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Psychiatry and neurology are well-established as separate disciplines and they
may view an issue of mutual concern, such as affective disorder in people with
epilepsy, from such different premises that the important synthesis of beha-
vioural neurology, or neuropsychiatry, will be made ineffective. Nosological
problems stemming from the use of diagnostic manuals are discussed and
revealed in case reports. Reports of affective disorder in persons with brain
disorders are relatively rare, possibly as a consequence of nosological problems
which stem from a maintenance of a tradition of “functional” disorder. New
cases of bipolar disorder and organic mania are given with commentary on the
preponderant lateralization of cerebral dysfunction to the right cerebral hemi-
sphere in manic cases.

Neuropsychiatry and Affective Disorder

The basic materials of psychiatry are the subjective experiences of people
and their behaviour in a social context. Many useful discourses can be
maintained about these without reference to cerebral disorder and without
recourse to explanations in those terms. A grief reaction, albeit severe, might
thus be explicable in terms of a commonplace, appropriate response to loss
to which might be added further explanations in terms of ambivalence
about the lost object and a sensitization by previous experience of loss. The
evident changes in vitality, interest, concentration and sleep suggest that the
subjective experiences are sustained by the action of some cerebral system
which is acting differently from usual. Through biotechnology we might
have some ideas about that system, but it would be inappropriate in
explaining the experience of grief which remains most understandable as a
loss from the outside world.

The basic materials of neurology are reports of, or physical evidence of,
dysfunctions which are adduced to concern the nervous system. Its explana-
tions do not concern empathy or subjectivity but refer directly or indirectly
to interference with the propagation of nervous impulses. The difference
between neurology and psychiatry might be typified by the difference
between being unable, as opposed to being unwilling, to speak. The sorts of
things which are regarded as explanatory of speechlessness will also differ,
not just because they explain different things, but different sorts of things.

Neuropsychiatry grows both from psychiatry and from neurology which
approach it from different premises, to explain those aspects of subjective
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experience and behaviour which are beyond empathy, beyond the under-
standable, beyond the broad fringes of the normal. The neurologist is
interested in the subjective and behavioural aspects of neurological dysfunc-
tion; the psychiatrist in whether disorder in neurological systems might
underlie abnormal subjective experience. These are not precisely the same
concerns.

Seizures can be provoked in all brains. Their spontaneous occurretice is
unusual and suggests neurological dysfunction. It is reasonable to ask
whether there is other evidence suggestive of neurological dysfunction even
if that evidence is subjective; even if subjective evidence is difficult to codify,
difficult to classify, such as a change of mood. Some seizures are associated
with structural abnormalities of brain, these may occupy various loci,
provoke predictable types of seizure, promote particular types of subjective
experience and behaviour. Perhaps these may help inform us about the sorts
of cerebral systems, which support human behaviour, that are used for
ordinary feelings or even intense feelings such as grief.

Confounding our capacity to derive such information is the genetic
uniqueness of the individual, variability in development and experience;
and further variabilities are imposed by compensation occurring in the
brain for those very lesions which appear to be consistent markers.

Nineteenth century alienists (and others since) looked for precise corre-
spondence between particular cerebral disorder and consequent psycho-
pathology; or for a particular brain disorder to conform to their psycho-
pathological entities. They were disappointed. The psychopathological
entities are artefacts even when they are rigidly codified and generally
agreed. For example, the British in Africa delineated very precisely the
territories they commanded and named them clearly. But these artefacts
flew in the face of geographical, climatic, racial and linguistic unities so that
all sorts of inner consistencies and verities were lost and the creation of these
convenient administrative boundaries has caused problems.

Similarly with convenient nosological entities; the cerebral systems
governing mood, or emotion, or certain cognitive capacities may not be
served within the sorts of dichotomies by which we have lately chosen to
analyse them, or by the sorts of entities which we have created to interrogate
them. If evidence about ‘“affective disorders” in “epilepsies” is crude,
variable and inconsistent, it is not surprising.

In this paper some of the studies of affective disorder in people with
epilepsy are reviewed from a neuropsychiatric perspective, drawing atten-
tion to nosological issues which might confound them and make better
studies difficult. Two bipolar patients are described. The potential value of
studying organic mania is illustrated with newly described personal cases
and with reference to recently presented cases. Young people with epilepsy
and hypomania seem to differ remarkably little phenomenologically or
nosologically from children with the organic hyperkinetic syndrome. Cer-
tain contributions from the series of patients with temporal lobe epilepsy
operated upon by Murray Falconer are mentioned.
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The Nosology of Affective Disorders

DSM III (American Psychiatric Association, 1980) characterizes affective
disorder into Manic episode; Major depressive episode; Bipolar disorder;
Cyclothymic disorder; Dysthymic disorder and Atypical depression. But
these diagnoses seem to be precluded for people with epilepsy by the
presence of Organic Mental Disorders which depend upon “evidence from
either physical examination, medical laboratory tests, or the history of a
specific organic factor that is judged to be etiologically related to the
disturbance”.

These diagnostic constraints were intended to be helpful, to enable
psychiatrists to achieve some conformity and distinguish “functional” from
“organic” mental disorder, a most important distinction. But they create
great difficulties for psychiatrists and neurologists working at the interface
of the subjects (Woods et al., 1986). Suffering from epilepsy may make any
accompanying mental disorder “‘organic” in these terms, and the better the
psychiatrist searches for neurological signs and neurodiagnostic test changes,
the less the “functional” category can be substantiated. Looking alterna-
tively in DSM III to Organic Affective Syndrome does not much help as
“there is (to be) no significant loss of intellectual abilities as in Dementia’;
and “no predominant delusions or hallucinations”. Since these do occur in
people with epilepsy it becomes difficult to write about the affective
disorders in epilepsy within the constraints of the DSM terminologies.

The most systematic, sustained, and complex account of affective
disorder, whether ‘“‘symptomatic or endogenous”, as he puts it, is that of
Flor-Henry (19834, 19834, 1983¢, 19854, 19855). He has developed, from an
original study in the psychiatry of epilepsy, on complex neurophysiological
and neuropsychological lines, a highly sophisticated, not to say abstruse,
system of explanation of affective disorders. His schema includes consider-
ation of most of the factors concerning affective disorder which are well-
established in the minds of psychiatrists today, such as developmental,
experiential, neuroendocrine, neurotransmitter and genetic factors.

Whatever the specific links between depression and epilepsy, Pond
(1957) reminded us that people with epilepsy are at least no less prone to the
whole gamut of psychiatric disorder than any other collection of persons.
The DSM III seems to deprive people with epilepsy of those possibilities and
is potentially stigmatizing as well as unhelpful.

Studying affective disorder in epilepsy is interesting because it may:

(a) illuminate the general problem of mood related disorders;

(b) prove that the problem for people with epilepsy is noticeably
different in quality or quantity;

(c) or that there is an identifiable subset of persons among epileptics
who are particularly prone or who show unusual symptoms which
provide interesting correlations with their development and life
experience or with their abnormal neurophysiology or specific
structural changes in the brain.
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Depression

In the disorder psychiatrists call depression, it is mood which is characteristi-
cally “depressed” often along with certain vegetative functions. The ex-
perience is most easily understood empathically from the sorts of states
which accompany serious loss, especially bereavement. Describing their
prevailing mood, say on the GHQ (General Health Questionnaire: Gold-
berg, 1972) about 20% of the population will respond in a way similar to
people who actually seek psychiatric help. Severity is assessed in terms of
duration, psychomotor retardation, severe vegetative effects, development
of delusions, severe dysphoria, guilt and suicidal ideas. Theories of the
aetiology of depression (Rutter and Garmezy, 1983) provide that genetic,
neuroendocrine, cognitive and psychological factors need to be considered.
There is no doubt of the genetic component of recurrent depressive and
manic-depressive psychosis (Slater, 1936). The neuroendocrine effects con-
cern both a priming and sexing of brain, as is suggested by the excessive
female vulnerability to depression and by the subsequent events of puberty
from which point the incidence of depressive states vastly increases. The
cognitive component (Rutter and Garmezy, 1983), is that “they acquire
cognitive schemata involving a devaluation of themselves and their ex-
periences together with a hopelessness about the future”. This mental set is
widely reported in the chronically sick (Schmale, 1958). Stresses which
precede mental illnesses are created by undesired and uncontrollable “life
events”. Psychoanalytic views concern loss in particular, loss of wholeness,
loss of “things as they were” and even loss of “things as they might have
been”.

People with epilepsy do suffer excessively from stressors and losses
(Dodrill et al., 1984a, 19845) so as a group, irrespective of any effect of brain
disorder, they would have an increased risk of affective disorder. The
presence of brain disorder greatly increases the risk of psychiatric disorder
though more specific correlations are much more difficult to prove.

Systematic studies of affective disorders in people with epilepsy are
relatively sparse. A recent comprehensive study of depression in epilepsy
published, significantly, in Archives of Neurology (Mendez et al., 1986) presents
a two-part project drawing first on questionnaire responses from persons
who were using vocational services for the disabled. Of 503 epileptics who
received questionnaires 175 or 35% responded; of 186 non-epileptics 70 or
38% were returned. If these persons’ reasons for not responding were
related to a lack of psychiatric disorder it would seriously affect overall rates.
Even so, controls were significantly less prone than epileptics to answer
positively to 13 of 50 behavioural items, even though there were few items
which discriminated them in degree of psychosocial difficulty. Suicide
attempts and hopelessness about the future were the most discriminating
“depressive’ items; often wishing they were dead, and feeling unhappy with
themselves were also significantly different. Surprisingly, these facts
emerged in a population of people with epilepsy, 40-7% of whom had
attacks no more than once a year, or even less, and a further 29-3% of whom
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had no more than monthly attacks. In this part of the study males and
females were equally represented.

In the second part the characteristics of 20 depressed epileptic patients
were compared with 20 depressed non-epileptic patients all admitted to the
Brentwood VA hospital. Unlike typical depressives these patients were
predominantly males. Depressed epileptics differed in psychopathology
from non-epileptic depressed patients.

A discriminant analysis showed that chronic dysthymia, lack of “neur-
otic” traits; and periods of agitated peri-ictal psychotic behaviour correctly
predicted 93% of depressed epileptics. It is evident that several characteris-
tics seen ‘“‘more in epileptics” in Table 1, even though set in the context of
many symptoms of depression, are not dissimilar to those given in DSM III
under Organic Personality Syndrome which lists: (i) emotional lability,
temper outbursts and sudden crying, (ii) impairment of impulse control, (iii)
marked apathy and indifference, (iv) suspiciousness and paranoid ideation.
This suggests that an “organic” flavour is given to the affective disturbance
of people with epilepsy, as it has been said previously to be given to the
schizophrenia-like psychosis of epilepsy. In particular, these psychopatholo-
gical elements might be consonant with the finding of a bias towards left
brain foci in 11 of the 15 (of 20) epileptic patients with lateralized,
principally temporal, EEG foci. The Mendez et al. results are consistent with
those of d’Elia and Perris (1973) results and with a smaller but detailed
study by Perini and Mendius (1984) using similar patient sources. That
study, however, was unmatched sex by side so that of 8 right-sided patients 7
were male, and 5 of 6 females used had left foci. These, sex by side,
characteristics of samples of complex partial seizures are germane in many
aspects of their psychopathology (Taylor, 1981). Scott (1985) drew renewed
attention to the fact that once much interested psychiatrists (Rey et al.,
1949), that symptomatic epilepsy is more likely to arise from left than from
right brain lesions, and that left-sided EEG changes predominate in very
large samples of patients with temporal lobe epilepsy. Hence they would
tend to predominate in samples drawn for psychiatric analysis too.

In their review, Robertson and Trimble (1983) mention the many
studies of epileptic subjects using the MMPI and finding increases in the
depression scores, some of which have revealed particular increases in
patients with CPS, espeéially in older patients. Depressive and anxiety/
depressive states are frequently mentioned in epileptic people who are

TaBLE 1. Characteristics of depressed epileptic patients compared with depressed non-epileptic patients

More in Epileptics Same More in Non-Epileptics
Psychotic behaviour Neurovegetative signs Self pity/low self image
Abnormal affect Psychomotor retardation Brooding/Rumination
Humourlessness/Sobriety Prior suicide attempts Guilt feelings
Irritable/Emotional Somatization
Paranoid/Suspicious Anxiety

Chronic dysthymia Hopelessness/Helplessness

(Mendez et al., 1986)
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admitted to psychiatric hospitals. Trimble and Perez (1980) examined 281
patients admitted to an epilepsy centre for evaluation of their seizures or
rehabilitation using a valid questionnaire procedure and also found raised
levels of anxiety and depression, as did Kogeorgos ¢t al. (1982) in neurologi-
cal outpatients. Rates were about double what might be found in the
ordinary population.

Bipolar Affective Disorder

Bipolar disorder (DSM III) requires concurrent or consecutive evidence of
both depressive and manic symptomatology. Even though studies of depres-
sion and epilepsy are sparse, detailed reports of bipolar illness are even rarer.
Mendez et al. (1986) mention 2 cases, Flor-Henry (1969) mentioned 9 in his
report on 50 psychotic patients, this covering depressive patients too.

The problem of category priority in making diagnostic statements is well
typified by a patient drawn from Taylor (1972).

No. 76

A bank clerk, he was aged 31 at the time of operation. He was a British subject born
in Egypt. His mother was alive but his father, an alcoholic, died when the patient
was aged 11.

His birth was prolonged and difficult. At the age of 2 years nocturnal episodes
were observed in which he would swallow, retch, and smack his lips for about
2 minutes; nocturnal grand mal started at 15 years.

At 23 his wife observed attacks by day if he fell asleep, and also nocturnal
attacks. She described him as a violent morose man, very much feared by his
children. Aged 27 he had attempted suicide.

He came to London with his family aged 28 but his wife left him because of his
repeated assaults. He returned to the Lebanon to seek her but later returned alone to
London to work in a bank where he forged a cheque. He was committed to prison
for a year. On his discharge he had an acute psychotic episode in which he became
resistive, postured, prayed in Arabic, and refused food. Recovery was immediate
following one single electro-shock. One year prior to operation his wife rejoined
him, unaware of the interim history.

In the Unit before surgery he developed a religious psychosis. Over a period of
days, he became restless, took up an opisthotonic posture, closed his eyes and prayed
aloud in Arabic, and complained of feeling a strange rushing in his ears. He was
resistive and unmanageable. His wife described him as a liar and a cheat, a
thoughtless, brutal, offensive animal, extremely aggressive, subject to ugly moods in
which he would throw things about and hit the children.

EEGs revealed abnormal activity confined to the left temporal area. Psychologi-
cal tests revealed VIQ 109, PIQ 95. On his recovery from the acute psychotic
episode, left temporal lobectomy was undertaken and mesial temporal sclerosis was
found. Following operation he was free of epileptic attacks and auras. Gradually his
behaviour at home improved though he was subject to occasional bouts of
hypochondriacal rumination and to moodiness. One year after surgery his
VIQ =110, PIQ = 121. He returned to his post as a bank clerk and gained regular
promotion.

At follow-up 48 months after his operation, there was no abnormality in his
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mental state. His wife said that the ugly moods had disappeared, that he was no
longer subject to violence, and that he was appreciated and liked at his job.
Occasionally he would develop a hypochondriacal complaint but these generally
disappeared if they were firmly and sympathetically handled.

A few months after that follow-up interview he became mildly hypomanic
for a period of about 2 months, following which he became severely
depressed for 10 days and required hospital admission. Not until after the
paper was written did his manic-depressive disorder become apparent.
During the course of his subsequent major mood swings various of the more
disagreeable and socially problematic aspects of his personality emerged.
What psychiatric diagnosis was the most important? Does one diagnosis
preclude another? At which point in time should it be made?

One possible marker of changes in cerebral functioning was his fluctuat-
ing Performance I1Q (95-121) as against his fixed Verbal IQ (109-110).

A further case illustrates manic-depressive mood swings which emerged
at puberty out of a previously well-established depressive disorder to
culminate in suicide without any evidence for personality disorder or other
psychiatric diagnosis:

Manic-Depressive-Bipolar Disorder

Patient 188
He was 19 at the time of his right temporal lobectomy. The lesion was a calcifying
haemangioma.

Third born of three children to a comfortably placed rural family, his birth and
early development were normal. At 5 he became delirious for several days while
suffering mumps and measles together. His performance at school belied his
superior intelligence (W.B.I. on admission showed V.144 and P.128). From the age
of 11, he experienced disturbing episodic dream states, reminiscence, déja vii. These
intensified with low moods. Disappointed over a Latin test aged 12, he attempted
suicide with aspirin. At 14 he suffered an adenoviral encephalitis and lost 3 months
from school. The aura experiences became richer and intensified, feelings in the
stomach, foul tastes, a “sensation of turquoise water covering me from head to
foot”. Very stern self-control could reduce their frequency.

After a grand mal seizure when aged 16, his mood worsened and he experienced
unreality and depression. Several anticonvulsants failed to alter his seizures. He
performed very poorly in school leaving exams. Treatment for his depression
included ECT and drugs but mood swings continued; in episodes of elation he
would work furiously, change jobs then, depressed, he would give up, retire to bed
and sleep up to 18 hours a day. Another suicide attempt with codeine had serious
intent but he changed his mind. When hypomanic he was over-friendly, garrulous,
aggressive and meticulously neat. His need for sleep was diminished.

For eight months after surgery the fits ceased but the mood swings continued.
One evening he spoke to his psychiatrist at 7 p.m. and to his father at 11.30 p.m.
They both thought him well. When called, as requested at 6.20 a.m., he was dead.
He had consumed a huge quantity of drugs which he had hoarded over a long
period of time.
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This patient also showed a substantial Verbal/Performance discrepancy.
Lewis et al. (1984) reported ‘“psychomotor symptoms” in non-epileptic
patients with bipolar illnesses. She observed lapses of contact with reality;
loss of memory; unprovoked anxiety; episodes of déja vii; depersonalization;
and regarded them as “psychomotor phenomena” and suggested that they
raise intriguing theoretical questions about the neurophysiology of bipolar
illness. Mukherjee et al. (1984) found that one-third of their 75 patients with
Bipolar disorder showed minor neurological signs (graphaesthesia and face-
hand tests). There were 31 males and 44 females in the sample. They were
carefully neurologically screened. No mention is made of epilepsy or a
history of epilepsy. The authors attribute the development of signs to
chronic neuroleptic ingestion.

By contrast, in their study of 1227 inpatients, Johnstone et al. (1985)
found 47 patients who fulfilled the St. Louis criteria for primary affective
illness of whom 5 died and 13 were discharged before the detailed study. Of
the remaining 29, 25 were female and 4 were male; 4 were depressed only
and 2 suffered only manic episodes. Patients were assessed for their
neurological status, cognitive capacity, and their mental state. The authors
could not attribute their abnormality to neuroleptic medication. Three
patients had a history of fits. Their social behaviour and their activity were
more impaired than the other patients. This study of “a functional
psychosis” reveals a 12% history of epilepsy. These large studies of manic-
depressive illness reveal the usual bias towards female predominance in the
populations and bring into question the reliability of those studies of
affective disorder where the sample of patients is dominated by males. It also
seems likely that patients with epilepsy who have manic-depressive illness
are usually left out of studies of manic-depressive illness for the sorts of
reasons touched on in the introduction.

Hypomania and Mania

For the purpose of understanding brain/behavioural relationships there
would be distinct advantages to the study of mania and hypomania and
epilepsy. Hypomania accounts for only about 10-15% of affective illness.
Rarity should improve diagnostic precision. Unlike depressed affect which
might be experienced by most people and prove uncomfortable to some,
mild degrees of elated mood are unlikely to be seen by doctors. Treated
hypomania is thus more likely to be severe and distinctly separable from
situations or reactive moodiness.

Krauthammer and Klerman’s (1978) paper on Secondary Mania has
provided a stimulus which has released a series of case reports. Cohen and
Niska (1980) reported a case of recurrent mania associated with a right
brain lesion (subarachnoid haemorrhage), and mention 4 other reports of
mania secondary to localized cerebral lesions all of which were in the right
brain. They mention Dalen’s (1965) suggestion that cerebral damage may
provide an alternative to hereditary predisposition in the aetiology of mania.
More recent reports include those by Gummings and Mendez (1984) and
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Stasiek and Zetin (1985). Barczak et al. (1988) have reported two cases, and
Gillig et al. (1988) and Gross and Herridge (1988) each one other.

Two further cases are added here. The first suggests that cerebral
damage may alter the time of the onset of a genetic predisposition to mania.

(i) A 13-year-old boy was referred to a psychiatric facility for the management of
persistent and increasing signs of hypomania. He revealed marked motor
restlessness, pressure of talk with very marked sexual and salacious overtones,
and a preoccupation with his own ideas to the exclusion of the concerns of
others. A year before admission he had been admitted to a neurosurgical
service for exploration of a left fronto temporal mass on CT scan following
signs of an acute rise in intracranial pressure. But all signs of the mass had
resolved without treatment. The hypomania appeared some two months
before admission in what had been otherwise a year of rehabilitation to school.
In the psychiatric unit signs of a left hemiparesis became evident and
eventually a lymphoma deep in the right brain was diagnosed. The boy’s
father and paternal grandmother suffered manic-depressive disorder.

(ii) A 60-year-old man of impeccable background suddenly abandoned the family
business and took to driving at great speed in the pursuit of various pleasures.
His gross and offensive sexual behaviour in public led to his admission to a
psychiatric facility where a mass deep in the right hemisphere was discovered.
This too proved to be a lymphoma. (This case was seen by courtesy of
Professor B. Blackwell).

While it may be argued that all these cases with right brain lesions might be
refuted by counter examples from elsewhere in the brain, and that mass
lesions in the right brain do not invariably lead to hypomanic presentation,
they are sufficiently suggestive to indicate that a strategy of research, less
geared towards making generalizations from large group data and more
concerned with detailing the precise circumstances which create the interest-
ing associations, would be helpful in the way that Malamud’s (1967) paper
drew attention to the association between limbic tumours and schizo-
phrenia.

Hypomanic symptoms in people with epilepsy might be played down at
the expense of other diagnoses, in particular, the hyperkinetic syndrome in
epileptic children. Originally described by Kramer and Pollnow (1932) as
an extreme form of overactivity in children with brain damage or epilepsy,
it was described in classic detail in epileptic children by Ounsted (1955) and
in cerebral palsy by Ingram (1956). Its appearance in children subsequent
to chorea had been mentioned by Winnicott (1931). Although these papers
spawned, through Strauss and Lathinen (1947) and Bradley (1942) the
vexatious concept of the overactive child, the central issue, of a small subset
of epileptic children who display extreme hyperkinesis is well-known to all
paediatric neurologists. This type of disorder abates with age and indeed
may give rise later to depression and slowing up (ixophrenia). At the time of
its original description, child psychiatry was extensively influenced by
psychoanalytic concepts according to which young children were precluded
from a diagnosis of depression (and hence of manic disorder) because their
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superego was not sufficiently developed. Depression in childhood is now
extensively acknowledged (Rutter and Garmezy, 1983) and mania has been
described and reviewed by Weinberg and Brumback (1976). The phenome-
nological similarity between childhood mania and hyperkinesis is compell-
ing (Table 2).

Were childhood hyperkinesis of the severe type to be viewed as a
hypomania, we would have, in the lesion-based temporal lobe epilepsies of
childhood, a potentially powerful heuristic model for exploring brain
behavioural correlates and perhaps a better grasp of the changes in the
symptoms of mood-related disorder that occur with development. However,
apparent ‘‘paradoxical”’ effects of drugs occur where amphetamines may
switch the mood to profound depression (Ounsted, 1955) and phenobarbi-
tone elevate the excitement substantially. There is variability in the severity
of such cases but among those given below at least the term mixed affective
state might be more appropriate than what is available in the child part of
DSM III.

Patient 139909

He was born in 1974, the middle of 3 boys of intelligent middle class parents. Birth
and early development were normal until 21 months when he was discovered
convulsing in bed 30 minutes after being put down. He was febrile with a throat
infection. Another fever-induced brief seizure occurred at 3 years. Psychomotor
attacks began at 4 years 3 months, when in a shop, his face clouded over, he felt
“funny, sleepy and had a headache”. Seizures later included falling unconscious to
the ground. They were unresponsive to valproate but remitted for a year with
carbamazepine, then recurred. When admitted to a child psychiatric facility, he
experienced many psychomotor attacks and his low mood, anergia, phobia, and
social ineptitude were very evident. He remarked “I think that the part of my brain
that has fits is the part where my mind is”. EEGs suggested a right temporal focus
but were inconclusive. Initial scans were negative. After a year of negotiation and
treatment failure with increasingly variable swings of mood, parents agreed to
consider neurosurgery. Tests in Oxford revealed a lesion of the right temporal pole
which proved to be granulomatous tissue and also MTS.

This boy’s mood-related disorder was difficult to define but appeared to be
predominantly depressive though interrupted at times with periods of
excitability, activity, disinhibition and restlessness.

In the next case a more florid hyperkinesia—or hypomania—was
attributed to the poverty of his relationship with his mother. It is interesting
that this was regarded as an acceptable explanation rather than that his
awful behaviour had spoilt their relationship.

Patient 116332

His unmarried mother suffered pre-eclampsic toxaemia before his birth in 1978.
Birth weight was 61b 10z and in the special care baby unit two seizures were
described. After leaving hospital his mother found him hard to feed, hard to
manage and very wakeful. As mother’s relationship with him broke down, care was
shared with his maternal grandmother. From the time he started to walk, he was
regarded as overactive, distractable, oppositional, bad-tempered. In early childhood



TABLE 2. A contrast{comparison of diagnostic criteria for childhood mania and attention deficit disorder

Childhood Mania

The presence of either or both symptoms 1 and 2, and three or more
of the remaining 6 symptoms (3-8)

Euphoria

(a) Denial of problems or illness

(b) Inappropriate feelings of well-being;
Inappropriate cheerfulness;
Giddiness and silliness

Irritability and/or agitation (particularly belligerence,
destructiveness, and antisocial behaviour)

Hyperactivity, “motor driven”, intrusiveness
Push of speech (may become unintelligible), garrulousness
Flight of ideas

Grandiosity (may be delusional)

Sleep disturbance (decreased sleep and unusual sleep pattern)

Distractability (short attention span)

Attention Deficit Disorder

A. Inattention. At least 3 of the following:

(1) often fails to finish things he or she starts

(2) often doesn’t seem to listen

(3) easily distracted

(4) has difficulty concentrating on schoolwork or other tasks
requiring sustained attention

(5) has difficulty sticking to a play activity

Impulsivity. At least 3 of the following:

(1) often acts before thinking

(2) shifts excessively from one activity to another

(3) has difficulty organizing work (this not being due to
cognitive impairment)

(4) needs a lot of supervision

(5) frequently calls out in class

(6) has difficulty awaiting turn in games or group situations

Hyperactivity. At least 2 of the following:

(1) excessively runs about or climbs on things

(2) has difficulty sitting still or fidgets excessively

(3) has difficulty staying seated

{4) moves about excessively during sleep

(5) 1is always ““on the go” or acts as if “driven by a motor”

(Taken from DSM III (American Psychiatric Association, 1980) )
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“attacks” which were attributed to breath holding were described. By 1985 mother
reported to a neurologist that “petit mal” attacks had been occurring for the last
year in association with a worsening behavioural problem. No abnormality was seen
in his EEG. Social workers concerned about child abuse had given charge of him to
his grandmother. Behavioural management by psychologists was attempted but
failed. Psychiatric advice was sought.

In the presence of his mother, he was wildly distractable, endlessly and
dangerously restless, frantic, noisy, and disinhibited. These traits were reduced in
her absence and he could be quieted. He showed high levels of anxiety. His attacks
were clearly psychomotor in type and there was an aura and mumbling of gibberish.

His EEGs showed a left temporal focus. His WISC scores were V.92, P.85. He
was left-handed. Scans revealed a deep lesion in the mesial aspect of the left
temporal lobe. After several weeks of psychological preparation of mother and
child, this was removed in May 1986 without sequelae. It was an oligodendro-
glioma. Rehabilitation was in the psychiatric unit for 3 weeks when he was returned
to the care of his mother. By September he and his mother sat quietly for an hour
during a revisit to the unit; they seemed to be enjoying their relationship.

Patient 157014
The fourth of 4 siblings born at term in 1975. His birth and development were
normal until a brief fit with fever at 9 months. At 11 months, another convulsion
lasted for over an hour and led to some developmental regression. He developed
with an early tendency to prefer the left hand. Psychomotor attacks began at 2 years
6 months and were markedly vegetative in form with vomiting at the onset of some
attacks and urination with others. In the prodromal period he would sometimes
become remarkably tranquil, inert, silent; or else his energy would become even
more than usual with flitting attention, distractability, restlessness. His stable
mental state, however, was one of pervasive sadness despite his overactivity.

He was sexually, markedly inappropriate making direct and frank sexual
advances to nurses.

EEGs showed right-sided onset and emphasis in his attacks and scans confirmed
right-sided atrophy. Psychological tests on WISC showed V.74, P.57. No operation
is possible.

Voeller (1986) describes a Right Hemisphere Deficit Syndrome in children
who showed, for the most part, considerable deficits in performance skills
compared to verbal skills, and 14 of the 15 subjects were reported to be
“hyperactive’” and showed Attention Deficit Disorder, half of them having
received medication. They appeared to have great problems with affective
cues.

Case 141161

Born in 1975, the first of 2 children. Normal birth and early development. He
suffered mild measles and rubella aged 4. There were no problems before the onset
of epilepsy in November 1982 heralded by a grand mal seizure followed a week later
by another and the subsequent rapid development of left-sided focal seizures.

He was admitted from a neurological ward to a psychiatric facility in November
1983 with a history of overactivity, disinhibition and irritability, greatly exacer-
bated for 2 months since the introduction of primidone. On admission he was
overactive, over-talkative, fatuous, glib and disinhibited. EEGs revealed a mainly
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right parieto temporal abnormality with secondary generalization. Scans revealed
no abnormality.

Psychometric testing revealed VIQ 108 and PIQ) 121. Reading age was 7 years 5
months at 84 years. Neither seizures nor mood could be adequately controlled.
School work was impaired by lack of concentration, seizures, and behavioural
problems. A diagnosis of viral encephalopathy was entertained but could not be
proved. Epilepsy continued, the EEG abnormalities generalized, cognitive deterio-
ration ensued and his mood disorder increased with lability, irritability and
dysphoria. As his illness progressed his IQs fell: VIQ from 108 to 85 (23 points) and
PIQ from 121 to 82 (39 points).

When first seen on the neurological wards at 8 years of age he had been
regarded as a hyperkinetic child, fascinated by water, with considerable
overactivity, restless, showing marked “attention deficit” and careless,
dangerous, play. Regarding his disorder as hypomanic induced by organic
cerebral dysfunction is an important reformulation in keeping with the
development of mood lability and depressive episodes later.

Relevant Studies in the Falconer Series

(a) Affective Disorder

Murray Falconer performed his first temporal lobectomy for epilepsy in
1951. Initially patients came to operation largely via the psychiatrist
epileptologists, Desmond Pond and Denis Hill, and spent several weeks pre-
and post-operatively in the psychiatric wards. All the patient clerking and
all the research assistants on the unit were psychiatrists. Some patients came
via other routes often fortuitously or through special pleading. Many
research papers sprang immediately from the enterprise and by 1957 the
level of psychiatric morbidity in the first 27 patients operated was very
evident (Hill et al., 1957). This is a very important point. It reveals the
extreme bias towards working with patients with psychiatric morbidity. But
that has proved crucial to the neuropsychiatric research component, that is
to say, to make worthwhile statements about the relationship of temporal
lobe epilepsy to psychiatric disorder, people with psychiatric disorder and
temporal lobe epilepsy must be studied. Of the first 27 cases, however, 18
were regarded as ‘“‘character disorders” which included very diverse ele-
ments of an enduring nature in the personality which were troublesome. In
the pre-operative mental state predominantly affective disorder occurred
twice in 27 cases.

Post-operatively they noted: (i) improved intellectual functioning, (ii)
reduction in aggressiveness, (iii) changes in sexuality, (iv) increased warmth
in relationships. These have been many times since confirmed. But Hill et al.
(1957) also noted (the idea coming from psychoanalysis) a “turning in”’ of
aggressiveness with a tendency to develop depressive mood. This occurred in
11 of 27 patients. ECT was subsequently given to 5 of these 11. The
paranoid character of the illness was also noted.
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Ten years later Taylor (1968) was influenced, not by a psychoanalytic,
but by a sociological perspective. Were patients better off for their surgery?
Mental state was a dependent variable classed as tightly as possible.
Depression was not a major category in that analysis and more than one
category could be used for a patient. About a quarter of the 100 patients had
shown depressive features at some time before operation. Post-operative
depression was most flamboyant in the immediate post-operative period,
usually in people prone to depression. About one-third of the neurotic
disorders improved after surgery, but many patients were ‘“depressed” from
time to time throughout clinical follow-up. Their mental state sometimes
did and sometimes did not affect their work, their lives, and the worthwhile-
ness of surgery. Very poor pre-operative social functioning was unlikely to
improve after surgery in adults. Much of the improvement in social
functioning is associated with stopping the epilepsy. Social adjustment is a
much better basis for judgement than mental state for the purpose of
calculating the general benefit of surgery. Significant differences in social
adjustment occur between different groups of patients with various small
tumours encountered in the resected lobes (Taylor and Marsh, 1977a). The
poorest social adjustment pre-operatively was in the group with ganglioglio-
mas and solid angiomas; astrocytomas and oligodendrogliomas were more
often associated with marked improvement in adjustment after surgery
though late morbidity may supervene.

(b)  Suicide

In keeping with the severe psychopathology, the series had a high rate of
suicide. Suicide attempts are one of 8 features, of which 4 are required for a
diagnosis of a major depressive episode under DSM III criteria. The notion
that attempting suicide is, of itself, suggestive of depressed affect is not
supported by actual studies of attempted suicides (Hawton et al., 1982), even
though many completed suicides have a history of previous attempts. In case
the operation played a part in that mortality, we studied all the deaths
(Taylor and Marsh, 197754). All 193 patients operated before 1970 were
studied, giving a 5-year follow-up period at least. There were 37 deaths,
including a minimum of 9 and possibly 11 suicides. Three impulsive suicides
occurred under the age of 20 but all other suicides and probable suicides
occurred in the decade 3040 years of age, 5 suicides occurred in the first 2
post-operative years (see Fig. 1).

Studies of suicide in the general population reveal that social isolation,
social mobility, divorced and single status, ageing, and many varieties of
serious illness and brain disease are conducive to suicide. So that elevated
rates of suicide among certain people with epilepsy are consistent with these
characteristics and do not necessarily suggest that current affective disorder
is the only factor. Suicide is more impulsive in younger persons whether
epileptic or not. Barraclough (1981) concluded that people with epilepsy
had a fivefold risk of suicide over the population at large. Patients with
temporal lobe epilepsy showed rates up to 25 times, whereas those accepted
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for life insurance only 2:5 times. In samples of people with epilepsy, suicide
attempts and completed suicides will vary markedly with the age and sex
compositions of the samples and with their degree of social and psychologi-
cal incapacity.

The study thus confirmed what is known about the characteristics of
suicide and reveals no special features related to the epilepsy or the surgery
except that the decade of highest suicide risk was a decade younger than in
the general population.

(¢) Lateralisation of lesion and operation

There were occasional glimpses of effects—low extraversion in left-operated
males (Taylor and Marsh, 1979), schizophrenia in left-operated, left-
handed, late onset epilepsy, females (Taylor, 1975), which have been
suggestive of the interest and benefit of left versus right analysis and male
versus female analysis.

There was an early indication (Taylor, 1968) of a tendency for “neur-
osis” to be diagnosed in patients who later had right operations and
psychopathy in those who had left operations. Recently (Taylor and
Lochery, 1987) have shown that hemisphere-related issues are involved in
aura complexity. These are potentially interesting dichotomies because they
are clinically relevant. But the more intriguing effects demand the most
convoluted analyses and there is much more to be learned.

TaBLE 3.  Emotional and psychological effects of lateralized brain damage— composite accounts

Left Brain Right Brain

Female crying destructive lesions Hemispherectomy euphoria
Male laughing irritative lesions Male laughing destructive lesions
Damage Despair Damage Minimization
“Dysphoria” Hopelessness “Indifference” Placidity

Anger Jokes

Self depreciation Elation

Fits of crying Social disinhibition
Amytal Dysphoria Amytal Euphoria

Tears
ECT for VIQ Loss ECT for PIQ Gain
Depression Depression

(From Sackeim et al., 1982)

Left Brain Right Brain
Defective Verbal Mediation Reliance on emotional stimuli which are
Faulty evaluation of nuances misperceived
Bland Disorders of affective speech and drive relevant cues
Inappropriate symbolic process from internal and external sources
Reflective ruminative strategies Affective tone
Somber Detection of horror expression
Feeling coded in sterile intellectual terms Suppression of the unpleasant
Failure of matching to emotional scenes Inattention, Denial, Imperception, Anosognosia,
Neurolinguistic losses Gesture, Aprosodia

Catastrophic reaction

(From Bear and Fedio, 1977; Fedio and Martin, 1983; Sackheim et al., 1982)
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Lateralization effects are unlikely to be consistent as between the sexes
and over development. Early life brain lesions may distort normal cerebral
organization or else produce behavioural disruptions more characteristic of
a general, rather than a specific, brain dysfunction. Tabulations are given
drawn from important and suggestive work by Fedio and Martin (1983),
Bear and Fedio (1977) and from Sackheim et al. (1982).

Finally, before becoming too enamoured of the “new” dichotomy, we
might reflect upon its very long history and its vicissitudes (Harrington,
1985).

Summary

Does the study of affective disorder in epilepsy prove interesting?

(a) Illuminating mood disorders?

There may be tendencies towards depression or mania with lateralized brain
dysfunction though the precise relationship will probably vary between the
sexes and with whether the lesion is more irritative than destructive, or vice
versa, and the timing of its origin in development. Probably the ordinary
cerebral systems regulating mood would be those concerned but these may
be damaged and respond differently neurochemically.

(b) Quality or quantity?

Affective disorder in people with epilepsy has been little studied and epilepsy
in people with affective disorder largely excludes them from studies. Such
studies as there are suggest that rates of affective disorder are increased but
not beyond the levels in similar brain disorders such as multiple sclerosis
(Schiffer and Babigian, 1984; Rabins et al., 1986). The form of the
depressive illness may have an “organic’ flavour. Suicide rates are high, not
necessarily because of affective disorders alone, but because of the aggrega-
tion of many suicide factors in some people with epilepsy.

(c) The subset of persons particularly prone are those who conform most
to the sorts of criteria generally associated with depression and these
aggregate in people with epilepsy. The “organic” factor, other than “brain
damage”, is elusive but evidence is supportive of a relationship between
deep right brain lesions and hypomania. Hypomania may be a more
heuristic description of the “organic hyperkinetic syndrome” and this may
suggest structural damage to non-dominant systems as does organic mania.
But early life lesions may disrupt dominance relationships.

(d) Neuropsychiatry and Behavioural Neurology offer a new possibility
for profitable and beneficial resynthesis. Careful attention deserves to be
given to terminologies which appear to be shared but which may have
become differently applied between the two disciplines.
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