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MEDICAL PRACTICE

Clinical Problems

Place of Surgery for Temporal Lobe Epilepsy during
Childhood

MURRAY A. FALCONER

British Medical Journal, 1972, 2, 631-635

Ammon's horn sclerosis, or mesial temporal sclerosis as it is now
often termed, is the most common single lesion found at
necropsy in the brains of epileptic patients who have died a
natural death. Long regarded as incidental or even secondary to
major convulsions at any age, new evidence is accumulating
that it is often the result of an asphyxial episode such as a
severe febrile convulsion occurring in infancy. The nerve-cell
loss is then followed by gliosis and scarring which "ripens" into
an epileptogenic lesion in its own right and one which occurs
commonly.
The case histories of four patients, two adults and two in their

teens, are described. All four had experienced severe febrile
convulsions in infancy and had developed their habitual
epilepsy shortly afterwards. In each patient the epilepsy proved
resistant to drugs. Eventually each patient, after a long
medical pilgrimage from one paediatric or epileptic centre to
another, underwent a period of intensive E.E.G. and neuro-
radiological investigations and was shown to be suffering from
unilateral temporal lobe epilepsy. Each of the four patients then
underwent a unilateral anterior temporal lobectomy which
disclosed mesial temporal sclerosis. All were subsequently
relieved of epilepsy and then began to live normal lives. Their
case histories are related in detail as it is felt that there are
many other persons with epilepsy in the community who could
similarly be helped. Some guide lines are therefore given to the
problems of recognition of temporal lobe epilepsy in childhood.

Case 1

The patient, a 23-year-old man, had had a normal birth. Between
the ages of 2 weeks and 6 months, five febrile convulsions had

occurred some lasting over an hour. At 2! years he started to have
brief "absences." Petit mal was diagnosed at a children's hospital
and anticonvulsant medication was started. By the age of 4} years

attacks were occurring several times each week and wvere inter-
fering with his schooling.
Between the ages of 7 and 22 years he was successively in three

epileptic colonies. Occasional bouts of aggression occurred and
the fit frequency averaged two or three a week. Hi's fits averaaged
four a month at the age of 14- years and were not controlled
by medication. At the age of 22 he was sent in succession to three
industrial rehabilitation units for training, but each time was dis-
charged after only a few weeks because of the freauency of his
seizures. The seizure pattem throughout was constant. Each
attack began with an epigastric sensation described as "butterflies"
followed by loss of consciousness, during which he would cry

out and swear, abduct his left arm and leg, and make "hopping
movements" with his right leg for about a minute. At the end of
this period he was investigated in a university neurological denart-
ment, where a diagnosis of right-sided temporal lobe epilepsy
was made.
On admission to the Neurosurgical Unit he seemed physically

healthy and neurological examination was negative; he was right-
handed. An intracarotid amylobarbitone sodium test showed that
the left hemisDhere was dominant for speech. Skull x-ray films
showed that the right middle cranial fossa was slightly smaller
than the left, and an air encephalogram that the right temporal
hom was slightly dilated (Dr. R. D. Hoare). By that time numerous

E.E.G. records, including studies made with sphenoidal electrodes
under intravenous thiopentone narcosis, had disclosed frequent
spike d:scharges at the right anterior temporal region (Fig. 1).
On 12 June 1970 he underwent a right 6-cm anterior temooral

lobectomy under local analgesia. Electrocorticography disclosed
high-voltaze snikes in the anterior nart of the right temooral lobe
(Dr. M. V. Driver). The resected specimen included part of the
hippocampus and the amvgdala, and subseauently Dr. J. A. N.
Corsellis reported the histological appearances of Ammon's horn
scl-rosis (Fig. 2).
There was a remarkable transformation after operation. He

remained completely free of any epileptic manifestation though
he was still on a dose of anticonvulsant drugs. A year later he
had completed a six-month course of training in electrical and
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FIG. 1-Case 1. Sphenoidal E.E.G. during early stage of intravenous
thiopentone narcosis showing frequent spike discharges in channels 13
and 14, with phase reversal at the right sphenoidal electrode.

FIG. 2-Case 1. Photomicrograph showing, below, the hippocampus, with
nerve-cell loss indicated between arrow-heads in H, sector of pyramidal
band, and, above, the amygdala, with nerve-cell loss on right of dotted
line. (Cresyl violet. x 18.)

electronic wiring and assembly and subsequently worked steadily
in assembling equipment in automatic telephone exchanges and
could undertake routine household duties.

Case 2

This patient, a 20-year-old man, had been bom normally and had
negative family history for epilepsy. At the age of 14 months he
had a febrile convulsion lasting two to three minutes, and at the
age of 41 years he had status epilepticus with fever lasting four
hours. Up to the age of 7 years, however, his progress otherwise
appeared normal. He then began to suffer from "drop attacks,"
for which he attended a children's hospital. His habitual seizures
started a year later. They began with some cephalic sensation and
sometimes also with a fullness in the epigastrium. Bystanders
would observe a major convulsion affecting the right limbs more

than the left. At times he was also aggressive. When 8 and 9
years old he was admitted as an inpatient to two leading London
paediatric centres. In the first of these a sleep E.E.G. record
with quinalbarbitone was made, and this showed slow-wave activity
in the right posterior temporal region (Fig. 3 a). Unfortunately
this clue was not subsequently followed up, and in the second
centre only two routine records were made during the course of

seven months. His seizures continued several times a month in
spite of regular medication.
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FIG. 3-Case 2. (a) E.E.G. during quinalbarbitone narcosis at age 9 years
showing the slow activity with phase reversal between channels 5 and 7. (b)
Routine E.E.G. on admission at age 20. Spike discharge is visible in elect-
rodes 1, 2, and 3 with phase reversal between channels 1 and 2. Montage is
similar in both records except that channels alternate between right and left
in first record and are grouped four on right in second record, followed by
four on left.

Then one day, when 20 years old, he had a sore throat with
a fever of 104'F (40'C). On the third day he had six major con-
vulsions and immediately afterwards exhibited a peculiar mental
state. He predicted his mother's imminent death. He had acquired
strange powers through "microns," which were a form of energy
that could penetrate matter in the same way as x-rays did. Through
these microns people were reading his thoughts and he theirs. He
also felt that he could control by a wave of his hand the direction
of the wind and the direction in which blades of grass were bent.
One teaching hospital diagnosed schizophrenia and another an
acute confusional psychosis.
Ten days after the onset of his illness he was admitted to the

Maudsley Hospital, and for a while it seemed as if his psychosis
was diminishing. Then a month after the first episode, and while on
sulthiame 200 mg twice daily and phenytoin 100 mg three times
daily, he suddenly had 10 convulsions within 24 hours. His psy-
chosis re-emerged and he assaulted a male nurse with a chair.

Routine E.E.G.s showed a spike-discharging focus on the right
side, with phase reversal at the electrode common to the inferior
frontal and anterior temporal regions (Fig. 3 b). In subsequent
thiopentone sphenoidal E.E.G. studies and also in sleep records
the spike focus was located to the right anteroinferior temoral
region (Dr. M. V. Driver). The neurological and x-ray examinations
were negative. An air encephalogram showed sligh,t dilatation of
the right temooral horn (Dr. R. D. Hoare).
On 7 August 1970 a right lateral cranitomy was performed under

general anaesthesia. The anterior part of the right temporal lobe
appeared pale. Electrocorticography showed spike discharges in
the mid-temporal gyrus, while the uncus was comparatively silent,
suggesting the possibility of an underlying lesion. Depth electrodes
inser-ted into the amygdala and hippocampus were also silent. A
7-cm anterior temporal lobectomy was carried out including part
of the amygdala and the an,terior 3 cm of the hippocampus (Fig.
4). Dr. J. A. N. Corsellis subsequently reported "an Ammon's
horn sclerosis."
This patient was also subseauently transformed. He had a

smooth postoperative course and within a week was approachable.
When first auestioned about "microns" he said that they were

"possible" but by the end of a month he said he really did not

know what a micron was and that it was all "science fiction." Three
weeks postoperatively an E.E.G. still showed some slow activity
in the rizht temporal region but without spikes. He had a slight
left unDer-quadrantic homonymous hemianopia. He was discharged
home on phenobarbitone and phenytoin, but two and a half months
after operation he develooed a sudden rise in temperature and
had a single seizure. He was given primidone 250 mg and pheny-
toin 100 mg both three times daily.
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FIG. 4-Case 2. A, Coronal section through a temporal lobe showing typical

appearance of hippocampus. Compare with B. B, Resected specimen in

Case 2 showing gross atrophy of hippocampus on left of picture.

When seen in April 1971 there had been no further epileptic

attacks and he was training to be a diesel-engine fitter. A year later

he was in full work and was still well.

Case 3

A 13-year-old girl had been jaundiced and premature at birth. At

the age of 11 months she developed an upper respiratory infection.

In the evening two days later she suddenly emitted a cry and her

paren-ts found her lying unconscious in her cot with her eyes

rolled upwards. She was admitted to hospital with a fever and a

provisional diagnosis of meningitis was made-though a lumbar

puncture showed only blood-stained cerebrospinal fluid and no

organisms were cultured. She was treated with sulphonamides

and discharged home two weeks later. This illness occurred during

a pzriod of air raids and her case records were scanty.

Her habitual seizures started at about 3- years of age. They

began with an abdominal sensation described as "colic" and

were psychomotor in character. At the age of 10 she developed

a giddy feeling inside her head at the time of the abdominal
sensation and she became aware that whenever these sensations

appeared she could not speak.
On admission to the Maudsley Hospital Unit she seemed an

apparently healthy girl in early adolescence. She was right-handed.
The left half of her skull was slightly smaller than the right, while

the air encephalogram showed slight enlargement of the left
temporal horn. A sleep record after 200 mg of quinalbarbitone
produced a clear-cut left anterior temporal focus of spike and
slow waves. A thiopentone sphenoidal study showed spiking at

-the left anterior temporal convexity and to a less extent at the

left sphenoidal electrode (Dr. G. Pampiglione).
On 11 June 1954 a left lateral craniotomy performed under

general anaesthesia disclosed a pale atrophic temporal lobe. Electro-
corticography showed diminished electrical activity over the
anterior half of the lobe with scanty spike discharges. A 4-5 cm

left anterior temporal lobectomy was performed including the uncus

and the anterior 2 cm of the hippocampus. At the time it was

recorded that this was one of the smallest temporal lobectomies
that had been performed. Dr. (now Professor) J. B. Cavanagh re-

ported that there was "in parts a complete loss of cells in all

sectors of Ammon's horn with concomitant gliosis . . . A good
portion of the amygdaloid nucleus is included in the specimen
and this shows severe focal cell loss and gliosis."

In the first postoperative week she suffered a number of neigh-
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bourhood seizures but thereafter she became permanently fit-free.
Her personality improved and her I.Q. levels (Wechsler) rose
from a preoperative full scale score of 81 to a level one month
later of a full scale I.Q. of 95. The postoperative E.E.G. was
also improved. She stopped medication after two years. In April
1971 her family doctor reported that she appeared to be living
a normal married life, was free of epilepsy, and was looking
after her healthy 2-year-old child.

Case 4

An 11-year-old boy had a possibly difficult birth but at the age
of 1 year was described as a bright child. At 2 years he had
"teething convulsions" with two bouts of status, each lasting
three hours and both occurring on the same day. Shortly after-
wards he began having akinetic psychomotor seizures charac-
terized by salavation, chewing, and swallowing. He could not
recall any aura and often did not know he had an attack. From
3 years onwards he was disobedient, destructive, truculent, and
deceitful. At the age of 10 years he was admitted to an epileptic
colony but was dismissed after only nine weeks on the grounds
that he was too belligerent.
On admission to the Neurosurgical Unit he appeared unkempt,

and though at times anxious to please this mood would last for
only a few moments. He was right-handed. Neurological exam-
ination was negative. The skull x-ray picture and an air encephalo-
gram were normal. Numerous E.E.G. recordings, including studies
with sohenoidal electrodes under thiopentone narcosis disclosed
multiple spike-discharging foci, which, however, were predominant
in the left inferior temooral region (Dr. G. Pampiglione). On 27
July 1954 a left lateral craniotomy was performed under general
anaesthesia. The temooral lobe apoeared small. Electrocorticography
showed widesoread spike discharges over most of the temporal
lobe, with occasional sDike discharges in the suprasylvian region.
A 5-5 cm left anterior temporal lobectomy was performed the
specimen including part of the amvgdala and the hinpocampus.
These latter structures felt hard to the palpating finger. Dr. J. B.
Cavanagh subsequently reported that "the amygdalo;d complex
and Ammon's horn anneared to be reduced in size." Histologically
there was "a well marked Ammon's horn sclerosis involving also
the amygdala, the hippocampal gyrus, and the uncus."

After the oueration he was comuletely fit-free. A vear later his
headmaster reported that he "was no more aggressive than an

ordinary boy." The E.E.G. showed an occasional generalized burst
of sharp-wave discharges at 4 c/s but no focal spikes, while thio-
pentone sphenoidal records showed onlv reduced activitv in the

-sphenoidal ear channel on the left side (Dr. W. A. Kennedy). His
I.Q. levels (Wechsler), which Dreoperativelv were full scale 86

(V.S. 82, P.S. 94), were reported as F.S. 93 (V.S. 86. P.S. 82). He
reported back to the Neurosurgical Unit in April 1971 saying that
he had been completely fit-free without medication for 17 years
and had been in regular work.

Discussion

The causes of temporal lobe epilepsy are many, ranging from the
small field of space-occupying lesions at one end of the spectrum
to the various degenerative diseases of the brain at the other.
These four cases illustrate one of its more common causes

namely, mesial temporal sclerosis. This is a lesion which
necropsy studies show to be the commonest structural change
found in the brains of epileptics who die a natural death;' it is
unilateral in 80% of cases.1
Four facts should be emphasized in these cases histories.

Firstly, all patients had their onset of habitual epilepsy within
months or a few years after one or more attacKs Ot severe

febrile convulsions in infancy; secondly, none of them had a

history of epilepsy in the first-degree relatives, although Case 1
had such a history in distant relatives; thirdly, none had a

definite history of difficult birth; and fourthly, all four were

cured both of epilepsy and of an associated personality disorder

by removal of the temporal lobe, which contained in each instance
the same pathological process of mesial temporal sclerosis. It
would be difficult to come to any other conclusion but that the
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mesial temporal sclerosis had been responsible for both the
epilepsy and the behavioural disorder.
My colleagues and 12-8 believe that although a genetic

factor may also be present the most common cause of mesial
temporal sclerosis is an asphyxial episode, such as a severe
febrile convulsion occurring between the ages of 6 months and
4 years, at a time of life when the mesial temporal structures,
such as the hippocampus, the amygdala, the uncus, and the
parahippocampal gyrus are particularly vulnerable to anoxia.
The genetic factor may possibly be a tendency to have seizures
once a fever develops. The nerve-cell damage then sustained
"ripens" into a sclerotic process which we term "mesial tempo-
ral sclerosis" and which becomes a potent epileptogenic lesion in
its own right. Ounsted, Lindsay, and Norman9 have put
forward identical views.
The reason why the true significance of this well-known

lesion'°10 should have been neglected for so long is in the fact
that most neurosurgeons when performing an anterior temporal
lobectomy for epilepsy follow previous leads12-15 and resect the
superficial part of the lobe but suck out the deeper structures,
such as the amygdala and the hippocampus. If these techniques
are followed any lesions in these deeper structures are destroyed.
Resecting the deeper structures is admittedly more difficult than
the suction techniques but does facilitate clinicopathological
correlations.16

DIAGNOSIS

The four case histories reported here are not exceptional, for
similar histories could be produced many times over from my
own records. I believe that many hundreds of patients through-
out Great Britain with drug-resistant epilepsy might similarly
be improved by surgery. The possibility of temporal lobe
epilepsy should be kept in mind by general practitioners,
paediatricians, and child neurologists while the patients are
still within school age, for the results of operation are better at
that stage of life than they are in patients who are two, three, or
four decades older.7 17 Furthermore, if a child at age 12 or 14
can be rendered seizure-free he stands a better chance of
completing his education.
Some children may also exhibit absence-type seizures or

grand mal or both. They experience the same auras as adults do
but as they seldom volunteer descriptions these auras are apt to
be overlooked by their mothers and their doctors.7 I have
videotaped an interview of a 6-year-old girl describing clearly
and without embarrassment complex visual and auditory
experiences during her seizures while her mother looked on with
amazement. Ounsted had similar experiences. 9 The eliciting of a
history of severe febrile convulsions in infancy gives strong
support to the diagnosis of mesial temporal sclerosis.
Again the diagnosis requires numerous and careful E.E.G.

studies with sleep techniques, either natural or drug-induced,
and with the use of sphenoidal leads if the presence of a spiking
focus within the anterior part of one temporal lobe is to be
ascertained.18 The routine followed in many E.E.G. laboratories
of sticking electrodes on a child's scalp at anatomical points and
then connecting him to an E.E.G. machine is useless, for the
child by then is so alert that all spiking is virtually suppressed.
For drug-induced sleep records we use either amylobarbitone
or intravenous thiopentone. We prefer intravenous thiopentone
to intravenous methohexitone, for the former can induce a
slower and a greater degree of sleep whereas with the latter the
changes produced are too fleeting.

PROBABLE FUTURE SCOPE OF SURGERY

Two questions remain-firstly, how common is temporal lobe
epilepsy in children; and, secondly, what proportion of these
will require surgery? As many as 3-4% of children may show

some epileptic manifestations before the age of 5 years but most
appear to grow out of them.7 Ounsted puts the incidence of
temporal lobe epilepsy as 100° of all epileptic children referred
to hospitals for consultation within the Oxford catchment area. 9
At Yale, Glaser and Dixon'9 put the figure at 30%. Clearly,
temporal lobe epilepsy in childhood is common. Ounsted
doubts whether children with temporal lobe epilepsy ever grow
out of it, though most can be controlled with drugs.20

Taylor and Ounsted21 have recently described some of the
biological factors influencing the outcome of febrile con-
vulsions in infancy. Girls are affected younger than boys and
the site affected is also apparently influenced by age; the right
temporal lobe appears to be affected by febrile convulsions up to
2 years of life and the left hemisphere is generally the one
affected after that. This helps to explain why mesial temporal
sclerosis at necropsy is unilateral in 80% of cases. They also
state that about 500 of children have febrile convulsions but
that only 100°) of these have troublesome sequelae. In a con-
secutive unselected series of 438 children with febrile con-
vulsions 33 died of their convulsions and 285 had no further
seizures. Nevertheless, of the 405 survivors 120 did later
develop chronic epilepsy-an incidence of nearly 30%. I
believe, however, that these figures are a little high, probably
because many paediatricians describe minor attacks in infancy
as "benign febrile convulsions," and consequently Ounsted
would have not have seen all the infants with febrile convulsions
in the Oxford district. The usually accepted incidence of
chronic epilepsy is given as 10%' of all children with febrile
convulsions.7 Whatever set of figures one takes, however,
clearly children in Britain requiring surgery must number at
least many hundreds.

If the diagnosis of drug-resistant epilepsy can be established
in childhood operation at 10-12 years of age is preferable to
operation after the child leaves school.7 As most children with
mesial temporal epilepsy develop their habitual epilepsy during
the first decade of life and indeed in the first quinquennium7 9
this should give clinicians at least five years in which to establish
whether the child's epilepsy will prove to be drug-resistant
or not.

THE FUTURE

Though this paper has been concerned with the treatment of
established temporal lobe epilepsy due to mesial temporal
sclerosis, in the future I trust that the emphasis will shift to its
prevention. Most febrile convulsions are over within a few
minutes and are probably harmless. But a minor attack may be a
precursor to a more severe attack. No doctor called to see a
convulsing infant should leave that infant until the attack is over.
Only in this way can one ensure that a convulsion does not go
on for hours and hours. Intramuscular diazepam (5 mg) with
hyaluronidase may be used to control convulsions or intra-
muscular paraldehyde may be used. In my own experience open
ether on a mask has been effective. Oxygen and antipyretic
measures may also be required. Finally, infants who have had
convulsions must be carefully followed up.

I wish to thank the boards of governors of Guy's Hospital and
of the Bethlem Royal and Maudslev HosDitals for financial sunport
in this research project over the years, and also my many colleagues
in these hospitals for their help.

Address Reorint reauests to Murray A. Falconer, Neurosurgical
Unit, Maudsley Hospital, DeCrespigny Park, London S.E.5.

References
1 Margerison, J. H., and Corsellis, J. A. N., Brain, 1966, 89, 499.
2 Cavanagh, J. B., and Meyer, A., British Medical 7ournal, 1956, 2, 1403.
3 Falconer, M. A., Serafetinides, E. S., and Corsellis, J. A. N., Archives of

Neurology, 1964, 10, 233.
4 Falconer, M. A., and Taylor, D. S., Archives of Neurology, 1968, 19, 353.
5 Falconer, M. A., Guy's Hospital Records, 1968, 117, 1.

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.2.5814.631 on 10 June 1972. D
ow

nloaded from
 

http://www.bmj.com/


BRITISH MEDICAL JOURNAL 10 JUNE 1972 635

6 Falconer, M. A., Guy's Hospital Reports, 1970, 119, 47.
7 Falconer, M. A., Journal of Neurosurgery, 1970, 33, 233.
8 Corsellis, J. A. N., Modern Trends in Neurology, ed. D. Williams, p. 254.

London, Butterworths, 1970.
9 Ounsted, C., Lindsay, J., and Norman, R., Biological Factors in Temporal

Lobe Epilepsy, p. 135. London, Heinemann, 1966.
10 Bouchet and Cazauvieilh, Archives Generales de Midecine, 1825, 9, 510.
1 Cazauvieilh and Bouchet, Archives Generales de Mddecine, 1826, 10, 5.
12 Bailey, P., and Gibbs, F. A., Journal of the American Neurological Asso-

ciation, 1951, 145, 363.
13 Penfield, W., and Baldwin, M., Annals of Surgery, 1952, 136, 625.

14 Penfield, W., Lende, R. A., and Rasmussen, T., Journal of Neurosurgery,
1961, 18, 760.

15 Walker, A. E., Journal of Neurosurgery, 1967, 26, 642.
16 Falconer, M. A., Operative Surgery, vol. 14, ed. V. Logue, p. 142. London,

Butterworths, 1971.
17 Falconer, M. A., Medical Journal of Australia, 1972, 1, 1117.
18 Driver, M. V., Modern Trends in Psychological Medicine, ed. J. H. Price,

p. 326. London, Butterworths, 1970.
19 Glaser, H. G., and Dixon, M. S., Neurology (Minneapolis), 1956, 6, 646.
20 Ounsted, C., personal communication, 1971.
21 Taylor, D. C., and Ounsted, C., Epilepsia, 1971, 12, 33.

Contemporary Themes

Baby Stealing

P. T. D'ORBAN

British Medical Journal, 1972, 2, 635-639

Summary

Analysis of 13 cases of baby stealing by women distin-
guished four groups of cases. (1) Girls of subnormal
intelligence,who stole ababy to play with. (2) Schizophrenic
patients, whose offence was motivated by delusional ideas.
(3) Psychopathic personalities, characterizedby a previous
history of delinquency, hysterical personality traits, and
a preoccupation with their desire to have children. Their
baby stealing seemed motivated by an attempt to com-
pensate for their emotional deprivation, and they usually
stole children whom they had previously helped to care
for. (4) A "manipulative" group with a milder degree
of personality disorder, in whom the motive for baby
stealing was an attempt to influence a man by whom
they had become pregnant and with whom their relation-
ship was insecure. The offence was precipitated by a
crisis such as a miscarriage or the threat of desertion.
These women presented the stolen baby to their partner
pretending that the child was his.
Baby stealing seems usually to be an attempt to com-

pensate for emotional deprivation or frustrated maternal
feelings, and a real or imaginary miscarriage may be a
predisposing or precipitating factor. The offence rarely
seems premeditated, though there was evidence of
previous planning in some cases, particularly in the
manipulative group. The stolen babies were well cared
for and were usually quickly recovered.

Introduction

Stealing a young baby is a highly unusual offence. Conduct of
this kind is strongly in conflict with normal standards of social
behaviour. The very nature of the offence suggests the possi-
bility of psychiatric disorder and leads to speculation about the
motives that may prompt women to commit such an act. Perhaps
because of the rarity of these offences and because the psy-
chiatrist working in a hospital setting is unlikely to see more
than an occasional case, there are no reports on child stealing
in the psychiatric or criminological literature.

H.M. Prison, Holloway, London N.7
P. T. d'ORBAN, M.B., CH.B., D.P.M. Medical Officer

Section 56 of the Offences against the Person Act 1861 defines
child stealing as the unlawful taking away or enticing of any
child under the age of 14 years with intent to deprive the parent
or guardian of possession. Criminal statistics1 show that during
the years 1950 to 1970 there was a gradual increase in child
stealing offences "known to the police," rising from an annual
average of nine cases in 1950-7 to 43 cases in 1970. The sex of
the person responsible is not recorded in these figures. As the
law itself makes no distinction between the theft of babies and
older children the incidence of baby stealing offences committed
by women is difficult to determine. It is only when criminal
proceedings are taken that the sex of the person charged is
shown in the criminal statistics. During the five-year period
1966-70 the annual number of cases tried in the higher courts
varied from 11 to 18. It is interesting to note that most were
men. For example, in the years 1968-70 27 men were found
guilty at assizes and quarter sessions of child stealing compared
with only 10 women. During the same period a further six
females were found guilty of child stealing in magistrates courts;
of these two were girls under the age of 14 and one was aged
under 17. Thus the total number of females found guilty of
child stealing in all courts was only 16 during the three-year
period.
The present report is based on 13 patients seen during a

period of four years (1968-71) at a female remand prison. To
prevent recognition of individual cases only the essential cir-
cumstances of the offence are described and no detailed case
histories are given. Ten patients were seen while remanded in
custody charged with child stealing. In the remaining three cases
the remand was in conriexion with other offences, and a history
of a previous conviction for child stealing was discovered during
the course of psychiatric interview or from information supplied
by the court. In most cases additional information was available
from probation officers' reports or psychiatric hospital records.

Patterns of Baby Stealing

In the course of collecting this series it became apparent that
baby stealers are not a homogenous group. Several patterns of
behaviour were discernible and tended to fall into four clinical
groups-(l) subnormal, (2) schizophrenic, (3) psychopathic,
and (4) a group of patients with personality disorders who were
called "manipulative" child stealers because their offence was
motivated by an attempt to influence the emotions of another
person.
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