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Abstract
A 25-year-old man was admitted with the chief com-
plaints of right flank pain, watery diarrhea, and fever. 
Blood tests revealed high levels of inflammatory mark-
ers, and infectious enteritis was diagnosed. A stool 
culture obtained on admission revealed no growth of 
any significant pathogens. Conservative therapy was 
undertaken with fasting and fluid replacement. On 
day 2 of admission, the fever resolved, the frequency 
of defecation reduced, the right flank pain began to 
subside, and the white blood cell count started to de-
crease. On hospital day 4, the frequency of diarrhea 
decreased to approximately 5 times per day, and the 
right flank pain resolved. However, the patient devel-
oped epigastric pain and increased blood levels of the 
pancreatic enzymes. Abdominal computed tomography 
revealed mild pancreatic enlargement. Acute pancreati-
tis was diagnosed, and conservative therapy with fast-
ing and fluid replacement was continued. A day later, 
the blood levels of the pancreatic enzymes peaked out. 
On hospital day 7, the patient passed stools with fresh 
blood, and Campylobacter jejuni/coli  was detected by 

culture. Lower gastrointestinal endoscopy performed on 
hospital day 8 revealed diffuse aphthae extending from 
the terminal ileum to the entire colon. Based on the 
findings, pancreatitis associated with Campylobacter  
enteritis was diagnosed. In the present case, a possible 
mechanism of onset of pancreatitis was invasion of the 
pancreatic duct by Campylobacter  and the host im-
mune responses to Campylobacter .
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Core tip: A 25-year-old man was admitted with infec-
tious enteritis. During the hospital stay, although the 
symptom of enteritis was improved, the patient devel-
oped epigastric pain and increased blood levels of the 
pancreatic enzymes, and was diagnosed acute pancre-
atitis. The patient passed fresh blood stools, and Cam-
pylobacter jejuni/coli  was detected by culture. Based 
on the findings, pancreatitis associated with Campy-
lobacter  enteritis was diagnosed. Bacteria that cause 
gastroenteritis can also be causative agents for pancre-
atitis. When upper abdominal pain or increased levels 
of pancreatic enzymes not consistent with the course 
of gastroenteritis are observed, we need to consider 
concomitant pancreatitis.
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INTRODUCTION
Infection is one of  the diverse causes of  pancreatitis. 

CASE REPORT



Table 2 Hematological examination on hospital day 4

Bacteria that cause gastroenteritis can also be causative 
agents of  pancreatitis. We encountered a rare case in 
which acute pancreatitis occurred during the course of  
Campylobacter enteritis.

CASE REPORT
A 25-year-old man was admitted with a 3-d history 
of  right flank pain and watery diarrhea. He had eaten 
chicken liver and steamed chicken at a restaurant 4 d 
earlier. On the day prior to admission, he had developed 
a fever of  approximately 38 degrees C, and Clostridium 
butyricum preparations and acetaminophen had been 
prescribed at a neighborhood clinic. However, because of  
the persistence of  diarrhea at a stool frequency of  more 
than 20 times per day and fever, the patient was referred 
and admitted to our hospital for detailed examination. 
None of  his friends who had eaten the same meal with 
him had similar symptoms.

On admission, a fever of  39.1 degrees C and tender-
ness of  the right flank were noted; however, there was 
no rebound tenderness or muscle guarding. The white 
blood cell count was elevated to 13120/μL, and the se-
rum C-reactive protein level was increased to 11.58 (Table 
1). A stool culture obtained on admission revealed no 
growth of  any significant pathogens. As abdominal ultra-
sonography (US) revealed thickening of  the wall of  the 
ascending colon, infectious enteritis was diagnosed, and 
conservative therapy with fasting and fluid replacement 
was undertaken. Although no antimicrobial agent was ad-
ministered, the fever resolved by day 2 of  admission. The 
frequency of  defecation and the white blood cell count 
began to decrease, and the right flank pain began to sub-
side. On hospital day 4, the stool frequency decreased to 
approximately 5 times per day, and the right flank pain 
resolved completely. However, the patient developed epi-
gastric pain. The plasma levels of  pancreatic amylase and 
lipase were elevated to 341 IU/L and 660 IU/L, respec-
tively (Table 2). Computed tomography (CT) revealed 
mild pancreatic enlargement (Figure 1). Acute pancreati-
tis was diagnosed, and conservative therapy with fasting 
and fluid replacement was continued. On the following 
day, the pancreatic enzyme levels peaked. On hospital day 
6, oral intake was resumed. On hospital day 7, the patient 
passed stools containing fresh blood, and a stool culture 
yielded growth of  Campylobacter jejuni/coli. Lower gastroin-
testinal endoscopy performed on hospital day 8 revealed 
diffuse aphthae extending from the terminal ileum to the 
entire colon (Figure 2). Subsequently, the bloody stools 
resolved, and the clinical course was favorable. The pa-
tient was discharged on hospital day 12. 

DISCUSSION
Infection is one of  the diverse causes of  pancreatitis. Vi-
ruses that are known to cause pancreatitis include mumps 
virus, coxsackievirus, hepatitis B virus, cytomegalovirus, 
varicella-zoster virus, herpes simplex virus, and human 

immunodeficiency virus. The bacteria reported to cause 
pancreatitis include Mycoplasma, Legionella, and Lepto-
spira species, as well as those causing gastroenteritis, such 
as Salmonella typhi, Campylobacter jejuni, Yersinia enteroco-
litica, and Yersinia pseudotuberculosis[1]. Although the 
mechanisms by which bacteria cause pancreatitis remain 
unknown, possible mechanisms include the direct spread 
of  inflammation from adjacent organs, such as the small 
intestine, to the pancreas[2]; invasion of  the bile duct[1] 
and pancreatic duct[3] by bacteria; dissemination through 
the blood and lymphatic vessels[1]; and immune responses 
of  the host to bacterial invasion of  the pancreas[2].

In regard to pancreatitis caused by Campylobacter en-
teritis, the reported age at onset ranges widely, from 9 to 
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Table 1  Hematological examination on admission

WBC 13120/μL γ-GTP 25 U/L
Neut 94.0% CK 132 U/L
Lymp   1.0% P-AMY 24 U/L
Hb 15.8 g/dL Lipase 660 U/L
Plt 22.2 × 104/μL CRP 11.58 mg/dL
TP 7.4 g/dL BUN 10 mg/dL
Alb 4.5 g/dL Cr 1.1 mg/dL
T-Bil 0.66 mg/dL Na 133 mmol/L
D-Bil 0.21 mg/dL K 3.6 mmol/L
AST   22 U/L Cl 97 mmol/L
ALT   13 U/L Tcho 89 mg/dL
LD 229 U/L TG 106 mg/dL
ALP 222 U/L BS 118 mg/dL

WBC: White blood cell; Neut: Neutrophil; Lymp: Lymphocyte; Hb: 
Hemoglobin; Plt: Platelet; TP: Total protein; Alb: Albumin; T-Bil: Total 
bilirubin; D-Bil: Direct bilirubin; AST: Aspartate transaminase; ALT: 
Alanine aminotransferase; LD: Lactate dehydrogenase; ALP: Alkaline 
phosphatase; γ-GTP: Gamma-glutamyl transpeptidase; CK: Creatinine 
phosphokinase; P-AMY: Pancreatic amylase; CRP: C-reactive protein; 
BUN: Blood urea nitrogen; Cr: Creatinine; Na: Sodium; K: Potassium; Cl: 
Chloride; Tcho: Total cholesterol; TG: Triglyceride; BS: Blood sugar.

WBC 5420/μL γ-GTP 28 U/L
Neut 76.0% CK 83 U/L
Lymp 14.0% P-AMY 341 U/L
Hb 14.8 g/dL Lipase 438 U/L
Plt 27.9 × 104/μL CRP 4.07 mg/dL
TP 7.0 g/dL BUN 7 mg/dL
Alb 4.1 g/dL Cr 0.94 mg/dL
T-Bil 0.52 mg/dL Na 134 mmol/L
D-Bil 0.19 mg/dL K 4.0 mmol/L
AST   24 U/L Cl 96 mmol/L
ALT   16 U/L
LD 231 U/L
ALP 186 U/L

WBC: White blood cell; Neut: Neutrophil; Lymp: Lymphocyte; Hb: 
Hemoglobin; Plt: Platelet; TP: Total protein; Alb: Albumin; T-Bil: Total 
bilirubin; D-Bil: Direct bilirubin; AST: Aspartate transaminase; ALT: 
Alanine aminotransferase; LD: Lactate dehydrogenase; ALP: Alkaline 
phosphatase; γ-GTP: Gamma-glutamyl transpeptidase; CK: Creatinine 
phosphokinase; P-AMY: Pancreatic amylase; CRP: C-reactive protein; 
BUN: Blood urea nitrogen; Cr: Creatinine; Na: Sodium; K: Potassium; Cl: 
Chloride.



88 years, and there is no gender difference. The interval 
from the onset of  enteritis to the occurrence of  pan-
creatitis ranges from 3 to 7 d. In terms of  the severity, 
there are many cases of  mild pancreatitis. Campylobacter 
enteritis has been reported to be both treated and not 
treated with antimicrobial agents[2-8]. However, it remains 
unclear whether antimicrobial agents are effective for the 
treatment of  pancreatitis associated with Campylobacter 
enteritis.

In the present case, there was no apparent cause of  
acute pancreatitis, except for Campylobacter enteritis. The 
patient drank socially and was not on any regular medi-
cation. No gallstones were detected by US or CT. Addi-
tionally, there was no evidence of  hypertriglyceridemia. 
Thin-slice CT revealed no apparent abnormalities of  the 
pancreatobiliary junction. Even a single administration 
of  acetaminophen can cause pancreatitis, but according 
to previous case reports, pancreatitis occurs within 24 
h of  taking the drug[9]. In our case, because pancreatitis 
occurred 5 d after the patient had taken acetaminophen, 
acetaminophen was unlikely to have been the cause of  
the pancreatitis. Moreover, because the levels of  anti-
nuclear antibodies and immunoglobulin G4 were within 
the normal range, autoimmune pancreatitis was unlikely. 
Thus, our patient was diagnosed as having pancreatitis 
associated with Campylobacter enteritis. As for the mecha-
nism of  the onset of  pancreatitis in this patient, inva-
sion of  the bile duct by Campylobacter was unlikely be-
cause the blood levels of  biliary enzymes were normal. 
CT revealed no increase in the adipose tissue around 
the pancreas, and the inflammatory findings around the 
intestine were also mild. These findings made the direct 
spread of  the inflammation from the intestine to the 
pancreas also unlikely. Thus, it is assumed that invasion 
of  the pancreatic duct by Campylobacter or an immune 
response of  the host to invasion of  the pancreas by 
Campylobacter was the mechanism of  the onset of  pan-
creatitis in our patient.

We encountered a rare case in which acute pancreati-
tis occurred during the course of  Campylobacter enteritis. 
Bacteria that cause gastroenteritis can also be causative 
agents of  pancreatitis. When upper abdominal pain or 

increased levels of  pancreatic enzymes that are not con-
sistent with the course of  gastroenteritis are observed, 
concomitant pancreatitis needs to be kept in mind.

COMMENTS
Case characteristics
The patient was admitted with a 3-d history of right flank pain and watery diar-
rhea, and on hospital day 4, the symptom of enteritis was improved, but the 
patient developed epigastric pain.
Clinical diagnosis 
Pancreatitis associated with Campylobacter enteritis was diagnosed. 
Differential diagnosis
There was no apparent cause of acute pancreatitis, except for Campylobacter 
enteritis, because the patient did not have a history of alcohol abuse or regular 
medication, additionally, gallstones, abnormalities of the pancreatobiliary junc-
tion, hypertriglyceridemia, and high levels of antinuclear antibodies and immu-
noglobulin G4 were not detected.
Laboratory diagnosis
On admission, the plasma level of pancreatic amylase was not elevated; how-
ever, on hospital day 4, when the patient developed epigastric pain, the plasma 
levels of pancreatic amylase and lipase were elevated.
Imaging diagnosis
Lower gastrointestinal endoscopy performed on hospital day 8, which revealed 
diffuse aphthae extending from the terminal ileum to the entire colon.
Treatment
We performed conservative therapy with fasting and fluid replacement, no an-
timicrobial agent was administered for either Campylobacter enteritis or acute 
pancreatitis.
Experiences and lessons
When upper abdominal pain or increased levels of pancreatic enzymes that 
are not consistent with the course of gastroenteritis are observed, concomitant 
pancreatitis needs to be kept in mind.
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Figure 1  Abdominal computed tomography on hospital day 4 revealed 
mild pancreatic enlargement.

Figure 2  Lower gastrointestinal endoscopy performed on hospital day 8 
revealed aphthae in the terminal ileum (A) and descending colon (B).
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Peer review
This was a rare case in which acute pancreatitis occurred during the course 
of Campylobacter enteritis. Infection is one of the diverse causes of pancreati-
tis. Many viruses and bacteria can cause acute pancreatitis. But pancreatitis 
caused by Campylobacter enteritis was rare. So in clinical work, when upper 
abdominal pain or increased levels of pancreatic enzymes not consistent with 
the course of gastroenteritis are observed, concomitant pancreatitis needs to 
be considered in mind.
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