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Should atropine be routine in children?

To the Editor:

In a recent article examining the cardiovascular effects of suc-
cinylcholine in 41 children, ages 1-12 years, McAuliffe et al.
concluded that the “incidence of bradycardia after succinyl-
choline ... appears to be less than previously estimated” and
offered no specific recommendations regarding the use of
atropine before succinylcholine administration. !

Several factors may have influenced the incidence of brady-
cardia observed in this study. The parasympathetic nervous
system has been described as “fully functional” at birth,
whereas “the sympathetic nervous system does not mature
completely until 4-6 months of age”.? Therefore, the age
group targeted by the study may have been less likely to
develop bradycardia than neonates and infants in the first
months of life. The incidence of bradycardia following suc-
cinylcholine is also influenced by anaesthetic agents, being
more common with halothane than isoflurane and less com-
mon after administration of thiopentone.* In addition, nitrous
oxide stimulation of the sympathetic nervous system may have
further reduced the incidence of bradycardia.

We are curious why McAuliffe et al., limited their study to
such a small number of patients since earlier work has demon-
strated that thiopentone may reduce the incidence of cardiac
arrythmias following the administration of succinylcholine.>

Shorten et al., compared the cardiovascular effects of single
dose succinylcholine administration in 24 children (6-16 yr)
after pretreatment with two different doses of atropine (0.01
mg-kg™! vs 0.02 mg-kg™') iv.5 Anaesthesia was induced with
thiopentone, and the authors found no differences in haemody-
namic variables between the groups. In particular, bradycardia
did not occur in any of the 24 patients. In light of the low inci-
dence of bradycardia reported by McAuliffe ef al., it is likely
that Shorten et al., did not study a large enough population to
demonstrate a difference between two different doses of
atropine with respect to the incidence of succinylcholine-
induced bradycardia. Thus, their conclusion that it is not nec-

essary to administer >0.01 mg-kg™' of atropine before suc-
cinylcholine should be interpreted with caution.

Douglas C. Guyton MD

Steven M. Scharf Do

Department of Anesthesiology
University of Mississippi Medical Center
Jackson, MS 39216-4505
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REPLY

It is appropriate to mention that infants <6 mo may have
parasympathetic dominance' and explains why we chose to
study children aged 1 to 12 yr.

Although, thiopentone may attenuate the incidence of dysry-
thmias in children,’ atropine is still administered by paediatric
anaesthetists to children between one to twelve years of age
before induction of anaesthesia. However, many believe that
atropine in this age-group might not be necessary and this
motivated this study. The most frequently used inhalational
agent in our institution for induction of anaesthesia is
halothane. However, in view of an increased risk of masseter
muscle rigidity when succinylcholine is administered after
halothane,® thiopentone was chosen. Isoflurane might have
contributed to the low incidence of arrhythmia but, this
inhalational agent was not used in this study.

Although, the effect of nitrous oxide on the sympathetic ner-
vous system activity remains controversial in adults,*> in
infants and children, the sympathetic nervous system cannot
be demonstrated.® Previous studies reporting an increased
incidence of succinylcholine-induced bradycardia in children
have used nitrous oxide.

Shorten et al.” demonstrated that 0.1 mg - kg™ atropine was
as efficient in preventing succinylcoline-induced bradycardia
as was 0.2 mg-kg™. In this study, vecuronium was used
instead of succinylcoline because until then, the administra-
tion of succinylcoline without atropine in children was
received with reluctance by the Ethics Committee at the
Hospital for Sick Children.

We acknowledge that the number of patients in our study is
rather small for the importance of this clinical observations.
The relevance of a zero incidence of bradycardia was exten-
sively discussed. It was also reiterated that the “true” inci-
dence of succinylcholine-induced bradycardia in children
aged one to twelve years is not clear and that the role of rou-
tine atropine administration is also unclear.

As indicated, the routine use of atropine before succmyl-
choline in children aged from 1 to 12 years deserves to be
reconsidered, however, until true risk and benefits are estab-
lished, the recommendation was that anaesthetists not change
their current practice at this time whether or not this includes
the routine use of atropine. The only suggestion is to continue
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to investigate the indication for prophylactic administration of
atropine in pediatric anesthesia.

Georgina McAuliffe MBBS
Bruno Bissonnette MD
Christine Boutin MD
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Regulation of body temperature after
acute organophosphate poisoning

To the Editor:

We would like to add some data regarding temperature regula-
tion following acute organophosphate (OP) poisoning.! A 34-
yr-old woman, admitted one hour after she ingested 50 ‘ml
Trimethox® (100 g- L' dimethoate, 162 g-L™! diazinon, 175
g-L™! methoxychlor), was found stuporous in her room, but
was conscious on arrival. The rectal body. temperature was
33°C but normalized within one hour after passive rewarming.
The patient exhibited typical signs of organophosphate -poison-
ing with miosis and diffuse fasciculations. Plasma
cholinesterase concentration was 60 IU-L-! (reference
600-1200) and red blood cell cholinesterase 830 IU-L-! (ref-
erence values, 5000-7000). Atropine was given for five days
(maximum infusion rate, 1.5 mg-hr™") obidoxime for four
days. During atropine therapy, no signs of overdosage could
be detected and body temperature was normal. The clinical
course was uneventful and the patient was discharged from the
ICU on day 7. Muscarinic and nicotinic symptoms had disap-
peared. Erythrocyte cholinesterase had increased to 2435
TU-L-! on the fourth day. By the 18th day after admission,
while the patient did not receive any medication, the body
temperature increased to 38.9°C in the morning and 40.4°C a
few hours later. The patient only complained from abdominal
discomfort and presented one episode of diarrhoea. The gener-
al physical examination was unrevealing. Neurological status
was normal, without rigidity. Creatinine-phosphokinase
remained within the reference values. Several bacteriological
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samples (blood, urine) were sterile; C-reactive protein concen-
tration did not increase. At the time of hyperpyrexia, plasma
cholinesterase concentration was 91 IU-L-' and red blood
cholinesterase 1635 IU-L-!. Body temperature decreased
spontaneously within 48 hr (38.5°C on day 19, and 36.6°C on
day 20). The patient was discharged without- sequelae few
days later.

Hypothermia is seldem reported in cases of acute OP poi-
soning, and the real incidence of hyperthermia is not estab-
lished, as these patients generally received atropine which
might also interfere with temperature regulation.? Fever may
last for several days and it is ‘unlikely that such a long-term
thermoregulatory response could be only related to acetyl-
cholinesterase inhibition.* In the present observation, the delay
of 18 days before hyperthermia is unusual. One of the com-
pounds, methoxychlor, an organochlorine derivative, is known
to have a prolonged elimination half-life, but no previous case
of delayed hyperthermia has been reported.

Extrapolations from animal studies suggest that a lowering
of body temperature can be observed following acute exposure
to high doses of anticholinesterase agents. In contrast, with
low doses or during recovery from high doses. of these sub-
stances, hyperthermic response was. described under certain
circumstances in rodents.*

We feel that this patient presented a biphasic thermoregula-
tory response to OP intoxication: The absence of muscle rigid-
ity may be helpful to rule out neuroleptic malignant-like syn-
drome. :

Philippe Hantson MD
Philippe Hainaut MD
Michel Vander Stappen MD
Paul Mahieu MD

Brussels, Belgium
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Ketamine sedation obviates the need for
general anaesthesia in children having
laser ablation of facial port-wine stains

To the Editor:

Providing satisfactory amnesia and analgesia for children hav-
ing laser ‘ablation of facial port-wine stains can be an anaes-
thetic challenge. While general anaesthesia is a treatment
option, it exposes children to risks that are avoidable.! For



