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THE MISTERY OF GUSTAVE FLAUBERT’S DEATH

Historical note

Could sudden unexpected death in epilepsy be part of the context?

Marly de Albuquerque', Carla A. Scorzd', Ricardo M. Aridd?, Esper A. Cavalheiro, Fulvio A. Scorzd'

Abstract — Epilepsy is the most common serious neurological condition and sudden unexpected death in
epilepsy (SUDEP) is the most important direct epilepsy-related cause of death. Information concerning risk
factors for SUDEP is conflicting, but high seizure frequency is a potential risk factor. Additionally, potential
pathomechanisms for SUDEP are unknown, but it is very probable that cardiac arrhythmias during and between
seizures or transmission of epileptic activity to the heart via the autonomic nervous system potentially play a
role. More than two decades ago, temporal lobe epilepsy was suggested as having been the “nervous disease”
of Gustave Flaubert, one of the most important French novelists. In these lines, as the circumstances of his
death were the subject of fabulous and mysterious speculations, we postulated in this paper that Falubert’s
death could be due SUDEP phenomenon.
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O mistério da morte de Gustave Flaubert: pode a morte subita em epilepsia fazer parte o contexto ?

Resumo — A epilepsia é a condicao neuroldgica cronica grave mais comum e a morte stibita em epilepsia
(SUDEP) é a mais importante causa de morte diretamente relacionada a epilepsia. Informagoes sobre fatores
de risco para SUDEP sao conflitantes, porém, a alta freqiéncia de crises epilépticas é um fator de risco em
potencial. Além disso, os mecanismos causais para SUDEP ainda nao estao conhecidos, mas € muito provavel
que arritmias cardiacas durante e entre as crises epilépticas ou a transmissao da atividade epiléptica para o
coragao via sistema nervoso autonomo desempenhem um importante papel. Mais de duas décadas atras, foi
proposto que a “doenca nervosa” de Gustave Flaubert, um dos mais importantes novelistas franceses, era
epilepsia do lobo temporal. Nesse sentido, como a morte de Gustave Flaubert ainda seja motivo de misteriosa

especulagéo, nosso artigo propde que a mesma poderia estar relacionada ao fenémeno de SUDEP.

PALAVRAS-CHAVE: epilepsia, Gustave Flaubert, SUDEP, crise epiléptica.

EPILEPSY: GENERAL ASPECTS

Epilepsy is the most common serious neurological
condition and approximately 50 million people world-
wide have it". In the US, about 100,000 new cases of epi-
lepsy are diagnosed™. In the UK, between 1in 140 and 1in
200 people (at least 300,000 people) are currently being
treated for epilepsy*. Epidemiological studies suggest that
between 70 and 80% of people developing epilepsy will
go into remission, while the remaining patients contin-
ue to have seizures and are refractory to treatment with
the currently available therapies®”. The most common risk
factors for epilepsy are cerebrovascular disease, brain tu-

mours, alcohol, traumatic head injuries, malformations of
cortical development, genetic inheritance, and infections
of the central nervous system. In resource-poor countries,
endemic infections, such as malaria and neurocysticerco-
sis, seem to be major risk factors®.

Epilepsies are characterized by spontaneous recurrent
seizures, caused by focal or generalized paroxysmal chang-
es in neurological functions triggered by abnormal electri-
cal activity in the cortex’. Because it involves hyperexcit-
able neurons, a basic assumption links the pathogenesis of
epilepsy and the generation of synchronized neuronal ac-
tivity with an imbalance between inhibitory [g-aminobu-
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tyric acid (GABA)-mediated] and excitatory (glutamate-
mediated) neurotransmission, in favour of the latter™. Sei-
zures and epilepsy are usually divided into two groups:
partial and generalized. Partial or focal seizures have clin-
ical or EEG evidence of local onset and may spread to
other parts of the brain during a seizure, while general-
ized seizures begin simultaneously in both cerebral hemi-
spheres®. Temporal lobe epilepsy (TLE) is the most com-
mon form of partial epilepsy, probably affecting at least
20% of all patients with epilepsy". It is the most common
form of drug-refractory epilepsy”. Atrophy of mesial tem-
poral structures is well-known to be associated with TLE
and hippocampal sclerosis, which is the most frequent
histological abnormality in this form of epilepsy®.

SUDDEN UNEXPECTED DEATH IN EPILEPSY

Epilepsy is associated with a two- to three-fold in-
crease in mortality compared to the general population,
and sudden unexpected death in epilepsy (SUDEP) is the
most important direct epilepsy-related cause of death®.
SUDEP is defined as non-traumatic and non-drowning
death in patients with epilepsy that is sudden, unexpect-
ed, witnessed or unwitnessed, and with or without evi-
dence of a seizure. Also in SUDEP, post mortem examina-
tion does not reveal a toxicological or anatomical cause of
death (excluding documented status epilepticus)™. Com-
parisons of incidence estimates for SUDEP are difficult,
since different definitions of SUDEP have been used, not
all patients have a postmortem examination, and case as-
certainment methods and source populations have var-
ied®. The incidence of SUDEP has been estimated to be
3.5/1000 person-years in a lamotrigine clinical trial®, 0.5—
1.4/1000 person-years in people with treated epilepsy”,
5.9/1000 person-years in outpatients with epilepsy at a
tertiary referral centre™ and 0.35/1000 person-years in a
population-based study"”. The National General Practice
Study of Epilepsy (NGPSE), a community-based study in
the United Kingdom, saw the first case of SUDEP after
11,000 person-years of follow-up®, and the results of the
Medical Research Council Antiepileptic Drug Withdrawal
Study showed that SUDEP is a rare event among patients
with epilepsy in remission?. Information concerning risk
factors for SUDEP is conflicting, but potential risk fac-
tors include: early adulthood®, early onset of epilepsy?,
long duration of epilepsy®, uncontrolled seizures (main-
ly in those with TLE)**, high seizure frequency”?, cer-
tain seizure types™*, higher numbers of antiepileptic drug
(AED)*?**?% and winter temperatures®®. Additionally, po-
tential pathomechanisms for SUDEP are unknown, but it
is very probable that cardiac arrhythmias during and be-
tween seizures, electrolyte disturbances, arrhythmogenic
drugs or transmission of epileptic activity to the heart via
the autonomic nervous system potentially play a role?*.
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Following this reasoning, postmortem examinations in
people dying of SUDEP have found hearts that are dilat-
ed and heavier than expected'®****> and pulmonary ede-
ma in approximately 50-86% of cases'®?*?**** Further-
more, others have described pathological changes in the
hearts of those dying with SUDEP, including fibrosis of the
walls of small coronary arteries, atrophy of cardiomyo-
cytes, myofibrillar degeneration, edema of the conduc-
tive tissue and morphological abnormalities of the cardi-
ac conduction system?®?**"*** These abnormalities may
be the consequence of repeated hypoxemia and/or may
be associated with the increase of catecholamines during
an ictal sympathetic storm®?"**,

Several studies have assessed the frequency and char-
acter of ictal cardiac rhythm during seizures**”” and the
most compelling evidence derives from the presence of
ictal arrhythmias®. When ictal cardiorespiratory vari-
ables were recorded in people with epilepsy, an increase
in heart rate in 91% of 41 seizures and a transient brady-
cardia in five seizures (four patients) were found®. Anoth-
er study evaluated the eletrocardiographic (ECG) chang-
es during 51 seizures in 43 patients with refractory epilep-
sy””. This showed that 70% of patients had either ECG ab-
normalities (16%), tachycardias (30%), or both (23%) dur-
ing the ictal and/or post-ictal period. These changes may
all be relevant to the pathophysiology of SUDEP.

Results of interictal cardiac investigations have also
been described. In one study, resting ECGs in 75 patients
with epilepsy were compared with normal ECGs recorded
in age-matched patients without cardiac or neurological
disorders; ventricular rate, PR interval, QRS duration, and
QT interval (corrected for heart rate) were compared.
Those with epilepsy had higher heart rates and longer QT
durations than the age-matched controls. Heart rate and
QT duration were, however, not outside the normal range.
Others investigated whether patients with drug refracto-
ry epilepsy have cardiovascular abnormalities that might
be related to sudden death*. Twenty-three subjects un-
derwent comprehensive cardiovascular evaluations (ECG,
Holter-monitoring, echocardiography, ergometric exercise
test and myocardial scintigraphy; if abnormalities were
found, coronary angiography was also performed) before
and during video-EEG monitoring. ST-segment depression
was found in 40%, and this was associated with a higher
maximum heart rate during seizures, suggesting that car-
diac ischemia may occur in these patients. Although inter-
ictal changes in heart rate variability have been described
in patients with epilepsy, their contribution to SUDEP re-
mains to be determined.

GUSTAVE FLAUBERT: LIFE WITH EPILEPSY

The French novelist Gustave Flaubert (1821-1880) (Fig-
ure) was one of the most important forces in creating the
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Figure. Gustave Flaubert. From: www.openorigins.com/tag/famous-
quotes.

modern novel as a conscious art form and in launching,
much against his will, the realistic school in France*”. Fa-
mous for his novel Madame Bovary (1857), Flaubert was a
perfectionist, who did not make a distinction between a
beautiful or ugly subject: all was in the style**. The idea,
he argued, only exists by virtue of its form — its elements
included the perfect word, cunningly contrived and veri-
fied rhythms, and a genuine architectural structure®.

Gustave Flaubert was born on December 12, 1821,
in Rouen, France. His father, Achille-Cleophas Flau-
bert was a doctor and an important Rouen citizen, and
his mother, Anne-Justine-Caroline Fleuriot, was a physi-
cian’s daughter**¥. He had an older brother, Achille, and
a younger sister, Caroline, with whom he had a close re-
lationship*. Gustave began to develop his writing skills
at an early age and wrote plays, which he put on for his
family at the age of nine or ten***’.

In the 1830s Flaubert attended the Collége Royal de
Rouen, writing for its newspaper, reading Shakespeare,
travelling extensively and at the age of fourteen began in
earnest his own writings, inspired by his unconsummated
love affair at this time with the much older and married
Elisa Schlésinger*®”. In this period, he had easy access to
prostitutes and this led to venereal disease (syphilis) from
which he never recovered*”. In 1844 Flaubert had his first
epileptic seizure, however, some authors described that
his epilepsy may have started earlier*>***. During his first
seizure, Flaubert was driving a carriage with his brother,
in front the twinkling lanterns of an obliging carriage and
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a distant inn, when suddenly he fell to the floor as if he
were dead. It was like “being swept away in a torrent of
flames ... sudden as lightening . . . an instantaneous inter-
ruption of memory . .. a letting go of its entire contents”
4246 About a month after his first seizure, Flaubert wrote
to a friend: “You must know that | had a kind of cerebral
congestion, in other words a miniature attack of apoplexy,
accompanied by nervous disorders”***. It is interesting
to note that this first seizure was followed by four oth-
ers, and Flaubert’s condition gradually worsened®. Clearly,
he was helplessly crippled by his seizures, which became
hideous terror for him and recurred at intervals through-
out his life*®”. Flaubert was treated with regular bleed-
ings, mercury massages, and bromide, the antiepileptic
drug of that time*.

GUSTAVE FLAUBERT: DEATH DUE EPILEPSY?

Based on the preceding considerations, Flaubert’s work
contains extensive and interesting autobiographic notes.
On the other hand, the etiology of his epilepsy cannot
be clarified in biographic material or oral and written tra-
ditions*2. However, febrile convulsions, trauma, infection,
or congenital anomalies with secondary onset of epilep-
sy should be considered®. Moreover, neurosyphilis as a
potential cause of epilepsy is rather unlikely because of
the early onset in childhood or adolescence®. Concerning
the kind of Flaubert’s epilepsy, we are totally in agreement
with the very elegant considerations evaluated by Arnold
and colleagues*: “psychopathological considerations sug-
gest primary involvement of mesial temporal lobe struc-
tures with typical findings of ictal and interictal mood be-
havior, as well as unstructured visual aura features such as
déja vu and macropsia, which is commonly seen in mesi-
al temporal lobe epilepsy”.

Unfortunately, Flaubert suddenly died in 1880, at the
age of 58"%* The circumstances of his death were the sub-
ject of fabulous and mysterious speculations®, since vari-
ous suppositions about his cause of death were made af-
ter Flaubert’s lifetime. In these lines, although some de-
tailed bibliographic reports suggest a stroke as cause of
his death, an epileptic seizure also be considered respon-
sible by Falubert’s death®. Thus, considering here an ep-
ileptic seizure as cause of Flaubert’s death, we also can
speculate a new perspective: Could be exist a possible re-
lation between Flaubert’s death and SUDEP?

As we know, the risk of sudden death is clearly increased
in the epilepsy population, and SUDEP is the most common
seizure-related category®*****°, SUDEP is mainly, but not ex-
clusively, a problem for patients with chronic uncontrolled
epilepsy*’. Accordingly, among the rarely witnessed cases
of SUDEP, the majority of patients proved to suffer a partial
or generalized seizure immediately prior to death, suggest-
ing a seizure-related cardiac or respiratory dysfunction’®*.
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In an elegant largest case-control study, Nilsson and col-
leagues” demonstrated that seizure frequency is a stron-
gest risk factor for SUDEP. In their study, fifty seven SUDEP
cases were included, of whom 91% had undergone necrop-
sy. The relative risk of SUDEP increased with number of
seizures per year and the estimated relative risk was 10.16
(95% Cl 2.94-35.18) in patients with more than 50 seizures
per year, compared with those with up to two seizures
per year. In the same way, Walczak and co-workers®, in
a prospective cohort study, determined the incidence of
and risk factors for SUDEP. The incidence of SUDEP was
1.21/1,000 patient-years and a progressive risk for SUDEP
was found with increasing seizure frequency. The authors
support the idea that tonic-clonic seizures are an impor-
tant proximate cause of SUDEP and concluded that the oc-
currence of as few as 1-3 such seizures per year was asso-
ciated with an increased risk factor”. From a pathophysi-
ological point of view, SUDEP directly result from the oc-
currence of seizures, in particular generalized tonic-clonic
seizure™. Though the respective role of seizure-induced re-
spiratory and cardiac fatal abnormalities remains uncertain,
recent studies suggest that high-risk ictal arrhythmias oc-
cur in much greater proportion of patients with refractory
epilepsy than previously believed, representing the leading
cause of SUDEP®*. Quite interesting, as uncontrolled sei-
zures (mainly in those with TLE) and high seizure frequen-
cy are the most important risk factors for SUDEP™*% it
is plausible to believe that factors could influence nega-
tively the cardiovascular system of the patient with epi-
lepsy leading to cardiac abnormalities and hence SUDEP.

Following these reasoning, as Gustave Flaubert’s case
points to the possible coexistence of a serious and poorly
controlled form of temporal lobe epilepsy, it is plausible
to believe that Flaubert’s death could be associated with
SUDEP. Although early mortality series at the beginning
of the 20" century reported deaths from status epilepti-
cus to be more common, deaths associated with repeat-
ed seizures were also recognised®. For example, in 1904,
Spratling wrote of epilepsy as a disease that, “destroys life
suddenly and without warning through a single, brief at-
tack..and does so in from 3 to 4% of all who suffer from
it and in this view, Flaubert’s case is not so chronolog-
ical distant from the interesting paper described above.

Finally, apart from data related here, various diagnoses
made by medical and nonmedical persons during and af-
ter Flaubert’s lifetime was reviewed by Gastaut group®**
and cannot be ruled out. These authors admitted some
interesting notes: (a) Flaubert suffered from organic and
not psychogenic epilepsy, more precisely”’complex par-
tial epilepsy of occipital-temporal origin, secondary to le-
sion of the left posterior hemisphere with occasional sec-
ondary generalization of seizures.”; (b) Flaubert’s epilep-
sy modified his behaviour without affecting his genius; (c)
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Gustave Flaubert’s case, like Dostoevski’s, should serve as
a defence witness for the unfortunate epileptics thought
to be destined for intellectual deterioration only because
of the repetition of their seizures®*.

While admitting the deficiencies in our knowledge
about the circumstances of Flaubert’s disease and death,
regardless of how it was really evaluated, it seems reason-
able to assume that the risk of sudden death is clearly in-
creased in the epilepsy population actually, and SUDEP is
the most important direct epilepsy-related cause of death.
In conclusion, as recently reported® clarification of risk
factors and establishment of the mechanisms of SUDEP
are important for establishing preventative measures for
SUDEP and for striving for the best control of seizures.

REFERENCES

1. Sander JW. The epidemiology of epilepsy revisited. Curr Opin
Neurol 2003;16:165-170.

2. Begley CE, Annegers JF, Lairson LB, Reynolds TF. Epilepsy in-
cidence, prognosis, and use of medical care in Houston, Texas,
and Rochester, Minnesota. Epilepsia 1998;39(Suppl 6):5222.

3. Annegers JF. Epidemiology of epilepsy. In Wyllie E (Ed). The
treatment of epilepsy: principles and practice. 2™ Ed. Balti-
more: Williams and Wilkins, 1997:165-172.

4. Yuen AW, Sander JW. Is omega-3 fatty acid deficiency a factor
contributing to refractory seizures and SUDEP? A hypothesis.
Seizure 2004;13:104-107.

5. Kwan P, Sander JW. The natural history of epilepsy: an epidemi-
ological view. ] Neurol Neurosurg Psychiatry 2004;75:1376-1381.

6. Sander JW. Some aspects of prognosis in the epilepsies: a re-
view. Epilepsia 1993;34:1007-1016.

7. Halatchev VN. Epidemiology of epilepsy--recent achievements
and future. Folia Medica (Plovdiv) 2000;42:17-22.

8. Duncan ]S, Sander JW, Sisodiya SM, Walker MC. Adult epilep-
sy. Lancet 2006;367:1087-1100.

9. Dichter MA. Emerging insights into mechanisms of epilepsy:
implications for new antiepileptic drug development. Epilep-
sia 1994;35(Suppl 4):551-S57.

10. Dalby NO, Mody I. The process of epileptogenesis: a pathophy-
siological approach. Curr Opin Neurol 2001;14:187-192.

11. Babb TL. Synaptic reorganizations in human and rat hip-
pocampal epilepsy. Adv Neurol 1999;79:763-779.

12. Engel J Jr. Clinical neurophysiology, neuroimaging, and the
surgical treatment of epilepsy. Curr Opin Neurol Neurosurg
1993;6:240-249.

13. Cendes F. Progressive hippocampal and extrahippocampal at-
rophy in drug resistant epilepsy. Curr Opin Neurol 2005;18:
173-177.

14. Nashef L. Sudden unexpected death in epilepsy: terminology
and definitions. Epilepsia 1997;38(Suppl):56-S8.

15. Tomson T, Walczak T, Sillanpaa M, Sander JW. Sudden unex-
pected death in epilepsy: a review of incidence and risk fac-
tors. Epilepsia 2005;46(Suppl 11):554-S61.

551



Flaubert’s death
Albuquerque et al.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

31.

32.

552

Leestma JE, Annegers JF, Brodie MJ, et al. Sudden unexplained
death in epilepsy: observations from a large clinical develop-
ment program. Epilepsia 1997;38:47-55.

Tennis P, Cole TB, Annegers JF, Leestma JE, McNutt M, Rajput
A. Cohort study of incidence of sudden unexplained death in
persons with seizure disorder treated with antiepileptic drugs
in Saskatchewan, Canada. Epilepsia 1995;36:29-36.

Nashef L, Fish DR, Sander JW, Shorvon SD. Incidence of sudden
unexpected death in an adult outpatient cohort with epilep-
sy at a tertiary referral centre. ] Neurol Neurosurg Psychiatry
1995;58:462-464.

Ficker DM, So EL, Shen WK, et al. Population-based study of
the incidence of sudden unexplained death in epilepsy. Neu-
rology 1998;515:1270-1274.

Lhatoo SD, Sander JW. The epidemiology of epilepsy and
learning disability. Epilepsia 2001;42(Suppl 1):56-S9.

Medical Research Council Antiepileptic Drug Withdrawal
Study Group. Randomised study of antiepileptic drug with-
drawal in patients in remission. Lancet 1991;337:1175-1180.
Nilsson L, Farahmand BY, Persson PG, Thiblin I, Tomson T.
Risk factors for sudden unexpected death in epilepsy: a case-
control study. Lancet 1999;353:888-893.

Walczak TS, Leppik IE, D’Amelio M, et al. Incidence and risk
factors in sudden unexpected death in epilepsy: a prospective
cohort study. Neurology 2001;56:519-525.

Sperling MR, Feldman H, Kinman J, Liporace JD, O’Connor
M]. Seizure control and mortality in epilepsy. Ann Neurol
1999;46:45-50.

Langan Y, Nashef L, Sander JW. Case-control study of SUDEP.
Neurology 2005;64:1131-1133.

Kloster R, Engelskjon T. Sudden unexpected death in epilepsy
(SUDEP): a clinical perspective and a search for risk factors. |
Neurol Neurosurg Psychiatry 1999;67:439-444.

Nilsson L, Bergman U, Diwan V, Farahmand BY, Persson PG,
Tomson T. Antiepileptic drug therapy and its management in
sudden unexpected death in epilepsy: a case-control study. Ep-
ilepsia 2001;42:667-673.

Scorza FA, de Albuquerque M, Arida RM, Cavalheiro EA.
Sudden unexpected death in epilepsy: are winter temper-
atures a new potential risk factor? Epilepsy Behav 2007;10:
509-510.

Stollberger C, Finsterer J. Cardiorespiratory findings in sud-
den unexplained / unexpected death in epilepsy (SUDEP). Ep-
ilepsy Res 2004;59:51-60.

Ryvlin P, Montavont A, Kahane P. Sudden unexpected death
in epilepsy: from mechanisms to prevention. Curr Opin Neu-
rol 2006;19:194-199.

Falconer B, Rajs J. Post-mortem findings of cardiac lesions in
epileptics: a preliminary report. Forensic Sci 1976;8:63-71.
Leestma JE, Walczak T, Hughes JR, Kalelkar MB, Teas SS. A
prospective study on sudden unexpected death in epilepsy.
Ann Neurol 1989;26:195-203.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

44.

45.

46.
47.
48.

49.

50.

51.

52.

53.

Arq Neuropsiquiatr 2009;67(2-B)

Thom M, Seetah S, Sisodiya S, Koepp M, Scaravilli F. Sudden
and unexpected death in epilepsy (SUDEP): evidence of acute
neuronal injury using HSP-70 and c-Jun immunohistochemis-
try. Neuropathol Appl Neurobiol 2003;29:132-143.

Natelson BH, Suarez RV, Terrence CF, Turizo R. Patients with
epilepsy who die suddenly have cardiac disease. Arch Neurol
1998;55:857-860.

Opeskin K, Thomas A, Berkovic SF. Does cardiac conduction
pathology contribute to sudden unexpected death in epilep-
sy? Epilepsy Res 2000;40:17-24.

Keilson MJ, Hauser WA, Magrill JP, Goldman M. ECG abnor-
malities in patients with epilepsy. Neurology 1987;37:1624-1626.
Opherk C, Coromilas J, Hirsch LJ. Heart rate and EKG chang-
es in 102 seizures: analysis of influencing factors. Epilepsy Res
2002;52:117-127.

Nashef L, Walker F, Allen P, Sander JW, Shorvon SD, Fish DR.
Apnoea and bradycardia during epileptic seizures: relation
to sudden death in epilepsy. ] Neurol Neurosurg Psychiatry
1996;60:297-300.

Nei M, Ho RT, Sperling MR. EKG abnormalities during par-
tial seizures in refractory epilepsy. Epilepsia 2000;41:542-548.
Drake ME, Reider CR, Kay A. Electrocardiography in epilep-
sy patients without cardiac symptoms. Seizure 1993;2:63-65.
Tigaran S, Molgaard H, McClelland R, Dam M, Jaffe AS. Evi-
dence of cardiac ischemia during seizures in drug refractory
epilepsy patients. Neurology 2003;60:492-495.

Arnold LM, Baumann CR, Siegel AM. Gustav Flaubert’s
“nervous disease”: an autobiographic and epileptological ap-
proach. Epilepsy Behav 2007;11:212-217.

Le Calvez E. Dictionary of literary biography, vol. 301. Gustave
Flaubert, London: Thomson Gale; 2004.

De La Varende J. Flaubert. Hamburg: Rowohlt Verlag; 2001.
Gustave Flaubert. Correspondence. Tome 1 and 2. Texte e’tabli
sur les autographes, annote’s et pre’sente” par Giovanni Bo-
naccorso. Saint-Genouph: Libraire Nizet; 2001.

Wall G. Flaubert: a life. London: Faber and Faber; 2001.

Berg WJ, Martin LK. Gustave Flaubert. New York: Twayne; 1997.
Pedley TA, Hauser WA. Sudden death in epilepsy: a wake-up
call for management. Lancet 2002;359:1790-1791.

Tomson T, Nashef L, Ryvlin P. Sudden unexpected death in ep-
ilepsy: current knowledge and future directions. Lancet Neurol
2008;11:1021-1031.

WP Spratling, Prognosis, epilepsy and its treatment, W B Saun-
ders, Philadelphia 1904:304.

Gastaut H, Gastaut Y, Broughton R. Gustave Flaubert’s illness:
a case report in evidence against the erroneous notion of psy-
chogenic epilepsy. Epilepsia 1984;25:622-637.

Gastaut H, Gastaut Y. Gustave Flaubert’s illness. Rev Neurol
1982; 138:467-492.

Bell GS, Sander JW. Sudden unexpected death in epilepsy. Risk
factors, possible mechanisms and prevention: a reappraisal.
Acta Neurol Taiwan 2006;15:72-83.



