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Case report :
Severe hyponatraemia after plastic surgery in a girl with cleft

' palate, medial facial hypoplasia and growth re‘tar:dation.
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. SUMMARY

A 10 year-old girl with middle facé 'hypqplasia, cleft lip and palaté developed severe
hyponatraemia on the ~ﬁrsf_ day following surgery. Final diagnosis was inappropriate
secretion of antidiuretic hormone (ADH) whereas complete hormonal investigation

revealed partial deficit in growth hormone secretion. The incidence of hormonal deficiency

associated to midline facial malformations is discussed.
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Hyponatraemia is one of the most common postoperative electrolyte disturbance which
may be due to several causes. This case report describes the difficulties in assessing the

exact cause of severe poétoperative hyponatraemia in a girl with middle face hypoplasia,

cleft lip and palate.

Case report

A 10 year-old girl, weighing 30 kg, was'sri:heduled for maxillary reconstruction with bone
grafting to correct superior maxillary hypoplasia-._ She had middle face hypoplasia, cleft lipi_
and palate, and she underwent three reconstructive surgeries at the age of 3 months, 6
montﬁs énd 5 years. She had also growth retardation (- 2.5 SD)‘ but brain Uitrasonography
performed in the neonatal period did not revealed any medial cerebral abnormalities. She
was taking no medication preoper_aﬁvely. No Iaboratory'festing was ordered during the
preoperative examinétion as she haq_ three previous surgeries in tHe same hospital and
_coagulaﬁoh tests were normél on two occasions previously. 'Surgery lasted 4 hours and
was unevehtful. Anaesthesia was induced with halothane and endotracheal intubation‘
‘was facilitated with fentaq_yl and atr;aqurium. During surgery, 750 ml of lactated Ringer
with 1% dextrose weréiadminis,tered to compensate for kfasting deficit (8 hours) and to
provide for maintenance hourly fluid therapy:. Bloéd loss was minimal during surgery (less
thah % of total blood volume). The trachea wés extubated at fhe end of surgery and the
girl returned to surgical wards two hours later. An IV line was left in place for standard
fluid therapy (2 1/24h of .DS in 0.33 NS). Amoxicilliné and clavulanic acid were continued

for 48 hours. Postoperative pain relief was achieved with i.v. propacetamol (900 mg q6h)

and non steroidal anti-inflammatory drugs (niflumic acid 400mg qg6h).
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The following day, she became confused and deVeloped headache vomiting, without

fever. Laboratory testing evidenced severe hyponatraemla (117 mmol.I), hypochloraemla

(83 mmol.I"), whereas BUN were within. normal ranges (creatinine 38 mmol.I", urea 1.7

mmoll . Serum potassium was normal (4 6 mmol.I'), as well as total protem (73 g .
Initial treatment consisted in sodium supplementatlon (10 mmol kg".d"). On the second

~ day, clinical improvement was noticed, but plasma sodium concentration was still low (120
mmol.I""). Urinary output was 800 ml for the last 12 hours. Urinary sodium was high (80

. mmol. I ") and urinary potass:um was 32 mmol I". Plasma osmolallty was 255 mosmol.kg™,
' whereas urinary osmolahty was 342 mosmol.kg” and urinary density 1 .011. Three

hypothesis ‘were proposed to explain such severe postoperative hyponatraemia 1)

and IGF;. Dynamic testing showed a partial growth hormone (GH) deficiency after two
stimulation tests (ornithin and arginin-insulin) without dysfunction of the cortisol axis. The
brain magnetic resonance imaging was normal. The antidiuretic hormone (ADH) level was

within the normal range (5 pg.ml”", mean of the series 4.1 pg.ml™), but inappropriately high '
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Comment

abnormallty

Our patient had cemplex midfacial anomaly combining hypoplasia of middle face and

medial cleft. Malformatlons of this type are frequently associated with cerebral

malformatlons and pltu1tary deﬁcnenc:es [1-8]. Transfontanellar ultrasound IS usually

Growth hormone deficit is frequently observed In patients WIth cleft lip and palate |

[7,10,11]. The prevalence of GH deflClt In those patients is estimated between 4 and 10%

[10,11], whereas that of extremities malformations is 29%, that of cardiac malformations

15% and that of other facial malformations is 13% [1 2]. The overall incidence of

associated malformations is three fold greater in patients with clefts than in the general

population
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were present in our patient However, failure to maxnmally suppress ADH when plasma

osmolality falls to the normal « threshold » level (270 mosmol.kg™) supports the

hypothesns of fluctuent default in hypothalamic osmoreceptors which may occur in

of a triggering event (anaesthesia and surgery) together with a hypothalamic

concentrations after surgery in those children. These patients should be managed by

experienced paediatric anaesthetists.
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