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Novel and non-toxic treatment
for night terrors

Bryan Lask

Night terrors (pavor nocturnus) are characterised by
screaming, extreme distress, autonomic arousal, and
increased body movements (sometimes including
sleepwalking).' They affect about 3% of children,2
often occurring every night. The episodes arise in slow
wave sleep (stages 3 and 4), most commonly within two
hours of falling asleep.' 2The child cannot be com-
forted or woken and has no memory of the episodes the
next day. There is rarely evidence of an associated
psychiatric disorder, and the attacks are thought to
represent a fault in slow wave sleep. "
A wide range of drugs has been suggested as

treatment, including bromazepam, diazepam,
midazolam, and imipramine." As there is no firm
evidence that they are effective and potential side
effects must be a cause for concern non-pharmaco-
logical measures should be tried first. Behavioural
alteration of the sleep pattern has not previously been
described.

Patients, methods, and results
Nineteen successive children (age range 5-13, mean

8-7, 11 boys eight girls) referred to the department of
psychological medicine for treatment of night terrors
were found to have no physical abnormalities and no
psychiatric disorder. Electroencephalograhic record-
ings either yielded normal results or showed non-
specific changes. All except one of the children were of
average or above average intelligence. The terrors had
lasted for between four and 37 months, with a mean of
eight months, and generally occurred four to five
nights a week.

Each child was treated as follows: parents were
asked to note for five successive nights at what time the
episodes occurred, and whether there were signs of

autonomic arousal, such as sweating, tachycardia, or
increased movements. They were then instructed to
wake their child fully 10-15 minutes before the terror
occurred or, if this was too difficult to specify, when
autonomic arousal was noted. After four to five minutes
the child was allowed to return to sleep. The parents
were told to stop waking up their children when the
terrors had stopped. No other instructions were given.

In each case the night terrors stopped within a week
of starting treatment. In three cases terrors returned
four to seven weeks later but were completely elim-
inated bv restoration of treatment for a further week.
At follow up one year later there had been no further
relapses. One boy aged 9 had developed intermittent
headaches for which no organic cause could be found
but which were eliminated by relaxation twice a day. A
girl of 11 had developed a phobia about school four
months after treatment was started. This was satis-
factorily treated with the help of her parents in a
gradual return to school over three weeks. There was
no evidence of psychological disturbance or of develop-
ment of other symptoms in the other children.

Comment
Although the condition is benign and usually re-

solves within a few years, treatment is indicated
because of the intense distress experienced by parents
and children and the dangers of sleepwalking. The
successful elimination of night terrors by behavioural
alteration of the sleep pattern shows that treatment
with drugs, which has not been proved to be effective,
is unnecessary. Interruption of faulty slow wave sleep
seems to cause reversion to a normal sleep pattern and
resolution of the disorder. This technique may also be
used for sleepwalking alone.
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Severe reaction to
diphosphonate: implications for
treatment ofPaget's disease

A T Elliott, T Murray, R M Mackie,
J A Hunter

We report a potentially life threatening allergic reaction
to sodium medronate, a component ofthe radiopharma-
ceutical most widely used for bone scanning. Sodium
medronate is a diphosphonate, congeners of which are
being used to treat Paget's disease.

Case report
A 47 year old woman who did not have a history of

allergy was referred for a bone scan to assess the spread
of psoriatic arthritis. Some 12-24 hours after admini-
stration of the radiopharmaceutical (Medronate II,
Amersham International) an acute episode of vasculitis
and erythema multiforme developed. At the time of the
injection her skin had been clear, and exacerbation of
psoriasis was ruled out. Over the next seven days
her condition worsened and she had painful inflamed
lesions over 80% of her body, but her domestic circum-

stances precluded admission to hospital. Accordingly,
she was treated with a topical corticosteroid (clobetasol
propionate twice daily) and seen every second day for
two weeks. Her condition responded slowly, requiring
treatment for four weeks.
The radiopharmaceutical had been prepared from a

multidose phial, from which doses for seven other
patients were drawn; none of these other patients
developed a reaction. Tests for pyrogens and for
sterility yielded negative results, and the manu-
facturer's quality control records did not show any
abnormality. The scans obtained two to three hours
after injection showed a normal biodistribution of the
radiopharmaceutical in all eight patients, with no
uptake in the thyroid. Hypersensitivity to sodium
medronate was diagnosed on the basis of the symptoms
and their time course.

Comment
Adverse reactions to radioactive diphosphonates,

though rare, are the most common type of reactions in
nuclear medicine in the United Kingdom, with an
incidence of 4-50/100000.1 The medical assessor of
the British Institute of Radiology, to whom adverse
reactions to radiopharmaceuticals are reported, states
that most reactions to diphosphonates are reactions
to sodium medronate (D Keeling, personal com-
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munication). They present typically as macropapular
erythematous rashes, though dermatographism,
nausea, vertigo, and malaise have also been reported.
The reactions commonly develop several hours after
administration of the radiopharmaceutical and may
last up to 48 hours. These localised reactions are
considered to be minor, and only one other severe
systemic reaction has been described; in that case
rechallenge by skin testing proved a causal relation.'
We thought that rechallenge was unwise in our case
given the severity of the reaction.

Diphosphonates are present in several radiopharma-
ceuticals other than those used for bone scanning;
examples are agents for labelling red cells (Amerscan
Stannous Agent, Amersham International) and imaging
the liver (Microlite, Du Pont (United Kingdom)).
Alternative agents should thus be used for patients
known or suspected to be sensitive to diphosphonates;
bone scanning may be done with pyrophosphates.
In addition, hypersensitivity reactions may occur
in patients with Paget's disease being treated with

therapeutic concentrations of diphosphonates. The
radiopharmaceutical that we injected contained only
0 5 mg diphosphonate, whereas single therapeutic
doses are in the range 15-30 mg34 and are administered
by intravenous infusion over less than two hours. We
therefore suggest that skin testing for sensitivity
be considered when pharmaceuticals containing
diphosphonates are used therapeutically and it would
not compromise management of the patient.
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Plasmapheresis: a rational
treatment for fulminant
acute pancreatitis?

M Larvin, M R J Lansdown, M J McMahon,
A G Chalmers, J H Turney, AM Brownjohn

Roughly 5-10% of attacks of acute pancreatitis
prove fatal. Death usually results from fulminant
multiorgan failure, with activation of complement,
kinin, fibrinolytic, and coagulation cascades, which
may be triggered by pancreatic proteases liberated into
the circulation. a2 Macroglobulin, functionally the
most important plasma antiprotease, binds proteases
irreversibly, forming a complex of around 800000
daltons. The active site of the protease remains free, so
that the complexes retain the ability to hydrolyse
peptides. Conformational changes in "2 macroglobulin
trigger phagocytosis by the reticuloendothelial system,
clearing complexes from the circulation with a half life
ofabout 10 minutes in health. We recently showed that
clearance is impaired in severe pancreatitis,' possibly
because the reticuloendothelial system is over-
whelmed in a manner similar to that which occurs in
severe sepsis.

Plasmapheresis is a logical means to aid the reticulo-
endothelial system and we describe its use in two
patients with fulminant acute pancreatitis.

Case reports
Case I-A 68 year old man developed respiratory

and renal failure 72 hours after admission to hospital
with severe gall stone pancreatitis (Ranson score 8).2
Ventilation and haemodialysis were begun and the
pulmonary capillary wedge pressure monitored. CT
angiography showed peripancreatic necrosis. Four
days after admission he developed severe fever, tachy-
cardia, hypotension, and peripheral vasodilatation.
He continued to deteriorate despite antibiotics and
plasmapheresis was performed through femoral
arterial and venous cannulas. A 2 8 litre exchange was
completed with a Curesis plasma separator (3 x 10'
dalton filter; Organon Teknika, Cambridge, United
Kingdom), replacing filtrate with an equivalent
volume of fresh frozen plasma. Vital signs stabilised
and the fever decreased (figure). The APACHE II
score, which summates abnormalities in 12 physio-
logical variables,' fell from 33 to 27. Five days later

he deteriorated again, and CT guided aspiration
yielded infected peripancreatic debris. Debridement
was carried out at laparotomy but failed to influence
progressive multiorgan failure, and the patient died 18
days after admission.
Case 2-A 33 year old man was transferred to this

hospital four days after admission elsewhere for severe
acute alcoholic pancreatitis (Ranson score 6).' He
developed a severe toxic confusional state and gross
hypoxia (Pao2 4 7 kPa; F1o2 air). CT angiography

140-

2 E 120- =X~~~~~~~~~~~~.0:i9 100-

180-

140- 0

. . . . . . . . ,. . .

1001

w 39-5

3 6 5 d or

6 38-0-

E B
a) b

0> 20

> 15-

c ous123 5
Beoepasahrss fe lsmpeei

ObErvtosbfr n fe lsahrssi ae O O
and2 (-

BMJ VOLUME 297 3 SEPTEMBER 1988 593

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

M
J: first published as 10.1136/bm

j.297.6648.592-a on 3 S
eptem

ber 1988. D
ow

nloaded from
 

http://www.bmj.com/

