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Case Report

Acute Pancreatitis in Child with Relapsing Hepatitis A Viral Infection
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Acute pancreatitis in association with acute viral hepatitis A is uncommon. We report a 12-year-old boy
with acute pancreatitis associated with relapsing hepatitis A viral infection who made a satisfactory
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Introduction

Viral A hepatitis is a self-limited infection occurring predominantly
among children usually as an anicteric often subclinical illness.
Although hepatitis viruses have a strong tropism for hepatocytes, viral
antigens have also been detected in other tissues such as pancreas and
gallbladder [1-3]. Several viral infections have been implicated as an
etiological factor of acute pancreatitis. The viruses most frequently
responsible are the mumps virus, Coxsackie B virus, Epstein Barr virus
[1-3]. Acute pancreatitis has been reported very rarely in acute non
fulminant viral hepatitis [4-6]. The objective of this report is present a
patient with acute pancreatitis associated with acute hepatitis caused by
hepatitis A virus (HAV) not at in acute phase, who made a satisfactory
recovery.

Brief Report

A 12-year-old boy with a previous medical history due to tiredness,
numerous episodes of vomiting, dark urine, jaundiced in 2005 July in a

little-town in Brazil. A diagnosis of acute viral hepatitis A was made
with appearance of HAV IgM antibodies. However, in 2005 September
this patient was guided to the Infectious Emergency Department with
nausea, jaundice, abdominal pain and vomiting. On admission, he was
afebrile and jaundiced. His abdomen was distended with general
tenderness on palpation and low bowel sounds were heard. The liver was
enlarged 8 cm below the right margin. Laboratory investigations
included: white blood count 12.8 X 10%L (71% Polymorphs);
Hemoglobin 12,9 g/dL; serum amylase: 795 U/dL (normal 25-115);
serum lipase: 958 U/dL (normal 144-286) Bilirubin: 25,6 mg/dL (normal
—0.2-1.2) (Conjugated — 20.9); aspartate aminotransferase (AST): 637
U/L (normal 15-37); alanine aminotransferase (ALT): 751 U/L (normal
30-65); alkaline phosphatase: 310 U/L (normal — 50-136); Gama
Glutamiltransferase (GGT): 100 U/L (normal — 5-85). The plasma
electrolytes, serum lipid profile, creatinine and calcium are normal.
Computed tomography (CT) abdomen showed features of acute
edematous of the pancreas body, without calcifications (Figure 1) and
enlarged liver.
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Figure 1: Computed tomography (CT) abdomen showed features of
acute edematous of the pancreas (White Arrow) body, without
calcifications and enlarged liver (Yellow Arrow).

Treatment was with fluid and electrolyte replacement. Pain ceased eight
days after admission. He regained his appetite three days after. On
discharged AST was 211 U/L, ALT 209 U/L, serum amylase 135 U/dL,
serum lipase 115 U/dL, bilirubin: 7,4 mg/dL (normal — 0.2-1.2)
(Conjugated — 4, 5), alkaline phosphatase 157 U/L, GGT 286 U/L. The
patient had normal exams eight weeks after the diagnosis, and until today
he didn’t have any disease or relapse. The diagnosis of pancreatitis in
our patient was based on clinical features of vomiting, severe abdominal
pain, CT abdomen evidence of pancreatitis, elevated serum amylase and
lipase and lack of other recognizable abdominal disease.

Discussion

Etiological association of viruses with acute pancreatitis is well known
[1-3]. The association of pancreatitis with non-fulminant hepatitis is rare
and has been described, predominantly in man [4-9]. The most of
patients reported had presented with symptomatic pancreatitis in the
early phase of the hepatic illness, and just two patients reported by Garty
et al. and Agarwal et al. in the other period of the illness like our patient
[7, 9]. Pancreatitis was diagnosed on the basis of typical prolonged pain,
high serum amylase and lipase, CT findings. Pancreatitis was not severe
in the reported cases in eight children, as well as in our patient [4-9].
Most cases of acute pancreatitis complicating acute viral hepatitis have
occurred in conjunction with fulminant hepatitis [10, 11]. In the autopsy
series of Ham and Fitzpatrick, 14 (33%) of 42 patients with fulminant
hepatic failure, the majority viral etiology, had histologic pancreatitis
ranging in severity from mild (five patients) to severe (four patients)
[10]. Parbhoo et al. reported similar findings; 21 (36%) of 59 patients
with fulminant hepatic failure, which was viral in 42 patients, had
pancreatitis at autopsy [11]. In a prospective survey, the same authors
found that 14 (23%) of 60 patients with fulminant hepatic failure had
elevation of serum amylase [11].

The mechanism of pancreatitis in patients with acute viral hepatitis (non-
fulminant) is unknown and it may be multifactorial. One proposed
pathogenesis of pancreatitis associate with hepatitis is the development
of edema of the ampulla of Vater with obstruction to the outflow of
pancreatic fluid [3]. There is no direct evidence for the routes by which
hepatitis viruses reach the pancreas; however, the proposed routes are
most likely blood or bile. A more plausible mechanism for viral
associated acute pancreatitis acinar membrane is direct inflammation
and destruction of pancreatic acinar cell by the virus [12]. Acute
pancreatitis occurs in 5,65% of patients with acute viral hepatitis, it is
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mild and recovers with conservative management [4]. Prolonged
cholestasis and relapsing hepatitis are well described [13, 14].
Cholestasis will spontaneously resolve but may predispose the patient to
develop a relapse of the hepatitis. A biphasic or relapsing form of viral
hepatitis A occurs in 5 to 20% of cases [13, 14]. The initial episode lasts
3to 5 weeks and is followed by a period of remission characterized by
normal liver chemistries lasting 4 to 7 weeks. Relapse may mimic the
initial episode of the acute hepatitis, that may be the cause of acute
pancreatitis in our patient.

The patient had a mild to moderate pancreatitis without any local
systemic complication and had uneventful recovery from both hepatitis
and pancreatitis, with six and eight weeks after the admission
respectively. However, laboratory findings were normal in some 5 to 10
days in other cases [4-8] in pancreatitis, our case need more time to
recover, but hepatitis laboratory findings was similar recovery. We did
not find any correlation of pancreatitis and or hyperamylasemia and
hyperlipasemia to either bilirubin, AST/ALT levels like others that was
found by Parbhoo et al. [4-9, 11]. The etiology of pancreatitis was
considered to be due to a hepatitis virus inasmuch as there was no
evidence of gallstone, alcoholism, drugs, trauma or metabolic causes.
Although biliary microscopy was not performed, the fact that there was
no recurrence of pancreatitis and no development of gallstone/sludge on
follow up (36 months) exclude biliary microlithiasis as a possible
etiology.

In summary, acute pancreatitis should always be considered when acute
or disproportionate abdominal pain complicates acute viral hepatitis.
Management of acute viral pancreatitis remains conservative, with
which treatment our patient recovered.
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