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Abstract: The differential diagnosis of stridor in the pediatric population is broad and should include hypocalcaemia with resultant
laryngospasm. We present the case of a 10-year-old Tunisian girl, with no particular family or personal history, who presented with
stridor secondary to profound hypocalcaemia. The diagnosis of acute pancreatitis was made after dosing systematically pancreatic
amylases for elevation of blood sugar and glucosuria. Necrotizing pancreatitis was confirmed by abdominal CT scan.
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1. Introduction
Pancreatitis is a significant cause of mortality and morbidity
in the pediatric population. Nearly a quarter of children with
acute pancreatitis develop a severe complication, and the
mortality rate is approximately 4% despite significant
advances in the treatment of this disease [1]. There are a few
case reports of necrotizing pancreatitis in children [2, 3]. From
five large pediatric series in the United States [2], pancreatic
necrosis was observed in only 3 out of 1014 children.
Hypocalcaemia as a cause of stridor revealing an acute
necrotizing pancreatitis is unusual.

2. Case Report
A 10-year-old Tunisian girl, admitted to intensive care unit

for acute marked respiratory distress and stridor. She was born
at full term, from non-sanguineous parents, following an
uneventful pregnancy with a birth weight of 3 kg and a birth
length of 50 cm. Our patient did not have any family history of
diabetes. No allergies or medication taking were reported. She
had normal psychomotor development and vaccinations had
been given on schedule with no previous hospitalizations. Her
mother reported a preceding history rhinorrhea with fever two
days earlier. At the time of presentation, her height was 130cm:
+0.2 standard deviation and her weight was 33kg (+ 0.3
standard deviation and body mass index was 19.62Kg/m²).
There was no evidence of dysmorphic features. The infant’s
temperature was 38°C, oxygen saturation was 88% and her
blood pressure was 100-70 mmHg. The heart rate was regular
at 100 beats/min and the heart sounds were normal with no
murmurs, gallops, or rubs. She was tachypneic, and her
accessory muscles were joining in respiration. On auscultation
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of her chest, normal vesicular breath sounds were heard; there
was no wheezing or rhonchus. Abdominal examination
showed epigastric tenderness. The remainder of the physical
examination was unremarkable. Results of an anterior chest
X-ray were normal. Hematology tests on admission revealed a
total leukocyte count of 37.6 K/UL, hemoglobin level of 9.5
g/dL and a platelet count of 120 K/ml. Her level of serum
calcium was 1.55mmol/L. A repeat glucose test showed a high
value of 15.57mmol/l (283 mg/dL). Serum amylase value was
737 UI/L (reference range < 86 UI/L). Her levels of serum
aspartate aminotransferase and alkaline phosphatases were
normal. Renal function was compatible with acute renal
failure. Her creatinine clearance test was normal (20 ml/min/
1.73 m²). Abdominal ultrasonography evaluation was normal.
Computed tomography with intravenous contrast was
performed and revealed a lack of enhancement of the pancreas
with necrosis. Parenteral nutrition was administered since
admission. An intravenousre placement therapy with calcium
chloride was given. Her calcium level returned to baseline
after 20 h of calciumre placement therapy. Outcome was
marked by aggravation of renal function leading to
hemodialysis. The patient was died with multi organ failure.

3. Discussion
Acute necrotizing pancreatitis is a serious condition
associated with high morbidity and mortality rates. Itis well
described in adults [4], and diagnosed by a lack of
enhancement of the pancreas on a Computed Tomography
(CT) scan with intravenous contrast. However, there is very
limited data in the pediatric literature regarding acute
necrotizing pancreatitis. Acute necrotizing pancreatitis is a
rare but severe condition that occurs in less than 1% of
children with acute pancreatitis [5]. In contrast to adults, the
causes of acute pancreatitis in children are more varied
including biliary anomalies, inborn error of metabolism, drugs,
traumas, and infections, metabolic and multisystem disorders
[6]. However the data are limited regarding outcome. The
initial presentation in our case presentation was atypical that
of acute pancreatitis described in children. Our patient had a
stridor without abdominal pain or vomiting. The diagnosis of
acute pancreatitis was made after dosing systematically
pancreatic enzymes for elevation of blood sugar and
glucosuria. We observed leukocytosis with hypocalcaemia. In
a large study with acute pancreatitis, these features have been
shown to indicate severe pancreatitis [7]. Exact mechanism of
hypocalcemia in acute pancreatitis is unknown. According to
what has been reported [8-10], hypocalcemia during early
stage could be explained by auto digestion of mesenteric fat by
pancreatic enzymes and release of free fatty acids, which form
calcium
salts,
transient
hypoparathyroidism,
and
hypomagnesaemia. The lack of an accurate scoring system for
pediatric acute pancreatitis could cause delays in appropriate
clinical management and increase the risk of progressive
life-threatening complications. Hyperglycemia and glycosuria
commonly accompany episodes [11]. Vandana et al. [12]
reported 48 among 176 studied children with pancreatitis. The

occurrence of hyperglycemia was correlated with the severity
of pancreatitis and could be explained either by impaired
insulin secretion or peripheral insulin resistance [13].
Children who present acutely with respiratory distress and
stridor are among the most frightening patients to manage in
the pediatric emergency department. Pediatricians should
consider obtaining blood pancreatic amylases in pediatric
patients with stridor secondary to hypocalcaemia, especially
in the context of hyperglycemia. Abdominal ultrasonography
is frequently used as an initial diagnostic study for patients
suffering from acute abdominal pain [14]. It can both
diagnose acute pancreatitis and exclude gallstones as cause of
pancreatitis. It has the advantages of low cost, ready
availability, and easy portability for bedside application in
very sick patients [15]. When adequately visualized, an
inflamed pancreas is recognized as hypoechoic and enlarged
because of parenchymal edema. In addition to excessive
intestinal gas, ultrasound has limited capabilities in evaluating
the presence and extent of necrosis, in detecting the full extent
of pancreatic related fluid collections and in identifying
gastrointestinal tract complications. Moreover, abdominal
ultrasound is less accurate than Computed Tomography in
delineating peripancreatic inflammation and detecting
intrapancreatic necrosis. Computed Tomography has become
the standard of choice and worldwide the most commonly
used imaging modality for the initial evaluation and
follow-up of patients with acute pancreatitis [16, 17].
Furthermore, CT is widely available, easily accessible in most
institutions, less costly than magnetic resonance imaging,
highly sensitive for the detection of gas bubbles and
calcification, highly accurate, reproducible, and relatively
easy to read by both radiologists and clinicians. We assessed
Computed Tomography scan grading proposed by the United
Kingdom guidelines in adults to confirm the diagnosis of
pancreatitis [18]. The availability of new imaging modalities
and noninvasive therapies has also changed clinical practice
[19, 20]. Our patient had a high severity index. Initial
assessment of severity is one of the most important issues in
the management of acute pancreatitis [21]. Aggressive
intravenous fluid replacement is very important to treat fluid
losses caused by third space shifts, vomiting, diaphoresis, and
increased vascular permeability caused by inflammatory
mediators. Clinically, the adequacy of fluid resuscitation
should be monitored in terms of vital signs, urinary output, A
second important consequence of hypovolemia is intestinal
ischemia. Ischemia increases intestinal permeability to
bacteria and endotoxins, an important cause of secondary
pancreatic infection. Adequate pain management with opiate
analgesics is important for treatment of severe pain associated
with acute pancreatitis. Patient-controlled analgesia is often
helpful for good pain control. However, monitoring of
oxygenation while on high-dose opiate medications is
necessary. Initial studies suggested that antibiotics were useful
in preventing infection of necrosis, septic complications, and
mortality in patients with acute pancreatitis; however, more
recent, better-designed studies established that prophylactic
antibiotics are not helpful. In the absence of infection. In our
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case study, outcome was severe leading to endocrine
pancreatic insufficiency requiring insulin, acute renal failure
and death [22].
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