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to a looseness or absence of definition of terms. Psychomotor
seizures evolved imperceptibly into temporal lobe epilepsy,
then complex partial seizures, and now limbic epilepsy. These
terms are not synonymous but have been used interchangeably.
Possibly there are limbic discharges in generalised seizures,
which complicates the terminology and the issues further.
Precise definition and measurement of psychopathology are
also important to distinguish between personality disorders and
other psychiatric states, as emphasised by Trimble and Perez.17
Secondly, there is often a sampling bias. The high frequency of
temporal lobe epilepsy in adult clinics is not widely appreciated.
Three major studies of the application of the International
League Against Epilepsy seizure classification to adult neuro-
logical clinics in different countries suggest that up to three
quarters of the patients have partial seizures.18 Most of these
will have temporal lobe epilepsy.11 Finding a high incidence of
temporal lobe epilepsy among psychiatric patients with
epilepsy may not be of great importance since it may simply
reflect the incidence of this type of epilepsy in adult clinics.
Thirdly, the electroencephalographic findings have tended to
confuse as much as to illuminate the subject. Many authors
include temporal spiking in their diagnostic criteria, some
include other (for example, slow wave) temporal phenomena,
and others avoid using electroencephalographic criteria. It
should not be forgotten that "all that spikes is not fits,"19 and
that in some psychiatric disorders unassociated with epilepsy
temporal spikes or slow activity have been noted.20 The latter
observation, however, has reinforced the search for the
temporal lobe basis of the psychopathology associated with
temporal lobe epilepsy.

Finally, though it is widely recognised that many factors
contribute to psychological disorders in epilepsy2l 22 -includ-
ing brain damage, long term drug treatment, and powerful
psychosocial influences-such factors are frequently not
controlled for in studies of temporal lobe epilepsy and psycho-
pathology. This is especially true of anticonvulsant treatment.
Patients with partial seizures are more difficult to treat than
those with generalised seizures,3 24 which is one reason why
temporal lobe epilepsy is seen frequently in adult clinics.
Rodin et a125 showed that such patients end up taking more
drugs than those with other types ofseizure. There is increasing
evidence that such polytherapy has an adverse effect on mental
function.21 26 27
Much psychopathology in temporal lobe epilepsy may be

due to the interaction of multiple factors. Patients with partial
seizures, especially when this is associated with brain damage,
tend to have more frequent attacks, take more drugs, and suffer
more adverse psychosocial stresses than patients with
generalised seizures. More effective treatment of epilepsy at
the onset may be the way to prevent chronic poorly controlled
epilepsy with its attendant risk of chronic psychopathology.24
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Amniotic band syndrome
Amniotic bands are an unusual and ill recognised cause of fetal
malformation.' Their exact incidence is unknown, but reported
series suggest they occur in between one in 1200 and one in
15 000 live births.2 Clustering of cases has been recorded.3
They are commoner in early pregnancy.4 The relation between
the bands and the fetal malformations with which they are
associated remains controversial.

Morphologically no real advance has been made since the
pathological features were summarised by Ballantyne in 1902.5
He concluded that amniotic bands and adhesions occur in re-
lation to the head, abdomen, and back of the fetus, between the
fetus and the umbilical cord, and between one part of the fetus
and another. They may be associated with malformation of the
limbs. Bands may occur between one part of the amnion and
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another in the absence of fetal malformations. Where a band is
attached to the fetus there is usually a local deformity. Bands
may connect two malformed fetal parts and have no connection
with the amnion. Adhesions to the head or trunk may be asso-
ciated with ring constrictions of the limbs, but similar fetal
malformations may be found in their absence.
The fetal malformations fall into three main categories:

limb defects, craniofacial defects, and visceral defects.2
The abnormalities of the limbs include constriction rings,
amputations, pseudosyndactyly, abnormal dermatoglyphs,
and clubbed feet. Craniofacial lesions include anencephaly,
encephalocele (which may be multiple and asymmetrical),
cleft lip and palate, and nasal deformities which do not coincide
with normal facial clefts, asymmetrical microphthalmia, and
abnormal calcification of the skull. The most common visceral
abnormalities are omphalocele and gastroschisis.

This association of bands with such diverse malformations
poses several fundamental problems, perhaps the most im-
portant being whether or not they form a true syndrome or
represent a heterologous collection of abnormalities of dif-
fering aetiology.
The most widely accepted hypothesis to explain the origin

ofthe bands is that proposed by Torpin.6 He suggested that in a
few pregnancies (perhaps one in 10 0007) the amnion is torn in
the first trimester and the fetus comes to lie in a false cavity
between the amnion and chorion. The torn or abnormal amnion
and the chorionic mesenchyma may then form bands which
become attached to, or encircle parts of, the developing embryo
or fetus. The absence, either totally or partially, of the amnion
is a feature of the placenta in cases of the amniotic band syn-
drome.8 As an extension of this hypothesis possibly major
embryonic malformations may occur concurrently with dis-
turbances of amniogenesis leading to an incomplete or fene-
strated amniotic sac. That the annion may fail to develop is
confirmed by its absence in anembryonic blighted ova.
None of the anatomical lesions associated with amniotic

bands are unique, and all may occur in man or animals in the
absence of bands. Consideration of perhaps the most charac-
teristic abnormalities, constriction rings and reduction defor-
mitiesofthelimbs,emphasises the difficulties that this syndrome
poses. In rabbits reduction of malformations occur in the
absence of bands and may be recessively inherited.9 A local
area of capillary dilatation, cystic degeneration, and local
demarcation leads to sloughing of the distal part of the fingers
and toes. A similar lesion has been described in mice.10
Vasopressor substances may produce these lesions in rabbits,'
while selenium may do so in chick embryos.'2 Rare examples
of recessively inherited reduction malformations have been
documented in man." In each of these examples raw areas of
fetal tissue might possibly form the site of attachment of an
amniotic band in the presence of a torn abnormal amnion.
Vascular occlusion of the brachial artery at its bifurcation,
probably as a result of emboli from thrombosed placental
vessels, has been described in three liveborn infants with
absence of the distal forearm'4 as well as in a spontaneously
aborted fetus, though in none of these cases were there amniotic
bands. Nevertheless, early amniocentesis in rats"5 results in a
syndrome which closely parallels the amniotic band syndrome

in man, and experimental data also suggest that amniotic bands
play a part in some facial abnormalities.'6 Much emphasis is
placed on the asymmetry offacial abnormalities associated with
bands, but similar malformations may occur in primates in
their absence.'7 Clearly the relation between amniotic bands
and fetal abnormalities has not been proved conclusively to be a
cause and effect phenomenon, and it follows that it is difficult
to define a specific amniotic band syndrome.
What is generally accepted, however, is that the syndrome is

non-recurrent in man and that it is safe to counsel patients to
this effect.2 The only point of doubt is that since amniotic
bands may possibly attach themselves to damaged or abnormal
embryonic or fetal tissues care must be exercised in those cases
where bands are found in association with malformations of
known genetic risk such as cleft palate or anencephaly. In such
instances it is probably most appropriate to counsel the patient
on the basis of the anatomical abnormality and its associated
risks, since modern antenatal diagnostic techniques such as
ultrasound allow their detection in early pregnancy. These
newer techniques may also lead to the diagnosis of the amniotic
band syndrome in women with uneventful reproductive
histories.18
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