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Small Bowel Obstruction Secondary to Acute Pancreatitis

Tagore Sunkaraa, d, Denzil Etiennea, Megan E. Caugheyb, Vinaya Gaduputic

Abstract

While an uncommon occurrence, it is possible for patients diagnosed 
with acute pancreatitis to develop colonic ileus, obstruction, or perfo-
ration. By extension, it is also possible to develop a small bowel ob-
struction following an episode of acute pancreatitis. Here, we present 
the case of a 44-year-old male, who after repeated attacks of acute 
pancreatitis, came to the emergency department with continuous, 
non-bloody vomiting. This patient also complained of both left upper 
quadrant and epigastric pain, and was subsequently diagnosed with a 
small bowel obstruction involving the proximal jejunum.
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Introduction

In rare event acute pancreatitis leads to colonic obstructions, 
and it most often does so in the locations of the splenic flex-
ure and transverse colon [1]. Small bowel obstructions follow-
ing an episode of acute pancreatitis are even less documented 
in the literature, and tend to be the result of retroperitoneal 
inflammation. The small bowel is susceptible to the inflam-
mation because of its proximity to the anterior surface of the 
pancreas. An enzyme-rich extravasation product, released in 
response to the inflammatory process, travels to the colon and 
small bowels, mechanically obstructing bowel pathways [2].

Case Report

A 44-year-old man with medical history of alcohol depend-

ence with recurrent attacks of acute pancreatitis came to the 
emergency department complaining of persistent non-bloody, 
greenish vomiting associated with epigastric and left upper 
quadrant pain for 3 days. Patient admitted to drinking alcohol 
daily for about 20 years. Patient had pertinent history of an 
episode of alcohol-induced acute pancreatitis 10 days prior to 
this index admission with amylase and lipase levels of 91 and 
189 U/L, respectively. Patient was hemodynamically stable at 
the time of admission. Physical exam was consistent with ep-
igastric and left upper quadrant tenderness without guarding 
or rigidity. Laboratory studies revealed a hematocrit of 43%, 
leukocyte count of 10.3 × 109/L (71% neutrophils), lipase 
of 163 U/L, amylase of 90 U/L and creatinine of 2.7 mg/dL 
(baseline of 0.5mg/dL). Ultrasound (US) of abdomen did not 
reveal gallstones but showed mild hepatomegaly and hepatic 
steatosis. Computerized tomography (CT) scan of abdomen 
revealed changes in pancreas consistent with acute pancreati-
tis along with distended stomach and duodenum raising con-
cern for obstruction at the proximal jejunum (Figs. 1 and 2) 
from surrounding edema/inflammation. Patient was admitted 
with an impression of alcohol-induced severe acute pancrea-
titis with acute kidney injury and small bowel obstruction. 

Manuscript accepted for publication January 09, 2017

aDepartment of Gastroenterology and Hepatology, The Brooklyn Hospital 
Center, Clinical Affiliate of The Mount Sinai Hospital, 121 Dekalb Ave., 
Brooklyn, NY 11201, USA
bNew York Institute of Technology College of Osteopathic Medicine, Old 
Westbury, NY, USA
cDepartment of Gastroenterology and Hepatology, SBH Health System, 4422 
Third Ave., Bronx, NY 10457, USA
dCorresponding Author: Tagore Sunkara, Department of Gastroenterology and 
Hepatology, The Brooklyn Hospital Center, Clinical Affiliate of The Mount 
Sinai Hospital, 121 Dekalb Avenue, Brooklyn, NY 11201, USA. Email: tago-
resunkara@hotmail.com

doi: https://doi.org/10.14740/gr758w
Figure 1. CT of abdomen coronal section showing severely dilated du-
odenum (white arrow) and peri-pancreatic fat stranding (yellow arrow). 
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Patient was started on aggressive intravenous hydration with 
lactated Ringer’s solution and metoclopramide as needed for 
nausea and vomiting. Electrolytes were replenished as ap-
propriate. Surgeons recommended conservative management 
with periodic gastric suctioning via a nasogastric tube con-
nected to low wall suction. Patient continued to have abdomi-
nal pain with nausea and vomiting over the next 2 days with 
worsening of leukocyte count and renal function (creatinine 
trended up to 4.9 mg/dL). Patient had no bowel movements 
during this period. Patient was also noted to have metabolic 
alkalosis with a pH of 7.62. Patient was switched to intrave-
nous normal saline given the metabolic alkalosis likely from 
vomiting.

Magnetic resonance cholangiopancreatography (MRCP) 
was also performed. MRCP revealed changes consistent 
with acute pancreatitis with no intra-luminal common bile 
duct (CBD) or pancreatic duct (PD) pathology. Patient was 
continued on aggressive intravenous hydration with clinical 
improvement and complete resolution of small bowel ob-
struction within next 4 days. Patient was eventually started 
on oral diet which he tolerated well. Patient was discharged 
home with extensive counseling on importance of alcohol 
abstinence.

Discussion

Bowel complications of acute pancreatitis such as paralytic 
ileus, ischemic necrosis, perforation and mechanical obstruc-
tion are relatively infrequent [3, 4]. Mechanical bowel ob-
struction as a result of acute pancreatitis has been described in 
the literature and is more likely to occur in the splenic flexure 
and transverse colon. This is believed to stem from either: 
1) severe inflammation of the body and tail of the pancreas 
causing extrinsic compression; 2) retroperitoneal extravasa-
tion of pancreatic enzymes causing pericolitis and/or pericolic 
fibrosis; 3) thrombosis of mesenteric arteries (often associated 
with hypercoagulability during severe inflammatory states); 
or 4) infarction/ischemic necrosis of watershed areas second-

ary to systemic hypotension [1, 5-7]. Retroperitoneal inflam-
mation may also lead to the involvement of other segments 
of bowel including the small intestine as was the case with 
our patient. Small bowel obstruction has not been frequently 
described in the literature but most likely involves similar 
pathogenic mechanisms described above [8-12]. Our patient 
represents one such case where the jejunum was involved, re-
sulting in the clinical manifestations of small bowel mechani-
cal obstruction.

Other obstructive manifestations of acute pancreatitis in-
clude colonic stenosis which may present as a “pseudocar-
cinoma” with classic “apple-core” appearance on imaging a 
few months following an episode of acute pancreatitis [1, 13]. 
This complication has been most frequently described at the 
splenic flexure and, like mechanical obstruction, may be the 
result of the intimate anatomic relationship shared between 
the pancreatic tail and splenic flexure. The pancreatic tail 
lies in the phrenolienal and phrenocolonic ligament, which is 
contiguous with the splenic flexure of the colon. This shared 
communication facilitates direct extension of inflammatory 
enzyme-rich material to the splenic flexure with progressive 
stricturing of the colon segment [14, 15]. Additionally, the 
splenic flexure is a watershed area often supplied by a poorly 
developed marginal artery making this area more vulnerable 
to ischemic insult [1].

Similar anatomic relationship exists between the anterior 
surface of the pancreas and transverse colon where the two lay-
ers of the transverse mesocolon cover the head and body of 
the pancreas. Thus, enzyme-rich inflammatory extravasation 
can easily access the transverse colon leading to local compli-
cations (including mechanical obstruction). Furthermore, the 
peritoneal reflection from the anterior surface of the pancreas 
facilitates communication to the small bowel mesentery mak-
ing the small bowel vulnerable to inflammatory complications 
[2, 16].

Finally, colonic paralytic ileus is a relatively more com-
mon and less severe complication of acute pancreatitis than 
true mechanical obstruction. The etiology of ileus is not en-
tirely understood but may arise from a viscerally mediated 
reflex within the superior mesenteric plexus secondary to re-
troperitoneal inflammation and/or transient colonic ischemia 
[1].

Colonic obstruction secondary to acute pancreatitis usual-
ly resolves with conservative management unless it is associat-
ed with retroperitoneal collections or necrotizing pancreatitis, 
in which case prompt surgical intervention is warranted [17, 
18]. There is paucity of literature on mechanical small bowel 
complications from acute pancreatitis but likely has similar 
pathophysiological mechanisms and management when com-
pared to colonic complications.

Conclusion

Clinicians must be keenly aware of mechanical small bowel 
complications of acute pancreatitis which albeit rare, are po-
tentially deadly and therefore should be managed aggressively. 
The management is directed towards treating the underlying 
pancreatitis and surgical management is usually reserved for 

Figure 2. CT of abdomen transverse section showing severely dilated 
proximal duodenum (white arrow) and peri-pancreatic fat stranding 
(yellow arrow). 



Articles © The authors   |   Journal compilation ©  Gastroenterol Res and Elmer Press Inc™   |   www.gastrores.org44

Jejunal Obstruction Secondary to Acute Pancreatitis  Gastroenterol Res. 2017;10(1):42-44

unstable patients with refractory bowel obstruction.
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