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at times when the patient is symptomatic, so that
toxicology screening may be carried out. Tricyclic
antidepressants are more difficult to detect in blood
than in gastric washings or urine.
(2) The importance of a detailed family history with
a further check on conflicting items of information is
stressed here, and had the mother not developed
'symptoms' herself, it is possible that the outcome
might have been less satisfactory. Therefore, it is
important to pursue vigorously all elements of the
medical history of the family, with specific documen-
tation.
(3) A period of isolation of the patient from his
parents should confirm whether symptoms are
related to the presence of the parents. Although this
might be difficult to achieve in cases where the
diagnosis is suspected but not proved, it would
provide vital information and could be achieved by
excluding the parents from all physical contact with
the child. Additionally, only the nursing and medical
staff should be allowed to administer food, drink, or
drugs to the patient during the period of observation.
If necessary, a Place of Safety Order should be
obtained.
Among the many suggestions offered to us as a

result of our plea for assistance,5 was the availability
of a special room with closed circuit television so
that the patient could be watched throughout the
24-hour period, and any attempt by the parents to
give him drugs could then be seen. This would appear
to be the ideal way to monitor the child, but such
facilities are not readily available in our hospitals. It
is, however, quite clear that any attempt to give
drugs to a child would only be made when the
person thought she was not being observed.

This patient nearly died despite intensive efforts to
establish a diagnosis. The fact that the cause of his
illness was eventually ascertained was probably
fortuitous. We hope that we and others can learn
from this case and therefore prevent possible
tragedies.
We thank the readers of the Lancet for their speedy

and helpful response to our plea for assistance,5 and
we note that the majority of our medical replies
were on the right track. It is interesting to relate that
we also received a large number of replies from lay
people who provided a wide variety of less likely
explanations and treatments for this unusual illness.

We thank the staff of the Biochemistry Laboratories
at the Children's Hospital and the Hallamshire
Hospital, Sheffield, for their valiant efforts to assist
us in the management of this case, and Mrs J Gill
and Mrs G Wilson for secretarial assistance.
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Commentary

D GAIRDNER

17 Rutherford Road, Cambridge

Child abuse is, of course, nothing new although it
came to be widely recognised as all too common in
our society only after Kempe wrote about it in 1962,
and endowed it with the arresting title 'the battered
child syndrome'. Soon after the last war, that is some
35 years ago, I was concerned with a case in
Newcastle which bore many similarities to the case
described above, and was equally bizarre, but with
an even more catastrophic denouement.
A well-spoken, middle-aged woman brought to

hospital her 2-year-old child in a coma. She stated
calmly that she knew what was wrong with her
child-tuberculous meningitis-since she had lost
her 2 previous children, both ofwhom had died from
this disease. She explained that the source of
infection was her husband, who had advanced
pulmonary tuberculosis, but who was a hopeless
ne'er-do-well who had refused all medical attention.
The child, she stated, had gradually become more
and more drowsy during the last week or so, just
as had her 2 older children, who had eventually died
in hospitals elsewhere in the country as a result of
proved tuberculous meningitis. All she wanted, she
went on, was for us to confirm that the child did
have tuberculous meningitis (at that time an in-
variably fatal condition) after which she would nurse
the child at home until he died.
On examination the child was in deep coma, but

not wasted or febrile or otherwise ill. He presented
the 'Sleeping beauty' picture as often seen in children
with tuberculous meningitis in those days, when that
disease was not uncommon.
A lumbar puncture was done and to everyone's

surprise the CSF proved normal. A Mantoux test

 on M
ay 15, 2023 by guest. P

rotected by copyright.
http://adc.bm

j.com
/

A
rch D

is C
hild: first published as 10.1136/adc.55.8.646 on 1 A

ugust 1980. D
ow

nloaded from
 

http://adc.bmj.com/


Nonaccidental poisoning: the elusive diagnosis 647

after 72 hours was also negative. At this stage the
child began to regain consciousness, and by the end
of a week he was perfectly well and running about
the ward. The mother, when she came to take the
child home, was told that he certainly had not had
tuberculous meningitis or any other form of tubercle,
but that the cause of the coma, from which he had
now recovered completely, remained undiagnosed.
The usual hospital summary of the case was in

due course made and a copy sent to the general
practitioner, who received the notification about 10
days after the patient's discharge. He at once
telephoned the hospital in great alarm to say that
he had just received the discharge summary with its
diagnosis 'Coma, cause undetermined, with com-
plete recovery'. About 3 days after the child had
been discharged the doctor had been summoned to
the home by the mother, who showed him the body
of the dead boy. She told him that the hospital had
confirmed her suspicion of tuberculous meningitis,
and had let her take the child home to die. The
doctor had accordingly signed a death certificate

with this diagnosis and the child had been duly
buried the next day. Only when the general practi-
tioner received the discharge summary from the
hospital did he realise that he had been duped by the
mother.
The doctor had only recently started in that

practice, and knew nothing of the previous family
history. Medical records at the end of the war were
often nonexistent. The mother had told him she was
epileptic and that she was dependent on pheno-
barbitone, so he had agreed to supply her with this
drug.

It was now abundantly clear that the child's coma
had been due to poisoning by the mother, pre-
sumably with barbiturates to which she had access,
and that she had finally succeeded in murdering the
child by the same method.
To prove this would have been difficult; the

mother had no other children alive and her age was
such that further pregnancy was unlikely. After a
great deal of debate, it was decided to do nothing
further.

Prolactin deficiency, obesity, and enlarged testes-a new syndrome?
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SUMMARY A 4-year-old boy is described who was
obese and slightly mentally retarded. His testes were
enlarged. The only endocrine disorder present was a
failure to increase plasma prolactin after stimulation.

Prolactin deficiency not associated with deficiency of
other pituitary hormones is rare. It has been
reported in 2 women with failure of lactation,' in 2
families with pseudohypoparathyroidism,2 and in a
boy whose growth and sexual development were
retarded.3 We describe an obese child with pro-

Abbreviations:
11-OHCS: 1 -hydroxycorticosteroids
T4: thyroxine
TSH: thyroid-stimulating hormone
TRH: thyroid-releasing hormone
LH-RH: luteinising hormone-releasing

hormone
FSH: follicle-stimulating hormone

lactin deficiency and enlarged testes in whom the
clinical findings were entirely different.

Case report

The infant was referred at age one year because of
excessive obesity and bulimia (hyperphagia) which
had been present at birth and had thereafter pro-
gressed steadily. His birthweight had been 4160 g.
At 7 months he had weighed 11 * 9 kg, and at 4 years
his weight reached 27 kg (10 kg above 50th centile),
with skinfolds measuring 24 mm (triceps) and
17 mm (subscapular). Linear growth was con-
sistently on the 75th centile with a slight bone age
retardation. His mental development was also
slightly retarded. Apart from obesity, the main
finding was the enlargement of the testes (3-4 ml)
(Figure); this was neither progressive nor was it
associated with any other sign of sexual precocity.
A thorough investigation of the central nervous
system, including at age 4 years a computerised
tomography scan, showed no disease. Routine
tests of blood chemistry (including calcium and
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