
541 

be revised. Close inspection of the small intestine revealed a 
smooth muscle defect extending over 3 cm in the middle por- 
t ion of the je junum. Histology showed focal muscular aplasia 
but  no signs of infection or perforation. 

The observation suggests that even large defects of the 
intestinal smooth muscle may escape detection and may be 
coincidental to intestinal inf lammation or obstruction caused 
by other factors, 
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Sir: since 1945, a few cases of transitory depression of the cen- 
tral nervous system have been  reported in children following 
intra-nasal administrat ion of imidazoline-containing products 
[1-5, 10-12]. Most of these intoxications were due to repeated 
instillations at regular intervals over several hours or days [1, 
10-12]. We report the case of a 15-day old girl who became 
comatose following a single administration of xylometazoline 
(Otrivin) intranasally. 

At  4 a.m. on the day of admission, this baby girl seemed to 
present some nasal congestion when she awoke for her feed. 
She had not  been  previously ill. On the advice of a family 
friend, the father instilled one drop of 0.1% xylometazoline 
spray (Otrivin) into each nostril. The baby drank well and fell 
asleep. Two hours later, she awoke crying. Her  mother  noted 
that she was greyish in colour, hypotonic,  and was breathing ir- 
regularly. She was taken to a local clinic, and subsequently re- 
ferred to our hospital. In  the emergency department ,  her phys- 
ical examination was within normal  limits, except for some 
slight drowsiness. The initial investigation revealed a haemo- 
globin of 181g/1; haematocrit ,  0.50; WBC, 10.0 • 109/1 with 
42% segmented neutrophils,  and 47% lymphocytes; normal  
serum sodium, glucose, ammonia  and total calcium. Results 
from the spinal tap showed CSF glucose, 4 mmol/1; total pro- 
tein, 63mg/dl; RBC, 0.001 • 109/1; WBC, 0.002 • 109/1. She 
was admitted to the general  paediatric ward after a complete 
septic work-up, and was started on i.v. ampicillin and gentami- 
cin. During the following hours,  she became progressively 
comatose, with a cluster-type breathing pat tern [9]. She was 
transferred to the paediatric intensive care unit  for observa- 
tion. There was a prolonged state of hypotonia and poor re- 
sponsiveness, but  no significant apnoea. After  the first 4 - 6 h  
her status improved;  she regained consciousness and her  
breathing became progressively more regular. After 12 h, she was 
transferred back to the general paediatric ward. The remainder  
of the investigation revealed negative blood, urine,  and CSF 
cultures: i.v. antibiotics were discontinued after 48h of treat- 
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ment.  A n  electroencephalogram was normal ,  as was a trans- 
fontanelle ul trasound and a cerebral CT scan. The neonate  was 
discharged 6 days after admission. Follow up at 1 year of age 
revealed a healthy, normal  child who had not  presented any re- 
currence of a similar symptomatology. 

It  might seem extremely surprising that critical symptoms 
developed after a single instillation. The reaction described 
here might represent  a greater susceptibility of neonates  to im- 
idazole compounds [1] as is the case for narcotics. Secondly, 
the child might have received more xylometazoline than ex- 
pected. The position of the nose-drop bottle during administra- 
t ion can greatly influence the dose. A bottle held upright ex- 
pels a "regular" drop into each nostril. However,  if held upside 
down, which is most often the case when administered to an in- 
fant,  a much larger drop can actually be instilled. 

In  the case described above, it was not  until  several hours 
after admission and many interviews with the parents,  that the 
not ion of nose-drop administration was brought to light. Even 
then, it was first considered to be non-significant; the medical 
team could not  believe that this element  could explain the 
child's acute condition, and an extensive workup was com- 
pleted. For the majority of cases of decongestant intoxication 
in children, diagnosis is easier: an oral ingestion is certain [6, 8, 
12] or probable [7] or repetitive doses render  the diagnosis 
more likely [1, 10-12]. However,  when an acute clinical de- 
terioration coincides in a yound child with even a single admin- 
istration of imidazoline products, the possibility that there is a 
cause-effect relationship between both events must be consid- 
ered. Taking this diagnostic possibility into consideration 
might avoid some invasive procedures to the child. If the diag- 
nosis is confirmed, it allows clinicians to rapidly reassure par- 
ents, as all cases of imidazoline ingestion reported in children, 
including the present  case, had a favourable course without 
sequelae; advice to parents about  the toxic effects of the drug 
should prevent  recurrences. 

Our  case illustrates that administrat ion of over-the-counter 
preparations such as imidazoline products should be systemati- 
cally sought from parents in the emergency department ,  when 
presenting with a child with acute neurological or haemodynamic 
instability. Imidazolines should be listed among the toxic pro- 
ducts leading to coma in children, along with other well known 
poisons like tricyclic antidepressants or sedative agents. 
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