes roll upward). 
Then they opened again once or twice, seemingly with great ef-
fort, until they finally shut completely, whereupon the patient 
stopped speaking after murmuring something incomprehensible. 
His head sank down to his chest, and his brow seemed force-
fully knit. Small sporadic nostril contractions were observable, 
and the patient’s appearance was that of a seated person asleep. 
After a short time (several minutes), the eyebrows relaxed, the 
patient raised his right arm a few times as if stretching upward, 
and rubbed his eyes sleepily, like one awakening from slumber. 
The scene then repeated itself all over again, during which one 
could observe that, though apparently asleep, the patient hears if 
one addresses him, since he nods in response to questions directed 
to him. Afterwards, he also knows everything that was said during 
the time.

He experiences many such attacks all day long, especially if 
he is not engaged in some physical activity, but is sitting quietly, 
talking or reading. However, even when occupied in a physical 
task he often undergoes these attacks, e.g. while helping wash 
the dishes. He then sits down on a bench, continues holding the 
objects that he had in his hand, nods off, and usually returns to 
his activity a few minutes later. As he says, he has noticed, as 
corroborated by others, that the attacks certainly usually start at 
a specific place in a particular situation. For example, from time 
to time he has to get papers and other objects from the chief at-
tendant’s office. Almost always, while standing, he nods off as 
described above immediately after picking up these objects; he 
staggers, with his head on his chest and his trunk bent forward like 
one intoxicated with sleep, from the office out into the corridor. 
He then proceeds down the corridor, and after taking a few steps 
the attack is over. He never drops the objects given to him, but he 
holds them differently. He does not carry them with outstretched 
arms, as before, but his arms hang down loose. He does not lose 
consciousness at all during these attacks. He says that when he 

enters the office, his spirit becomes uneasy, that he feels a kind of 
anxiety, and it seems to him as though something had happened 
to him there before.

The attacks always come on suddenly. When he was a porter, 
he had such an attack when a man was giving him an order. The 
man thought that he was drunk, and told a policeman who hap-
pened to be there that he wanted him arrested. Meanwhile the 
attack passed, and the policeman was quite amazed when the pa-
tient reasonably explained to him that it was a medical condition. 
The patient still had time to run after the man, and to ask him for 
the order again. He further related that once, when he was leaning 
far forward over the table to get something from the other side, he 
experienced an attack in that position, and that he stayed in that 
position until it had passed.

His information about the sensations that he has during these 
attacks is as follows. His eyes close involuntarily, and he cannot 
keep them open. If he manages to open them for a moment, he 
sees a bright light, but cannot make anything out distinctly. At 
the same time, he loses all strength in his limbs and the ability to 
speak. He cannot move, and must sit or lean on something. He 
says that he does not feel tired like someone on the verge of fall-
ing asleep. In his mind, it is as though he were thinking of nothing 
at all, as if his thoughts were wandering completely. He could not 
provide a more specific description of his mental condition. He 
says that he does not experience any dizziness. He reports that he 
hears and understands what is said to him during the attack, but 
only pays attention to it if it interests him somewhat.

At times, however, these attacks do cause the patient to fall 
asleep. The falling asleep appears, as it were, to be an extension 
or increase of the attack. He says that if he can stretch, the at-
tacks do not go to that extreme. During visits, one often finds the 
patient already asleep, and one can observe him for fairly long 
periods at a stretch in that condition. The image is exactly that 
of a person sleeping peacefully in a seated position. By simply 
calling his name, he can always be awakened, is aware that he 
had been sleeping, and notes particularly that upon awakening he 
is immediately lively and alert, not drowsy. He has also experi-
enced this actual falling asleep while walking in the street. Most 
often, he steps into the gutter or runs into a lamppost or a person, 
whereby he is suddenly awakened. He has also stayed asleep in 
the street and a passer-by, tapping him on the shoulder, wakes him 
saying, “My good man, you’re asleep!” Occasionally another at-
tack occurs after he walks about another hundred paces. This fall-
ing asleep in the street, says the patient, usually does not happen 
if he has a specific destination, but occurs more often when he is 
strolling around quietly and aimlessly.

Aside from what has been described above, the patient also 
has attacks that he characterizes as more severe. I was witness 
to one, which he says falls into this category. The patient was 
brought into the room by an attendant walking behind him. 
The patient was completely limp, his eyes were closed, and he 
was staggering like an intoxicated person, and had difficulty in 
maintaining his balance. Then all support was removed, and the 
patient stood free, with only a slight swaying motion, but did 
not fall. During this time, slight twitching movements in the 
face were observed, as were movements of the jaw. The eyes 
were half shut, and the whites of the eyes, which appeared to 
be rolled up and to the right, remained visible. Respiration was 
rapid, with sighing. At times it seemed as though the patient was 
searching for a chair or a seat to hold himself up, but he only 

CH Schenck, CL Bassetti, I Arnulf, et al



Journal of Clinical Sleep Medicine, Vol. 3, No. 3, 2007 307

made motions with his head that corresponded to such a search, 
and did not use his eyes. Finally, he was able to reach the edge 
of a bed, which he then held onto. Toward the end of the attack, 
he murmured, “Chair,” and then said immediately, “Professor, 
please excuse me while I take a seat,” with his eyes still half shut 
and continued rapid breathing. Although the attack had given 
the observers the impression that the patient had been uncon-
scious, when asked, he said that he had been fully conscious 
during the entire attack, and knew exactly which attendant had 
brought him into the room.

No specific indication of the onset of the attack in this or any 
form can be determined through observation. The patient himself 
states quite clearly that any type of excitation, even of the most 
minimal kind, is very often the trigger for the attacks. He says that 
they often occur immediately after such excitation.

The patient’s intelligence leaves nothing to be desired, and his 
demeanor is generally calm and reasonable, and no particularly 
violent outbreaks have ever occurred, as far as we know, although 
he is easily roused.

Finally, persistent night-time sleeplessness must be noted. He 
says that he spends only a very small portion of the night sleeping, 
and that the night-time disturbances of other patients are a kind of 
entertainment for him, rather than making him uncomfortable.

During his first stay at Charité (July 18, 1871 to December 22, 
1871), he was treated consistently with potassium bromate, but 
to no avail.

As is clear from the medical history, the patient attributes the 
onset of these attacks to a significant emotion. It is also notewor-
thy that his mother at times falls asleep while performing ordi-
nary chores. However, the patient notes that there is a difference, 
in that his mother does not lose control of her limbs during the 
attacks, as he does, but that when she is drinking coffee, for ex-
ample, the hand bringing the full saucer to her mouth remains in 
that position, whereas it would be impossible for him to maintain 
such a position.

One is faced with a predicament in attempting to attribute a 
name to the illness described above. It would be a simple matter 
to call these episodes “epileptoid” attacks, as well, and I cannot 
object to the term, if one wishes to lengthen the list of very varied 
conditions commonly called by that name. This does not advance 
our understanding at all, however, and the peculiarity of the at-
tacks, to which I need not add any further detail given the exhaus-
tive description above, persists nonetheless.

However, I would like to draw attention to this case not solely 
for its interesting pathology, great as it may be, but in the interests 
of forensics. A number of years ago, I collaborated with Messrs. 
Liman and Skrzeczka on the task of providing an opinion regard-
ing the mental state of the well-known v. Zastrow *) [*) He had 
committed pederastic rape of a boy, H., and had even made at-
tempts on the child’s life.] In the course of the medical examina-
tion, as I was attempting to uncover any prior epileptic events, 
but turned up absolutely nothing, as had been indicated, a chance 
comment of v. Zastrow struck me, namely that he had often fall-
en asleep on social occasions, and that he had frequently been 
laughed at as a result. Since I no longer have in my possession a 
copy of the opinion in which my relevant notes on this case are 
kept, I present the case here as reported in the opinion written and 
communicated by Liman: **) [**) Casper-Liman, Practical Man-
ual of Forensic Medicine. Vol. 1, p. 497, 5th Edition, 1871.]…“he 
said that he had not noticed anything unusual about himself, and 

he could only report that following fairly considerable mental ex-
ertion, e.g. after fairly extensive reading aloud, he found himself 
to be half asleep, subject to the derision of those around him. He 
said that this condition had come over him rather frequently while 
walking, so that he had to ask directions to find his way. He said 
that it must be the result of such a secret vice as the one to which 
he had become addicted (i.e. masturbation).”

In this instance, I was spontaneously reminded of the medi-
cal case reported above, and one cannot deny that if additional 
observations should uncover a fairly common occurrence of such 
“sleep attacks,” then we are in the presence of a pathological 
manifestation of the nervous system, which, in the exploration of 
the mental condition of certain categories of criminals, deserves 
no less consideration than epileptic or epileptoid attacks. It is 
evident that for the time being nothing less than a disease of the 
central nervous system can be concluded, and that the question of 
responsibility in and of itself is not involved.

Gazette of the civil and Military hoSpitalS of the 
ottoMan eMpire

VoluMe 53, PAgeS 626-628 (I), 1880

VoluMe 54, PAgeS 635-637 (II), 1880

“on nArColePSy”

By Dr. gélIneAu

i.

I am proposing the name narcolepsy (from the Greek “narco-
sis,” drowsiness, and “lambanein,” to seize, to take) for a rare 
neurosis, or at least one that has been little known until now, char-
acterized by a sudden, brief, urgent need to sleep, which recurs at 
varyingly-spaced, close intervals. This name calls to mind narco-
lepsy’s twofold analogy with drowsiness and catalepsy.

Initially, I believed that the case I had observed (reported be-
low) was the only known instance; however, in Dr. Delasiauve’s 
Journal de medicine mentale, nos. 8 and 9, vol. II, 1862, I have 
just read that Dr. Caffe published an initial case of this sleep neu-
rosis in his Journal des connaissances medicales pratiques (Au-
gust 20, 1862). I am pleased to report this case here, as undeniable 
proof of its existence.

CASE I. “For more than a year,” states Dr. Caffe, “I observed 
an employee of the Grand Cercle, 16 Boulevard Montmartre, 
who, because of an irresistible and incessant propensity to sleep, 
was forced to resign his position. This forty-seven year old man 
was tall and strong, married, and had always lived soberly. He 
had no history of illness, and the first external sign was heaviness 
and half-closure of the eyelids. This drowsiness, which varied in 
severity depending on circumstances, had affected him for more 
than four years, coming on while he was standing, sitting, lying 
down, or while walking. If he woke up, he would fall back to 
sleep immediately. Even the most pressing hunger did little to di-
vert these effects; his face was somewhat pale and puffy; attitude 
detached; stupor, mental sluggishness; persistent stoutness; effect 
on overall health.

Various treatments were unsuccessful, and a stay at the spa 
at Brides served only to improve his condition, but not result in 
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complete recovery.
Later, after a terrifying emotional experience and illicit excess-

es (abuse of coitus, masturbation, and alcoholic beverages), he 
suffered hallucination and meningitic delirium, for which he was 
intensively treated by Dr. Semelaigne.”

CASE II (my own observation). Mr. G., age thirty-eight, a bar-
rel seller with a nervous, volatile temperament, came to my clinic 
on February 15, 1879.

He had not experienced convulsions in his youth, nor syphilis 
at a later age. He has two children, the elder of whom, age thirteen, 
always accompanies him, and the second of whom is only a few 
months old. G.’s father was nervous, but was free from illness; 
his mother died of cancer, and his brother of a stomach ulcer. He 
drinks moderately. Five years ago, he suffered acute rheumatism 
in the joints and Herpes tonsurans at the same time.

Three years ago, during a heated argument, he received a vio-
lent blow of the fist from the other party, to which he responded 
by striking his opponent with a drill, after which he was physical-
ly apprehended by a policeman and imprisoned; it was a deeply 
distressing incident.

Finally, a short time later, a log fell on his head, although it did 
not cause any great pain; and I find no sensitivity at that spot nor 
any depression worthy of note.

For a long time, this individual experienced no consequential 
phenomena. Only in the past two years, when laughing out loud 
or when anticipating a good business deal in his profession, he 
would feel weakness in his legs, which would buckle under him. 
Later, when playing cards, if he was dealt a good hand he would 
freeze, unable to move his arms. His head would nod forward and 
he would fall asleep. He would wake up a minute later. Soon, the 
slightest emotion—the sight of his barrels, for example—would 
be enough to bring on sleep, and since then, this urgent need to 
sleep has bothered him constantly. When he eats, his meal is inter-
rupted four or five times by the need to rest. His eyelids droop, 
his hands drop the fork, knife, or glass. He has trouble finishing a 
sentence, falls asleep. Rubbing his eyes to ward off this sensation 
while seated is of no avail. His hands fall inert, he is overcome, 
bends forward, and falls asleep. If he is standing in the street, when 
this need comes over him, he wavers, stumbles like a drunk, hears 
people accuse him of drinking and make fun of him. He cannot 
answer them. Their taunting overwhelms him all the more, and he 
collapses, instinctively avoiding passing carriages or horses by a 
final effort. When several people then form a circle around him 
which always happens in Paris, he hears them or perceives them 
offering sympathy, and their amiability paralyzes him, affecting 
him even more and preventing him from getting up.

If he experiences a deep emotion, whether painful or joyous, 
the need to sleep is even more urgent and sudden. Thus, for ex-
ample, if he is closing a good business deal, if he sees a friend, if 
he speaks with a stranger for the first time, or if he receives a good 
hand while playing cards, he collapses and falls asleep. If he goes 
to the Jardin des Plantes, near the Monkey House, the place where 
curiosity-seekers, children’s nannies, soldiers, and hecklers usu-
ally congregate, he falls asleep seeing this whole laughing crowd 
around him. A bolting horse, a carriage about to cross his path, or 
the sight of a person grotesquely dressed who causes him to smile 
is all he needs to suffer an attack.

At the theater, he falls asleep at the mere thought of the plea-
sure he is going to experience. He falls asleep again when sitting 
in his seat, and his son has to shake him and pinch him to pull him 

out of it. Once the actors come on stage, however, the need disap-
pears; he follows the play with great interest, not collapsing for a 
single instant, unless a poignant act arouses too great an emotion 
in him.

Bad weather, particularly the approach of a storm, increases 
the frequency of these sleep attacks; he has experienced up to two 
hundred per day.

The only way to pull him out of these attacks is to shake him 
strongly, or to pinch him. When he becomes violently angry, he 
sleeps less, but longer and deeper. When he wakes up, he walks 
straight and firmly, until a new sleep attack comes over him a 
quarter of an hour later.

I will always remember the way he entered my clinic. He was 
guided and supported by his son, who held him by the arm. No 
sooner had he passed through the door of my office and turned 
his eyes toward me, than, frozen, his gaze glazed over, his eyelids 
drooped, he staggered, stumbled, and fell asleep, onto a chair; his 
son spoke to him and shook him hard, after which he began to 
speak to me.

During his sleep, his pulse, which ranges from 66 to 68 ordi-
narily, immediately drops to 38 to 60. His pupils, which are high-
ly contracted when awake, are slightly less so when he is asleep. 
His pupils contract once again when they are raised and brought 
near the light. The attacks last one to five minutes.

In addition, nothing in him gives evidence of a state of illness; he 
is calm, at ease. He eats well and his night-time sleep is excellent, 
waking only once. He has coffee once a day and is not constipated. 
His sexual desires have diminished considerably. I should repeat 
that he has just had a child; he says, however, that the child was 
conceived in a moment when the illness came over him.

A member of the mutual aid society, his card bears the diagnosis 
morbus sacer. He has been treated at his home and at Salpêtrière. 
When he was going there, he fell asleep several times at the door 
of the hospital, then at the door of the room, and finally, for the 
third time, confronting the doctor whom he was there to consult. 
They recommended potassium bromide, subcutaneous injections, 
hydrotherapy, electricity, and finally, they cauterized the nape of 
his neck, but, he says, none of this brought any improvement.

When asked to explain his disease and its onset as best he 
could, he said that he never feels any pain when he is overcome. 
He merely feels a deep heaviness, an intracranial emptiness, a 
sort of whirlwind spinning around inside his head, and a heavy 
weight on his forehead and in back of his eyes. His thoughts dim 
and fade; his eyelids close half way. He continues to hear, and he 
is conscious. Finally, his eyelids close completely, and he sleeps. 
All of this occurs very quickly, so that the normal physiological 
sleep phase which occurs in progressive periods of five, ten, and 
twenty minutes, lasts at most a few seconds for him.

If one has him close his eyes and asks him to speak and walk, 
as is done in cases of ataxia, his voice fades out, he falls asleep 
and collapses, but without disordered movements. If he enters a 
dark place, such as a cellar, he also has increased tendency to fall 
asleep. When he descends a steep street, he has difficulty remain-
ing standing; also, when he pushes a wheelbarrow, with a small 
cart hitched to him from behind, he pulls it along easily behind 
him by means of a harness, and he does not fall asleep, probably 
because his will is more intense at that particular moment.

During his morbid sleep, he never releases any urine or fecal 
matter. At my office, he has on occasion spoken for a half hour 
without falling asleep.
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His memory is not affected in the least. He is aware of the sta-
tus of his business, and he is actively involved in taking care of 
it, but he is always accompanied, because he cannot go out alone 
without risk of danger. When he works alone, he has fewer attacks 
than when he is with someone; this is because he enjoys talking, 
becomes animated and falls asleep.

The intermittent appearance of this illness, its frequency, its 
lack of resulting injury would place it in the category of a neu-
rosis. The question arises, however, as to whether it should be 
included under a type already known, or whether it deserves a 
place apart in this group that is so large and already so numerous? 
That is what we shall examine.

First, is this a form of epilepsy? I do not think so…He does 
not experience either tonic convulsions or clonic movements. He 
feels when he is pinched. He is always conscious of what is hap-
pening around him. When one shakes him, one can rouse him 
from his sleep. He does not stammer when he wakes up, and he 
recovers his intellectual faculties, his senses, and his motility im-
mediately. Moreover, far from overwhelming him, this rest seems 
to be necessary for him, and appears to give him strength. Finally, 
his recall is perfect. In addition, potassium bromide, that touch-
stone of epileptic seizures and epilepsy, has had no positive effect 
on him. Besides, what epileptic, after one or two hundred spells 
of dizziness and falls per day, would keep his intelligence and 
memory intact after two years?

Dr. Semelaigne, however, sought to link his subject’s illness 
to epilepsy. “One symptom,” he said, “predominated and masked 
the others, but their occurrence together is nonetheless signifi-
cant. Everyone knows that attacks of dizziness can occur for a 
long time without revealing their true character. Everyone is also 
aware that such attacks result in drowsiness, mental sluggishness, 
a weakening of the memory, problems with the brain, stupidity, 
and moral perversion. – In the absence of attacks of dizziness, or 
when the attacks cease, intelligence and the moral sense return. 
That was the situation with M…. --- Certainly, the drowsiness 
first attracted attention as the predominant symptom, but several 
times a day he experienced “blackouts”, dizziness or pseudo-at-
tacks as they are called. It is generally drowsiness and not stupor 
which precedes this sort of attack.” With regard to the slight cere-
bral congestion, Dr. Semelaigne says that this is one of the most 
frequent complications of epilepsy. Finally, the acute meningitic 
delirium which struck the patient also falls within the “domain of 
mal comitial”.

We reproduce our colleague’s opinions in full, but they are not 
at all convincing. Here is a man who has had continual falls and 
dizziness for four years, and has never had a full, typical epileptic 
seizure. He falls, and his drowsiness ceases after the attack; he 
falls and the ictus never causes him to fall stiff, with resultant 
injuries of the type so common among epileptics. He falls and im-
mediately recovers his wits, his intelligence. Ah! This is because 
his fall is similar to that of a drunken person or a sleeping child. It 
is a collapse caused and preceded by drowsiness, whereas in the 
epileptic seizure, sleep comes after the fall. Let us add, finally, 
that Dr. Semelaigne does not mention the one thing that, for us, 
constitutes the criterion of epilepsy from its mildest to its most 
severe manifestations: the loss of memory, of recollection of what 
just happened. A subject who remembers and is conscious of what 
is happening and what happened after an attack of dizziness, an 
absence, a fall, is not an epileptic.

ii.

Can one confuse the affliction from which G. suffers with 
kenophobia (from the Greek “kenon,” the void; “phobeo,” I fear), 
or the fear of open spaces, to use Mr. Legrand du Saulle’s term, or 
agoraphobia, as the Germans put it? Not anymore. Clearly, when 
crossing a fairly wide street, a square, he is frightened, upset, 
hesitant. But it is less the view of the open space which affects 
and frightens him than the fear of being surprised by a carriage, a 
wagon, or horses. When emotion stops him in his tracks is the mo-
ment that sleep overcomes him, and freezes him in place. Also, a 
person suffering from kenophobia does not fall asleep. He moans, 
looks about, shouts, makes gestures, calls, and backs away if no 
one comes to offer him a hand. G., when moved or upset, does not 
reason or look around; he goes to sleep and falls.

One cannot confuse this affliction with vertigo accompanied 
by syncope, falling, and the loss of consciousness. First, in the 
beginning, the objects that surround G. do not appear to him to 
be moving. Although his eyelids are half closed, he sees them as 
immobile. When he rocks, the reason is that, since he has stopped 
seeing, he wants to stretch out to sleep. He does not try to hold 
himself up by the objects surrounding him, as a dizzy person 
does. He yields without a struggle. For G., sleep is the rule. For a 
man experiencing a dizzy spell, syncope is the exception. Finally, 
what a difference between G., sleeping peacefully, blissfully, his 
face colored, in comparison to the appearance of a livid, frozen 
man covered with cold sweat and as pale as death, plunged into 
syncope!

Dr. Casse had attributed this condition of illness to a serous 
and passive congestion of the meninges and of the brain. I as-
sert that this anatomical injury is difficult to reconcile with an 
intermittent symptom such as sleep that appears and disappears 
several times a day. Cerebral circulation does not lend itself at all 
to such sudden alternating flux and reflux, which are necessary 
to explain the main sign of the illness, the intermittence of sleep, 
whereas the idea of a spasm makes it quite easy to explain.

Can this affliction be linked to various degrees of morbid sleep 
which have been somewhat forgotten in our day, but which the 
ancients were careful to distinguish in theirs: cataphora, sopor, 
stupor, coma, carus, and lethargy? The form, duration, and idiotic 
insensitivity which characterize these last three types make the 
comparison impossible from the outset.

Perhaps one could associate it with cataphora, and, if one were 
to consider only the meaning of the Greek words (“kata,” down; 
“pherein,” to carry), one would actually believe in a certain anal-
ogy between these two types of sleep. But in cataphora, sleep, 
which is easily interrupted in the case of G., starts again as soon 
as one stops speaking to the patient. The sleep is continuous, of a 
certain duration, and does not include long intervals in which the 
subject thinks, acts, and works. Finally, cataphora would not be 
prolonged for years without ending in death or recovery.

As for sopor or drowsiness, an intermediate stage between 
cataphora and coma, the difference is even more marked. The pa-
tient, lying on his back, sleeps even more soundly, and cannot be 
awakened without great effort, and exhibits clearly defined cere-
bral symptoms, cephalalgia, dizziness, loss of memory, akinesia. 
However, our patient has no symptoms indicating a cerebral ill-
ness…and ultimately has more waking hours than sleeping.

Confusion with what the English call “sleeping dropsy,” which 
Dr. Nicolas calls “somnosis” and Dr. Dangaix calls “hypnosis,” is 
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impossible. First, this illness is only found in negroes in equatorial 
countries, and no cases of it have been observed in our temperate 
latitudes. However, since that is not in and of itself reason enough 
to exclude any analogy, let us recall the insistence with which 
Dr. Nicolas recently (reports from the Academy of Sciences, issue 
of May 10, 1880) outlined the progressive and fatal evolution of 
sleeping sickness from initial drowsiness to death. Sleeping sick-
ness, he says, begins with drowsiness that is completely indistin-
guishable from normal drowsiness, and its progression is marked 
by increments that start with deep sleep, followed by longer and 
longer periods of sleep, until finally the patient does not wake up 
again. I might add that, being familiar with the work of my friend, 
Dr. Nicolas, I invited him to examine this patient with me, and 
that, as a qualified judge of such matters, he immediately rejected 
any idea of an analogy between these two afflictions.

(Paragraph deleted, placed in the Appendixa).
I had thought of associating the illness with the particular form 

of nervous condition that was so well described by Morel under 
the name emotive delirium. I found this idea attractive for a short 
while. In fact, there is no disputing that G. does have a very obvi-
ous degree of emotionality, and that this emotionality provokes 
the attacks. But what a difference there is in the depth of their 
effects and the final outcome! Although it is true that the two ill-
nesses appear in response to the slightest of causes, and even the 
most bizarre, it all adds up to just one effect for G., namely sleep, 
whereas the scene is quite complex and varied in emotive delirium, 
accompanied by agitation, anxiety, palpitations, and clouding of 
the senses, rapid pulse, exaggeration of ideas, and finally automa-
tism. There is nothing of this sort with G. He falls asleep without 
suffering; a subject suffering from emotive delirium shakes at the 
slightest occasion, complains, and suffers without falling asleep.

We also do not believe that it can be considered incipient atax-
ia for short periods, because there are no flashes or jerky move-
ments.

The reduction of strength, motility, and the will in G. also made 
me think of the neurasthenic form of spinal irritation. However, 
on the one hand, the back pain, the sense of fatigue, compression, 
or burning in the spinal column, is absent, and, on the other hand, 
he shows no sign whatsoever of the melancholia or hypochondria 
that accompany irritable weakness and make this type of patient 
extremely unhappy and quite given to complaining. This man is a 
happy, talkative individual, who lacks neither strength nor energy, 
and never worries, and shows fatigue in his limbs only on occa-
sion. All the facts are in contrast to cases of neurasthenia.

Therefore, I feel justified in designating narcolepsy as a spe-
cific neurosis, little known until now, and it is good to draw the 
attention of observers to it.

Let us remember what happened with agoraphobia, which was 
long confused with vertigo. Once identified, many practitioners 
in every country throughout the world began to recognize it im-
mediately. Perhaps the same will be true for narcolepsy, which we 
consider a specific neurosis, characterized by the twofold crite-
rion of drowsiness and falling or astasia. 

A few words of explanation regarding the cause, the role, and 
the need for physiological sleep will help us, I believe, explain the 
pathogenesis of this neurosis.

Whether cerebral function is dependent upon a substantial ma-
terial, liquid or solid, supplied by the gray matter, or by a molecu-
lar movement of the fibers and ganglia of the brain, as soon as 
there is work or exercise, the result is wear, exhaustion, and loss, 

and consequent absolute need for repair.
If cerebral activity is a direct function of the amount of oxy-

gen absorbed by the brain and other tissues, and if that amount 
is greater when awake because the blood reaches the brain more 
quickly, then the more active this oxidation, the greater the wear 
on the cerebral substance, the elimination of materials, particu-
larly phosphates, and an exhausting fatigue. This results in a need 
for a period of rest and calm, during which the brain expends less, 
and receives the elements needed to make repairs, to store them, 
as well as a need for frequent pauses during which oxidation and 
reabsorption are less active. What could better ensure and procure 
this period of rest, this necessary pause, this indispensable repair, 
than sleep?

Having said this, let us try to explain the intimate cause of 
narcolepsy in the case of G. I do not believe that the fall of a piece 
of wood on his head, by causing a congestive state that is con-
tinually renewed on the surface of the hemispheres, has caused it. 
This intermittent and so frequent state of congestion of the brain 
is not easier to explain than an intermittent commotion.

As I see it, G. is subject to the laws of two different types of 
sleep. Thus, like all of us, after the day’s fatigue, he feels a need 
for rest during the first hours of the night, and from nervous habit, 
and his sleep is then the natural, normal physiological sleep. But 
during the day, things are quite different. Several times each hour, 
he is forced to obey a morbid, urgent, and sudden need for nar-
cosis.

Probably, through a special idiosyncrasy, the amount of oxygen 
accumulated in the nerve centers is in too short supply there, or 
the oxygen is exhausted too rapidly under the influence of emo-
tions that are too frequent or too strong. The cerebral wear for G. 
is perhaps greater than in other people, the arterial capillaries too 
few or too narrow. Perhaps he experiences too rapid an elimina-
tion of the regressive products, particularly phosphates.

Whatever the case may be, in this state of relative poverty, the 
slightest expenditure of strength, the electric influence, a storm, 
an emotion, constantly subtract from and exhaust his energy, his 
vitality. On each occasion, he is neuroparalyzed or, to put it bet-
ter, neurolyzed, which results in the frequent need to sleep, sleep 
being the greatest and most powerful restorer of the weakened 
organism. This opinion is shared by Dr. Delasiauve who, early 
in his journal, wrote that, “exposed to rapid losses, the nervous 
system needs to be reimmersed in immobility and rest.”

Given this explanation, borrowed from physiology, if we try 
to determine the exact anatomical location of this neurosis, I be-
lieve that, supported by the authority of Dr. Vulpian, we can place 
it in the annular protuberance. “The annular protuberance,” says 
Dr. Vulpian (1), “must be considered the center of association 
for emotional movements: whether the excitement comes from 
the brain or from outside (and he lists several examples), in great 
emotional expressions, in dreams and in crying, the protuberance 
plays the most significant role. Under the influence of joy, happi-
ness, sadness, distress (which is certainly the case here), or fright, 
a certain number or most of the active elements of the protuber-
ance are affected and, through an associated excitation of the 
motor fibers, a harmony of movement breaks out which varies 
depending on the intensity of their affliction.” What a strong ar-
gument in support of our cause! In our subject, there is incontest-
able over-activity of the protuberance, which enters into a spasm, 
exaggerating its function on the least provocation, and reacting on 
the other nerve centers. The result is, on the one hand, a momen-
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tary paralysis of the cerebrospinal axis, a suspension of nervosity, 
resulting in astasia and falling and, on the other hand, momentary 
anemia which, in turn, causes sleep. These two results that consti-
tute narcolepsy are immediate because, in G., there is some sort of 
shattering of the annular protuberance and cerebral stun.

To complete this observation, I must say something about the 
treatment that I employed.

Initially, given the appearances and the diagnosis presented to 
me, and acknowledging the effect of the emotions on the reap-
pearance of these sleep attacks, believing that the spasm of the 
vessels could cause cerebral anemia common to sleep and to epi-
lepsy, I used picrotoxin, which has the characteristic of preventing 
the vessels’ spasmodic contraction by keeping them in a relaxed 
state, and I added various bromides to reduce irritability and the 
reflex action of the cerebrospinal axis.

I must admit that I did not achieve any positive results by using 
this medication. On the contrary, my patient lost strength and had 
an increased tendency to sleep. I abandoned that approach.

Along the same lines, I advised that he inhale amyl nitrite va-
pors poured onto a handkerchief as soon as the narcoleptic attack 
began. In fact, the amyl nitrite made the intracerebral circulation 
and the visceral circulation more active, and it expanded the ves-
sels. We did not overlook the fact that G.’s pulse fell even further, 
clearly causing an intracranial void, a whirlwind blowing in his 
head. The use of this medication thus seemed to be indicated. It 
appeared to be successful for several days, and the subject blushed 
when inhaling it. But its use did not prevent the attacks, and we 
then abandoned it, convinced that cerebral anemia played no role 
in the neurosis at hand.

Then I used subcutaneous injections of apomorphine, which 
are extolled in Germany in cases of convulsive neuroses, initially 
in very moderate doses, then up to levels causing nausea, without 
obtaining any positive results.

Then, I decided to turn the symptoms into a medicine, i.e. di-
rectly fighting the drowsiness. I placed a seton directly on the 
nape of the neck, which I maintained, and I prescribed grains of 
caffeine and caffeine valerianate. He improved slightly, but, be-
ing eager for more pronounced results, I was perhaps mistaken in 
abandoning this medication to consider another idea.

I used strychnine arsenate in progressive doses, and I did not 
stop until the patient felt tremors in his limbs. I hoped that using 
this power agent, I would increase the general tone of the econo-
my, fighting the collapses and constant neurolytic exhaustion. At 
the same time, I had him take phosphates, very tonic food, and 
warm showers that were revulsant on the spinal column. I even 
used hypodermic injections of curare. In sum, I did my best to 
treat the patient aggressively. Nevertheless, I must admit in all 
humility that by using these methods I barely managed to obtain a 
few hours of rest and constant work without sleep in the morning 
and evening. As we both acknowledged that these successes were 
not in keeping with our mutual efforts, we lost contact, leaving to 
time and to nature the care of healing or improving this painful 
neurosis.

Is the ineffectiveness of these remedies one of the characteris-
tics of this neurosis? (remainder of paragraph deleted, and placed 
in the Appendixb).

It is clear from what we have said above that the treatment of 
narcolepsy is entirely open to study. This is one more point of 
similarity that it shares with the other neuroses, which are so often 
the stumbling block of our therapeutic means. Whatever the case 

may be, I am glad to have been able to present this initial study 
to my colleagues. I am sure that it will result in further studies, 
for I have already received from a doctor in Lyon all the elements 
of a third observation of narcolepsy, which I propose to publish 
somewhat later.

appendix

a) Moreover, neither Dr. Casse nor Dr. Semelaigne concluded that 
there was an analogy between the illness of their subject, M., and 
the sleeping sickness among negro populations. Dr. Semelaigne 
added, amusingly, “For the time being at least, let us leave sleeping 
sickness to the negroes. Whites have quite enough other illnesses 
without that one.”

b) In treating M., Dr. Casse used tea, coffee, quinine sulfate, ferru-
ginous agents, purgatives, and Seine baths with running water. A 
vesicant was applied to the nape of the neck, all to no avail. When 
the symptoms were even worsened by digestive function problems, 
heaviness	of	the	head,	and	more	difficult	locomotion,	our	colleague	
advised the waters at Brides. The highly ozonized mountain air, the 
action of the waters internally and externally, stimulated his appetite 
and strength, and the skin regained a livelier color. Finally, after a 
season followed by a trip to Switzerland, M. returned to Paris much 
improved, but not entirely cured.

c) The translator of Gélineau’s report made an additional comment that 
“The French words ‘voiture’ and ‘camion’ translate as ‘carriage’ or 
‘automobile’ and ‘wagon’ or ‘truck’, respectively, depending on 
the historical period. Since this article was written at a time when 
primitive diesel vehicles may well have been coursing the streets of 
Paris, i.e., at a time when ‘voiture’ could refer either to horse-drawn 
or horseless carriages, we have used ‘carriage’ and ‘wagon’ to trans-
late these two words, but the reader should be aware that the author 
might well have had in mind ‘automobile’ and ‘truck.’”
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FROM THE ARCHIVES

Idiopathic narcolepsy: a disease sui generis; with remarks on the mechanisms of sleep. By WJ Adie, MD, FRCP.
Physician to Out-patients, the National Hospital, Queen Square, (London). (From a Thesis submitted for the Degree
of MD in the University of Edinburgh, on February 26, 1926). Brain 1926: 49; 257–306 and The narcolepsies.
By S.A. Kinnier Wilson. Brain 1928: 51; 63–109.

‘The disease I am about to describe is characterized
by . . . attacks of irresistible sleep without apparent cause,
and curious attacks on emotion in which the muscles relax
suddenly so that the victim sinks to the ground fully
conscious but unable to move’. Concerned that the original
descriptions of Westphal (1877) and Gélineau (1880) have
become confused with all sorts of other sleep disorders, and
quoting Sir Clifford Allbutt on ‘sticking a label’ on a new
disease entity, Dr Adie (Fig. 1) describes five personal cases
and summarizes those reported by Gélineau (1880),
Löwenfeld (1902), Redlich (1915), Hennenberg (1916),
Jolly (1916), Mendel (1916), Singer (1917), Stöcker
(1918), Stiefler (1918), Noack (1918), Somer (1921, two
examples) and Goldflam (1924, with two others having
uncontrollable sleep but without falling attacks).
Mis-diagnosed with petit mal epilepsy at Queen Square,

Olive P, aged 14, complains that ‘when I laugh I cannot
stand’ . . . and she ‘sleeps at inconvenient times’; by chance,
Dr Adie comes across Gélineau’s description when looking
up his preferred diagnosis of ‘Lachschlag’. Freda W, aged
19, under the care of Dr James Taylor, has fallen from her
bicycle and slept in the middle of the road’ . . . and with
laughter . . . ‘the limbs crumple[d] up’. On learning that a
boy cycling from London to visit her home has been killed,
Mrs C, aged 42, fell and lay powerless on a couch; now any
unpleasant emotion provokes these episodes and she has a
morbid fear of being thought dead if found in an attack;
‘London consultants’ have diagnosed hysteria and epilepsy
without convulsions. Captain X, aged 35, sleeps through
one of Dr Adie’s lectures, as host at his Corps’ Mess dinner,
and whilst driving his car; unaffected either by danger or
excitement during the Great War, with laughter he goes
‘floppy all over’. Leslie W, aged 16, sleeps whilst talking to
the Matron of the National Hospital.
What can be said of this mysterious disorder usually

affecting otherwise healthy males in their teens or as young
adults who cannot resist the urge to nod off for a few
seconds or longer, sometimes in circumstances conducive
to sleep but typically also at inappropriate times? Two
soldiers describe sleeping whilst on listening-post duty—an
offence carrying the death-penalty—and others have been
saved by medical intervention prior to courts-martial.
Falling attacks precipitated by emotion, usually laughter
but also anger and annoyance and often associated with

grimacing, protrusion of the tongue and stammering,
usually start later. These also may end in sleep. As the
head lolls, the patient may jerk upright a few times so that
the unwary diagnose epilepsy or chorea. Gélineau’s patient
fell down at the prospect of a good business deal or finding
that he had been dealt a winning hand at cards; Redlich’s
patient weakened and became flaccid during coitus.

The terms ‘hypnolepsy’ and ‘Einschlafsucht’ have been
proposed but Dr Adie favours ‘narcolepsy’ for the sleep
attacks. Rejecting all foreign suggestions (‘chute ou astasie’
[Gélineau], ‘kataleptische Starre’ [Löwenfeld], ‘kataleptische
Hemmung’ [Henneberg], ‘plötzlicher Tonusverlust’ or
‘affektiver Tonusverlust’ [Redlich] and ‘Tonusblockade’
[Stern]) and noting that translating Lowenfeld’s term as
catalepsy will not work (already having meaning in
Anglophone medicine), Dr Adie suggests the term cataplexy
for the falling attacks. In short, ‘two kinds of sudden attack
occur, sleep . . .with cause and cataplexy on emo-
tion . . . [such that] anyone possessing this knowledge
would be able to recognize a typical case’, although
transitional states do exist. It follows that sleep attacks
and cataplexy have the same mechanism. Apart from non-
convulsive epilepsy, the differential diagnosis might include
pyknolepsy (originally described, unhelpfully, as ‘short
narcoleptic attacks’ by Friedmann, 1906), hysteria,
‘Lachschlag’ (Oppenheim, 1902: in which the patient is
deeply unconscious during the emotion-induced episode
and without sleep attacks), Pickwickian ‘Fat Boy’ disorder,
encephalitis lethargica and cerebral tumour; but the absence
of co-existent symptoms and the benign natural history of
narcolepsy usually serve to distinguish these conditions.

Beyond his clinical interest, Dr Adie wants to understand
the nature of sleep. He has been reading Ivan Pavlov, but
not yet ‘Conditioned reflexes: an investigation of the
physiological activity of the cerebral cortex’ based on
lectures given in 1924 to the Military Medical Academy in
Petrograd (1926), and translated into English by GV Anrep
(1927). Here is an exposition of reflexes that are innate to
any nervous system, and those that are learned by
association between a neutral stimulus and a primitive
response; conditioned reflexes fade if not actively habitu-
ated and through internal inhibition when the conditioning
stimulus is no longer followed by the expected ‘reward’. But
Pavlov’s research has been thwarted by his dogs falling
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asleep during training or on repetition of the conditioned
reflex, although they became alert in response to something
new—the orientation reflex. Pavlov considers sleep and
internal inhibition as one and the same. Simply stated, the
cortex finds any repetitive stimulus dull and so switches off
until something novel crops up. The Pavlovian dog,
subjected to a familiar routine, shows increasingly long
intervals between the sight of food and reflex salivation, and
eventually takes a nap in response to stimulation. Internal
inhibition has spread throughout the cerebral hemispheres.
But a novel stimulus wakes the cortex and restores
responsiveness to conditioned reflexes—old and new alike.
Sleep and inhibition are one; narcolepsy and cataplexy are
part of the same process. At first, attacks are favoured by
the lack of extraneous stimuli (. . . ‘sitting before the fire,
after a heavy meal, in a warm room, during the rest hour’)
and then by monotonous challenges. But the patient with
narcolepsy who cannot resist sleep in the context of
repetitive but familiar stimulation soon wakens when the
eyelids are raised, the skin is pinched, or an unexpected
sound is heard.
Now, Dr Adie advances the idea that narcolepsy–

cataplexy is an ‘endocrine–nervous’ disorder. The pituitary
is reciprocally connected to the ‘tween–brain’ and, together,
these structures regulate temperature, fat, water and sugar
metabolism, and sexual activity. ‘In symptomatic

narcolepsy, I surmise, the primary disturbance is in the
[pituitary] gland; in idiopathic and post-encephalitic
narcolepsy the nucleus hypophyseus and adjoining struc-
tures are at fault’. But why are only certain individuals
affected? Much depends on their constitutional state of
alertness. Lively Pavlovian dogs sleep more readily than
easy-going animals because the former—once restrained in
a cage—experience fewer and more monotonous stimuli by
comparison with their natural habitat. Narcolepsy is an
expression of fatigue in individuals with a constitution that
favours the spread of normal inhibitions throughout
pathways of the endocrine–nervous system. Sleep is
controlled by sub-cortical centres that ultimately inhibit
the cortex. Trömner has it that this lies in the optic
thalamus, turning off the ascending sensory lights that
illuminate the drowsy cortex, and simultaneously inhibit
muscle tone down below. Hence, narcolepsy is thalamic.
Whilst accepting that thalamic activity may set in motion
an inhibitory mechanism, Dr Adie does not see this as
related to sensory volleys. Rather, he prefers the evidence—
from examples of von Economo’s encephalitis lethargica—
that the crucial region is restricted to ‘the floor of the tween
brain in and around the vegetative centres that form a part
of the pituitary tween-brain system’. Reflecting that the
pendulum of opinion on how the nervous system works
has swung from a doctrine of medieval humours to the
neural concept of brain function and back to discoveries of
the ductless glands . . . ‘it is almost certain that hormones
play a part . . .my study of narcolepsy has taught me
that . . . nervous and endocrine organs work together as
equivalent parts of an intimate system’.

But not everyone is impressed. Within a year Samuel
Kinnier Wilson (Fig. 2), Adie’s senior colleague at Queen
Square, publishes his account of the narcolepsies: ‘recent
communications dealing with the subject are reduced in
value by ignorance or neglect of previous work . . . hypoth-
eses are evolved which suffer . . . fatally . . . from failure
to take all the germane data into consideration . . . to
describe . . . narcolepsy as a ‘‘morbus sui generis’’ is a nosol-
ogical error, yet in the communication of . . .Adie . . . this
regrettably occurs ‘‘passim’’’. Narcolepsy is no more a single
disorder than epilepsy: both are syndromes with idiopathic
and secondary causes. The ‘vicissitudes that [Gélineau’s]
conception has undergone’ make it proper only to refer to
‘‘the narcolepsies’’ ’; and Dr Adie is wrong in allowing the
diagnosis in individuals who do not also have falling
attacks . . . ‘experience should surely have convinced the
neurologist that no good purpose is served by a hard-and-
fast schematization of a clinical syndrome—which is all that
narcolepsy can possibly be—to fit a conception based solely
on an original description’. Kinnier Wilson describes four
cases that although having the combination of sleep, or
sometimes reveries, and falling attacks ‘. . . have nothing
else than a purely symptomatic and non-committal signi-
ficance, and under no circumstances can be used for a
‘‘disease’’ ’. POR (aged 24, railway porter), EC (aged 26,

Fig. 1 William John Adie (1886^1935)
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bricklayer), TT (aged 41, boilerman), ABCD (aged 18,
schoolboy) and HGB (aged 32, business-man) describe their
sleep attacks and falling with emotion (Fig. 3). In a famous
passage Dr Kinnier Wilson relates how . . . ‘I was able to
observe an (emotional attack) from beginning to end and
to examine the patient’s neurological condition during it.
Dr Macdonald Critchley, the present Registrar at the
National Hospital, was with me at the time . . . testing the
knee-jerks I found them completely abolished and . . .Dr
Critchley . . . obtained a slight but definite left extensor
[plantar] response . . .which I corroborated . . . just as we
were finishing . . . the patient said ‘‘I’m all right, sir’’ . . . test-
ing his knee jerks again, I found them active’. Arguing that
all examples are symptomatic, Kinnier Wilson considers
narcolepsy to consist of recurring diurnal episodes of sleep,
with or without toneless attacks, or sleeps of longer
duration that straddle day and night and may be
continuous (as in encephalitis lethargica and trypanoso-
miasis). He accepts that, very occasionally, larval or
incomplete varieties either of sleep or cataplexy may
occur without the other. Transitional variants are seen in
which emotion triggers sleep: cataplexy may occur if sleep is
prevented; sleep may follow cataplexy; and cataplexy may
occur without an emotional trigger. Agreeing for once with
Dr Adie, Kinnier Wilson concludes that a common factor

must underlie all the clinical phenomena—a not as-yet fully
understood inhibitory mechanism responsible both for the
sleeping and falling attacks, and both for the narcolepsies
and conditions with which they may be confused or indeed

Fig. 3 Facies: Cases 1 (POR; A), 2 (EC; B) and 3 (TT; C) from
Kinnier Wilson

Fig. 2 Samuel Alexander Kinnier Wilson (1878^1937)
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overlap. He lists periodic familial paralysis, catalepsy,
nocturnal or sleep paralysis (described by Silas Weir
Mitchell), epilepsy (especially reflex forms) and
Lachschlag—described on hearsay by Oppenheim and
which Kinnier Wilson considers to be cataplexy without
narcolepsy, thus scoring another point over Dr Adie who
judges these to be different conditions.
In defence of his emerging ideas, Dr Kinnier Wilson

identifies the several causes of narcolepsy—traumatic,
psychopathological, endocrine, epileptic, toxi-infective, cir-
culatory, tumour-related and those in which no
‘Grundkrankheit’ is found. People do not die of narcolepsy
unless there is an underlying cause. In those situations,
pathology in the floor of the third ventricle is usually
found; and experimental work (for example by Harvey
Cushing on hibernating wood-chucks) also directs attention
to a sleep centre in that region although it is obvious that
sleep involves alteration in many other distributed physio-
logical functions that cannot be ‘localised to grey matter
around the back end of one ventricle’. Jabbing again at
Dr Adie, Kinnier Wilson politely dismisses Pavlov’s work
on conditioned reflexes as irrelevant to any understanding
of narcolepsy and cataplexy. So what is going on?
The narcolepsies occur only in the daytime, unrelated

to nocturnal sleep, and the falling aspect is close to the
normal experience of being made ‘helpless with laughter’.
The tonelessness is reminiscent of the Sherringtonian
‘knock-out’ blow in which ‘. . . the lower jaw conveys

concussion to the otocyst [and] reduces in a moment a
vigorous athlete to an unstrung bulk of flesh whose weight
alone determines its attitude’. Dr Kinnier Wilson therefore
considers that labyrinthine stimulation may explain the
generalized inhibition of muscle-tone in narcolepsy and
cataplexy. More generally, any group of nerve-cells can be
activated or inhibited by several categories of ascending
or descending impulse, any combination of which may
result in the same outcome such that one narcoleptic state
may closely resemble another although differing markedly
in its exciting elements: ‘only in some such way as this
can we find a possible interpretation for the diverse
narcoleptic symptoms of the psychoneurotic, the post-
encephalitic, or the sufferer from cerebral tumour, as well
as of the patient whose case is classed as spontaneous or
idiopathic’.

Neither Dr Adie nor Kinnier Wilson mention hyposmia in
their account of the narcolepsy–cataplexy disorder nor could
they predict that a peptide product of the hypothalamus—
hypocretin-1 or orexin-A—would emerge as a strong
candidate for direct involvement in the pathogenesis. But
their struggles with definition and classification, and ideas on
mechanism and anatomy, clearly did anticipate contempo-
rary understanding of this curious disorder to which Paul
Baier and colleagues now add new details (page 2734).

Alastair Compston
Cambridge
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June 7, 2010

Dear SRS Member,

The initial list of classic articles was assembled by querying the ISI Web of Science 
database for the most cited articles in the sleep literature from the 1960’s and earlier.  
To this, the members of the 50th Anniversary Task Force added classic articles that 
had not been picked up by the initial list (e.g., because they were not directly on 
sleep, such as the paper by Moruzzi and Magoun).  The entire Task Force then voted 
on the articles that they thought were the most important, and the top 25 were 
selected for inclusion on the CD-ROM.  

We could not get permission to reprint a few articles (or permission was too costly), 
so we added a few more to bring the total number on the CD-ROM to 24.

The entire list of articles that was considered is below, in chronological order.

Sincerely,

Clifford B. Saper, MD, PhD			 
President
Sleep Research Society

50th Anniversary Task Force Members

Sonia Ancoli-Israel, PhD, Chair	 Thomas Roth, PhD, Classic Papers Project Leader 
Donald Bliwise, PhD	 Martica Hall, PhD
Melissa Burnham, PhD	 Robert McCarley, MD
Mary A. Carskadon, PhD	 Howard Roffwarg, MD, FAASM
Sean Drummond, PhD	 Kenneth Wright, PhD
Gina Poe, PhD
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Introduction 

By the time of the first, announced gathering of sleep researchers in the United States 
in Chicago on March 25-26, 1961, modern sleep research, that is, sleep investigations 
that recognized the existence of two major stages of sleep, had been in progress since 
the early-to-mid ‘50s.  Various forms of communication and informal meetings among 
investigators were clearly taking place.  It was finally agreed that a “formal” meeting be 
organized.  Allan Rechtschaffen hosted the event at the University of Chicago.  It was 
called the “Conference on Research in EEG, Sleep and Dreams.” Thirty six people 
attended.  Their names and places of work are listed below.  By the second annual 
conclave, the group was designated the Association for the Psychophysiological Study 
of Sleep (APSS). The Association changed its name in the early ‘80s to a more 
inclusive title, the Sleep Research Society (SRS).  The 2010 meeting of the SRS marks 
the 50th consecutive meeting of this continually growing scientific assemblage devoted 
to the study of sleep. 

You will find below each of the 16 individual abstracts of research presented at the 1961 
meeting.  They have never been published.  The collection is provided here as a 
historical scientific memento of the very first, organized meeting of the American sleep 
research community.

It was apparently not customary in the early ‘60s for participants at the annual sleep 
conferences to submit, before the meeting, abstracts of the research reports they 
intended to deliver.  Only after the presenting investigators returned home did most (but 
not all) prepare their abstracts for distribution.  The abstracts were sent, some quite a 
few months later, to Dr. Rechtschaffen in Chicago in whose office they were duplicated.  
A sheaf of mimeographed copies of each of the 16 abstracts was then mailed to each 
attendee as a record of the research offered at the meeting.  Most of the written reports 
are identified only by a study title and author(s).  Many authors did not put the date of 
the conference, the society’s name, or the meeting location on the abstract.  A few of 
the abstracts are innocent of a study title; they are identified only by author name and 
an expression such as “Summary of Remarks at…”, “Report to…,” or “Comments by,” 
indicating the open-discussion atmosphere of the meeting.                

     Howard Roffwarg, Member,

50th SRS Meeting Committee,     

Sonia  Ancoli-Israel, Chair 



Dr. Rechtschaffen’s written advisory to the attendees regarding the abstracts he sent 
out is reprinted here:

“Following is a set of abstracts of informal presentations made at a meeting of sleep and dream 
researchers at the University of Chicago on March 25 and 26, 1961. These abstracts are not to 
be considered as formal publications; they are personal communications of information and 
preliminary findings among the participants.  None of the abstracts is to be quoted or referred to 
in public without the explicit consent of the author.  A list of names and addresses of the 
participants is appended for the use of those who wish further communication with specific 
authors.” 

                                                

                                                                                                        

               ******* 
Following in order are: 

• A list of the abstract citations 

• An alphabetized list of all authors 

• A list of the meeting attendees 

• The abstracts of research 

A specific abstract may be opened directly by clicking either on its citation or on a name  
in the list of individual authors. 
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