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Abstract
Pancreatitis is one of the important medical conditions. Gastrointestinal (GI) compli-
cations of pancreatitis are important and lead to significant morbidity and mortality.
Diagnosis of these complications is difficult and may require a strong clinical suspi-
cion coupled with various imaging features. This review provides an extensive update
of the whole spectrum of GI complication of pancreatitis, both acute and chronic,
from inflammation, ischemia, and necrosis to obstruction, perforation, and GI fistulae.
The focus is on the clinical and imaging features of this less commonly described
aspect of pancreatitis.

Introduction
Acute pancreatitis is defined as a clinical disorder characterized
by severe abdominal pain, which is epigastric in location and
may or may not radiate to the back, along with raised serum
amylase and lipase levels (to more than three times normal).1

Imaging is not necessary to establish the diagnosis if these find-
ings are present, especially in the first week of illness.

In contrast, chronic pancreatitis is a progressive
fibroinflammatory disorder, which is a result of irreversible struc-
tural changes with loss of lobular architecture of the pancreas,
leading to dilatation of the pancreatic duct, with or without the
presence of dystrophic calcification. Chronic pancreatitis eventu-
ally leads to exocrine and endocrine deficiency with recurrent
episodes of abdominal pain.2–4

Acute pancreatitis can either be interstitial or necrotizing.
The International Symposium on Acute Pancreatitis, held in
Atlanta in 1992, attempted to establish a multispeciality
consensus-based classification system for acute pancreatitis. The
rationale behind this classification system was to delineate a stan-
dard set of terminology that could be used to manage the disease,

as well as help in conducting research. However, this classification
had its limitations, which included inconsistencies in the definition
of the severity of pancreatitis and ambiguous terminology for fluid
collections. So, a revised Atlanta Classification was introduced in
2012, which divided acute pancreatitis into early (<1 week) and
late (>1 week) phases in relation to the onset of the disease.1

The severity of the disease in the early phase is clinically
determined by the systemic inflammatory response syndrome and
organ failure. Imaging has a limited role in the diagnosis and the
severity of the disease in the early phase as morphological changes
do not correspond with the clinical findings and do not help deter-
mine the subsequent course of the disease. However, imaging may
be needed in the early phase (i) to confirm the diagnosis if the
clinical symptoms are atypical and/or the serum amylase/lipase
levels are not raised up to three times normal, (ii) when malig-
nancy is suspected as an underlying cause, or (iii) to confirm
necrosis when the patient is not improving clinically.1

The late phase is characterized by ongoing inflammation,
organ failure, and complications. Imaging is required in this
phase in addition to clinical symptoms (i) to determine the cur-
rent disease status and complications; (ii) in diagnosing absence
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or presence of necrosis and its complications; (iii) to determine
whether or not active intervention is required, be it surgical,
endoscopic, or radiological; and (iv) to determine treatment
response.1

Complications
A wide variety of complications are associated with both acute
and chronic pancreatitis. These complications may either be local
or remote, acute or delayed, and abdominal or systemic. The neg-
ative prognostic factors associated with these complications
include increasing age, gallstone disease, organ failure on admis-
sion, and pancreatic necrosis. Among these factors, pancreatic
necrosis is the most common complication and important indica-
tor for the severity of the disease.5

Acute pancreatitis. The complications associated with
acute pancreatitis can be classified into vascular and nonvascular
complications.6

• The vascular complications can be either arterial (pseudo-
aneurysm or active contrast leak) or venous (acute thrombosis
of splenic vein, superior mesenteric vein, and portal vein, or
collateral formation).

• The nonvascular complications include collections (which are
classified according to the revised Atlanta Classification into
acute peripancreatic fluid collections, pseudocysts, acute
necrotic collections, and walled-off necrosis depending on
duration and nature of the collections1), bowel complications,
and pancreatic fistulas.

Of these, bowel complications have not been described
properly in the literature, and due importance has not been given
to them due to the priority given to the correction of organ fail-
ure. Because to this, these complications can often be missed
early on in the disease and can lead to significant morbidity later
on. In this article, we will be describing the intestinal complica-
tions of acute and chronic pancreatitis separately to provide a
complete overview of this cause of morbidity.

Gastrointestinal (GI) complications of acute pancreatitis
can be broadly divided into complications caused by action of
pancreatic enzymes and complications caused by pseudocyst for-
mation (Table 1).

Intestinal complications due to enzymatic action.
The bowel complications associated with acute pancreatitis are
predominantly due to the pancreatic enzymes released in the
mesentery, which can track along different paths to involve dif-
ferent segments of the intestine. The transverse colon and the
splenic flexure of the colon are the most common sites of
involvement (i) as they are closely related to the pancreas, and
severe inflammation of the body and tail may cause extrinsic
impression; (ii) retroperitoneal extravasation of enzymes may
cause pericolitis and/or pericolic fibrosis; and (iii) thrombosis of
the mesenteric vessels can occur due to enzymatic action or due
to the background hypercoagulable state in systemic inflamma-
tory response syndrome. In addition, the splenic flexure is the
watershed area of the colon, so any compromise in the blood
supply secondary to systemic hypotension or mesenteric vascular
thrombosis leads to its ischemia and necrosis.7 The small

intestine can also be involved through these mechanisms; how-
ever, it is less common and occurs predominantly through retro-
peritoneal inflammation.

The various bowel complications are not discrete entities
but are instead a spectrum that starts with inflammation and ends
with perforation or obstruction.

Inflammation. As the enzymes track through the mesentery,
they involve the adjacent bowel walls and cause an inflammatory

Table 1 Gastrointestinal complications in acute pancreatitis and asso-
ciated key imaging features

Due to enzymatic action
Associated with pseudocyst

formation

Inflammation Rupture and fistula
Circumferential mural thickening Extensive air in a pancreatic

collectionMural enhancement and
stratification Direct communication of a

pancreatic cyst and a part
of GI tract

Significant change in size and
internal characteristics of a
fluid collection

Ischemia and necrosis Obstruction
Circumferential mural thickening Dilatation of bowel loops
Mural enhancement and

stratification
Pancreatic pseudocyst at the

transition point
Marked mural thinning
Lack of enhancement
Intramural air

Obstruction
Dilatation of bowel loops
Transition point
Mural thickening at transition

point
“Colon cut-off” sign
“Apple core” appearance

(pseudocarcinoma sign)
Perforation

Discontinuity of the bowel wall
Contrast leak on contrast

enhanced CT
pneumoperitoneum or
localized air collection around
the splenic flexure

Fistula
Extensive focal air collection
Direct extension of a

peripancreatic inflammatory
changes into a part of GI tract

Contrast seen entering into
peripancreatic inflammatory
process on CT performed with
intraluminal contrast or as CT
fistulogram

Paralytic ileus
Diffuse dilatation without any

transition point

CT, computed tomography.
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reaction. This is seen on computed tomography (CT) as circum-
ferential mural thickening with mural stratification.7 This may
progress further to ischemia and necrosis.

Ischemia and necrosis. When the mesenteric vessels are
involved by the inflammatory process, blood supply to the
involved bowel segment is impaired, leading to ischemia and
finally necrosis (Fig. 1). Imaging features of ischemia are indis-
tinguishable from inflammation, showing mural thickening with
stratification. The stage of necrosis may be characterized by thin-
ning of bowel wall, with or without pneumatosis.

Obstruction. As described previously, splenic flexure is the most
common site for stricturing and obstruction. This is because of the
intimate anatomical relationship between the pancreatic tail and
the splenic flexure. The pancreatic tail lies within the phrenoleinal
and phrenocolic ligaments, which facilitates the direct extension of
the pancreatic enzymes from the pancreatic tail to the splenic flex-
ure.7 These enzymes, particularly lipase, cause fat necrosis, and
the released fatty acids form complexes with calcium, leading to
calcium deposits.8 Finally, fibrosis develops with progressive
narrowing of the bowel lumen, resulting in proximal dilatation of
the ascending and transverse colon, the “colon cut-off sign”. Imag-
ing may also show an “apple core” appearance, which may present
as a pseudocarcinoma, so a history of acute pancreatitis few
months prior must be taken into consideration before evaluating
for malignancy.7

The treatment for colonic obstruction has classically been
resection and primary anastomosis.9 However, nonoperative
treatment in the form of colonic stenting may be performed.
Colonic stenting is primarily used in malignant diseases,

however, its use in pancreatitis-related disease is not yet fully
explored and remains controversial.10,11 Technical advances in
stenting have allowed the possible stenting of the splenic flexure
region; however, placing uncovered stents in a benign condition
will lead to difficulty in their subsequent removal. Self-
expanding stents may be used as a temporary measure until
inflammation and obstruction improve; however, experience with
other benign diseases suggests that surgery is eventually required
due to primary or secondary failure of the stent.8

Perforation. The most common site of perforation is the splenic
flexure due to the reasons enumerated above. In a retrospective
study by Nakanishi et al., it was found that the median interval
from the onset of acute pancreatitis to colonic perforation was
13 days, ranging from 6 to 47 days.12 All the colonic perfora-
tions were confirmed by laparotomy, and resection was per-
formed in all with no mortality.

Imaging features of a colonic perforation may be (i) direct
visualization of the discontinuity of the bowel wall or contrast leak
on contrast-enhanced (CECT) or (ii) indirect sign such as
pneumoperitoneum or localized air collection around the splenic flex-
ure. The most significant risk factor for colonic perforation, as
described by Nakanishi et al., seemed to be the presence of at least
two collections in different locations (corresponding to Balthazar
grade E). This was supported by previous studies which showed that
perforation was more likely with a Balthazar grade greater
than D.13–15 This is important as Balthazar classification is based on
noncontrast CT, which enables us to determine the risk of colonic
perforation in patients with deranged renal function, as well as to pre-
vent contrast-induced nephropathy due to repeated contrast studies.

Gastroduodenal (Fig. 2) and caecal perforations have also
been reported in the literature, which may be caused by direct
contact by the fluid collections with the intestinal segments.15–18

Figure 1 Intraoperative image of a patient with colonic necrosis.
Figure 2 Intraoperative image of a patient with gastric perforation.
Ryle’s tube is seen protruding out of the perforation (arrow).
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GI fistulas. These are a well-known complication of severe
acute pancreatitis; however, it has been reported in limited litera-
ture. They are generally associated with increased morbidity due
to intractable complications like hemorrhage and secondary bac-
terial infection, leading to increased duration of hospital stay.19

GI fistulas can form either due to direct enzymatic action of the
pancreatic juice on the adjacent bowel wall or due to intestinal
necrosis secondary to vascular thrombosis, or they may even
arise due to iatrogenic factors like radiological or endoscopic
interventions.20,21

Clinical features of acute pancreatitis with GI fistula may
not differ from those without it. However, occurence of diarrhea,
GI bleed, and prolonged sepsis should lead to a suspicion of GI
fistula. In a patient with percutaneous catheter drain, increased
drain output or frank feculent output also points toward a fistula.
Diagnosis is usually made on fistulography (fluoroscopy or CT),
endoscopy (Fig. 3), or as an intraoperative finding (Fig. 4).22

Imaging diagnosis of GI fistula is suggested when there is exten-
sive focal air in a collection, a direct extension of peripancreatic
inflammatory changes into a part of GI tract, or contrast is seen
entering into peripancreatic inflammatory process on CT per-
formed with intraluminal contrast or as a CT fistulogram.

Jiang at al evaluated 928 patients with acute pancreatitis and
found GI fistula in 119 (12.8%, 160 fistula) patients.23 Incidence
was 38.3% in patients with infected pancreatic necrosis (n = 119).
Colonic fistulae were the most common form of GI fistulae (60.5%).
This was followed by duodenal fistulae (26.6%). Majority of the fis-
tulae (84.9%) were reported after 4 weeks. All duodenal fistulae
could be managed successfully by nonsurgical management, while
surgical management (in the form of ileostomy or colostomy) was
required for 61.1% of the colonic fistulae. The other patients with
colonic fistulae were successfully treated by percutaneous drainage
or continuous negative pressure irrigation. While the mortality of
patients with GI fistulae (as an entire group) did not differ signifi-
cantly from those without GI fistulae, those with colonic fistulae had
a significantly higher mortality.

Hua et al. studied 344 patients with severe acute pan-
creatitis and found GI fistulae in 52 patients (15.12%).24 In
this study, only infected necrosis (intra- or extra-pancreatic)
and modified CT severity index were found to be independent
risk factors for the formation of GI fistulae. Early enteral
nutrtion was confirmed to confer protection against this com-
plication. It was also found that 85% of the patients with
severe acute pancreatitis developed fistulae after a period of
4–8 weeks, suggesting it to be a delayed complication due to
long-term effects of the inflammatory process. Importantly, in
this study, fistula resolution was reported in 42 (80.7%)

Figure 3 Endoscopic images showing cystocolonic (a, arrow) and cystogastric fistula (b, arrow).

Figure 4 Intraoperative image of a patient with cystoenteric fistula
(arrow) with proximal jejunum.
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patients after percutaneous drainage or control of infection.
Ten patients underwent ileostomy or colostomy.

Management of a GI fistula is based on the principle that
upper GI fistulae usually close spontaneously over time, while
colonic fistulae usually need active intervention. Upper GI fistu-
lae settle with aggressive control of infection and percutaneous
drainage of pancreatic collection. Regarding management of
colonic fistula, several recent studies suggest that conservative
managment with percutaneous drainage may be sufficient.21 In a
systemic review of colonic complications of acute pancreatitis by
Mohamed et al., nonoperative management was suggested for
patients with colonic fistulae and stable clinical course. Surgical
approach should be immediately adopted if there is GI hemorrhage
in the setting of GI fistulae.21 For patients with stable clinical
course who fail to resolve with percutaneous catheter drainage and
those with contraindications to surgery, endoscopic treatment with
over-the-scope clips has been reported.25–28

Paralytic ileus. Colonic paralytic ileus is a relatively common,
but less severe, complication of acute pancreatitis. The mecha-
nism is not clearly understood, and it may be attributed to a vis-
cerally mediated reflex within the superior mesenteric plexus
secondary to retroperitoneal inflammation or colonic ischemia.7

On radiographs, there is dilatation of small and large bowel
loops, without any transition point. CT scan confirms the lack of
mechanical causes and transition point, as well as more dreaded
complications like colonic necrosis and fistula (Fig. 5).

GI complications associated with pseudocyst
formation or walled-off necrosis
Spontaneous rupture and fistulization. Spontaneous rup-
ture of a psuedocyst can occur either into the peritoneal cavity or
the surrounding hollow viscera. The rupture of the pseudocyst
occurs once the intracystic pressure reaches a critical level and
the weakest point of pseudocyst gives way. Alternatively, the

pseudocyst may cause pressure on an adjacent vessel supplying a
segment of the bowel, leading to ischemia and necrosis of the
bowel wall.29 Spontaneous rupture can occur into the stomach,
duodenum, or colon.

Once the pseudocyst ruptures into the upper GI tract, there
is resolution of pressure symptoms. However, patients may some-
times experience vomiting, diarhhea, or melena.29 On the other
hand, colonic fistulization of the pseudocyst is a serious complica-
tion as it has the potential for severe haemorhhage and sepsis.30

Obstruction. Any part of the GI tract may be obstructed by a
large pseudocyst with symptoms depending on the size and loca-
tion of the pseudocyst.31 Duodenum is the most common site for
obstruction due to direct contact of the second and third part of
the duodenum with the head of the pancreas. Ectopic pancreatic
resting in the antrum of the stomach may also become enlarged
and compromise the lumen, resulting in gastric outlet
obstruction.32

GI complications associated with chronic
pancreatitis. Duodenal obstruction is the most common GI
complication associated with chronic pancreatitis, and its inci-
dence in hospitalized patients is approximatedly 1%.33 Duodenal
obstruction may be transient or fixed.2

Transient obstruction is seen in the setting of acute pancre-
atitis flare, resulting from swelling in the pancreatic head and the
adjacent duodenal wall.2 Fixed obstruction occurs due to com-
pression by a pseudocyst or fibrotic changes occuring in the head
of the pancreas in chronic pancreatitis.

Groove pancreatitis is another entity of chronic pancreati-
tis that involves the head of the pancreas near the pan-
creaticoduodenal groove and results in duodenal obstruction.34

The diagnosis is usually made on CECT, but it can often be diffi-
cult to distinguish it from a malignancy.35 CECT features include
sheet-like soft tissue in the pancreaticoduodenal groove showing
delayed enhancement due to the presence of fibrosis. The medial

Figure 5 Axial CT image shows dilatation of multiple small bowel
loops with air fluid levels (short arrows). Also note the thickening of fas-
cia bilaterally (arrows).

Figure 6 Axial CT shows features of groove pancreatitis in the form
of cystic lesion in the medial wall of the second part of the duodenum
(arrow) and pancreatic calcifications (short arrow).
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duodenal wall may be thickened with the presence of small cysts
either in the duodenal wall or the groove itself (Fig. 6).36,37

Patients with obstruction because of pseudocysts can be
managed by draining the collection endoscopically. Endoscopic
duodenal stenting is generally not advised for benign conditions
because of the risk of delayed bowel perforation, so obstructions
due to fibrosis are generally managed surgically.2

Conclusion
Pancreatitis, whether acute or chronic, is a common cause of
morbidity and is associated with varied complications, some
more life-threatening than others. GI complications, although less
common, are still a significant cause for increased morbidity and
hospital stay in the clinical course of a patient. Recognizing these
complications early and preventing them goes a long way in
improving the quality of life of a patient.

References

1 Shyu JY, Sainani NI, Sahni VA et al. Necrotizing pancreatitis: diag-
nosis, imaging, and intervention. Radiographics. 2014; 34: 1218–39.

2 Ramsey ML, Conwell DL, Hart PA. Complications of chronic pan-
creatitis. Dig. Dis. Sci. 2017; 62: 1745–50.

3 Yadav D, Lowenfels AB. The epidemiology of pancreatitis and pan-
creatic cancer. Gastroenterology. 2013; 144: 1252–61.

4 Garg PK. Chronic pancreatitis in India and Asia. Curr. Gastroenterol.
Rep. 2012; 14: 118–24.

5 O’Connor OJ, Buckley JM, Maher MM. Imaging of the complications
of acute pancreatitis. AJR Am. J. Roentgenol. 2011; 197: W375–81.

6 Turkvatan A, Erden A, Turkoglu MA, Secil M, Yuce G. Imaging of
acute pancreatitis and its complications. Part 2: complications of acute
pancreatitis. Diagn. Interv. Imaging. 2015; 96: 161–9.

7 Sunkara T, Etienne D, Caughey ME, Gaduputi V. Small bowel obstruc-
tion secondary to acute pancreatitis. Gastroenterol. Res. 2017; 10: 42–4.

8 Lal N, Whiting J, Hejmadi R, Raman S. Large bowel obstruction: a
delayed complication of severe gallstone pancreatitis. Case Rep. Surg.
2016; 1034929.

9 Finan PJ, Campbell S, Verma R et al. The management of malignant
large bowel obstruction: ACPGBI position statement. Colorectal Dis.
2007; 9(Suppl. 4): 1–17.

10 Suzuki N, Saunders BP, Thomas-Gibson S, Akle C, Marshall M,
Halligan S. Colorectal stenting for malignant and benign disease: out-
comes in colorectal stenting. Dis. Colon Rectum. 2004; 47: 1201–7.

11 Dai Y, Chopra SS, Wysocki WM, Hunerbein M. Treatment of benign
colorectal strictures by temporary stenting with self-expanding stents.
Int. J. Colorectal Dis. 2010; 25: 1475–9.

12 Nakanishi N, Shimono T, Yamamoto A, Miki Y. CT evaluation and
clinical factors predicting delayed colonic perforation following acute
pancreatitis. Jpn. J. Radiol. 2016; 34: 10–5.

13 Balthazar EJ. Acute pancreatitis: assessment of severity with clinical
and CT evaluation. Radiology. 2002; 223: 603–13.

14 Casas JD, Diaz R, Valderas G, Mariscal A, Cuadras P. Prognostic
value of CT in the early assessment of patients with acute pancreati-
tis. AJR Am. J. Roentgenol. 2004; 182: 569–74.

15 Lenhart DK, Balthazar EJ. MDCT of acute mild (nonnecrotizing)
pancreatitis: abdominal complications and fate of fluid collections.
AJR Am. J. Roentgenol. 2008; 190: 643–9.

16 Sakorafas GH, Tsiotos GG, Sarr MG. Experience with duodenal
necrosis. A rare complication of acute necrotizing pancreatitis. Int.
J. Pancreatol. 1999; 25: 147–9.

17 Somani PO, Jain SS, Shah DK, Khot AA, Rathi PM. Uncomplicated
spontaneous rupture of pancreatic pseudocyst into stomach: A case
report. World J. Gastrointest. Endosc. 2013; 5: 461–4.

18 Martin LCE, Stavrou M, El-Madani F, Naik V, Jain K, Gupta S. A
rare case of perforated caecum after acute pancreatitis. Ann. R. Coll.
Surg. Engl. 2012; 94: e168–70.

19 Kochhar R, Jain K, Gupta V et al. Fistulization in the GI tract in
acute pancreatitis. Gastrointest. Endosc. 2012; 75: 436–40.

20 Doberneck RC. Intestinal fistula complicating necrotizing pancreatitis.
Am. J. Surg. 1989; 158: 581–4.

21 Mohamed SR, Siriwardena AK. Understanding the colonic complica-
tions of pancreatitis. Pancreatology. 2008; 8: 153–8.

22 Falconi M, Pederzoli P. The relevance of gastrointestinal fistulae in
clinical practice: a review. Gut. 2001; 49(Suppl. 4): iv2–10.

23 Jiang W, Tong Z, Yang D et al. Gastrointestinal fistulas in acute pan-
creatitis with infected pancreatic or peripancreatic necrosis: a 4-year
single-center experience. Medicine (Baltimore). 2016; 95: e3318.

24 Hua Z, Su Y, Huang X et al. Analysis of risk factors related to gas-
trointestinal fistula in patients with severe acute pancreatitis: a retro-
spective study of 344 cases in a single Chinese center. BMC
Gastroenterol. 2017; 17: 29.

25 Gardner A, Gardner G, Feller E. Severe colonic complications of pan-
creatic disease. J. Clin. Gastroenterol. 2003; 37: 258–62.

26 von Renteln D, Schmidt A, Vassiliou MC, Rudolph HU,
Gieselmann M, Caca K. Endoscopic closure of large colonic perfora-
tions using an over-the-scope clip: a randomized controlled porcine
study. Endoscopy. 2009; 41: 481–6.

27 Familiari P, Marci A, Consola P et al. Endoscopic clipping of a col-
ocutaneous fistula following necrotizing pancreatitis: case report. Dig.
Liver Dis. 2003; 35: 907–10.

28 Kirschniak A, Kratt T, Stuker D, Braun A, Schurr MO,
Königsrainer A. A new endoscopic over-the-scope clip system for
treatment of lesions and bleeding in the GI tract: first clinical experi-
ences. Gastrointest. Endosc. 2007; 66: 162–7.

29 Kim HC, Yang DM, Kim HJ, Lee DH, Ko YT, Lim JW. Computed
tomography appearances of various complications associated with
pancreatic pseudocysts. Acta Radiol. 2008; 49: 727–34.

30 JCM S Jr, Feres O, Rocha JJR, Aracava MM. Massive lower gastroin-
testinal hemorrhage caused by pseudocyst of the pancreas ruptured into
the colon. Report of two cases. Dis. Colon Rectum. 1992; 35: 75–7.

31 Pitchumoni CS, Agarwal N. Pancreatic pseudocysts. When and how
should drainage be performed? Gastroenterol. Clin. North Am. 1999; 28:
615–39.

32 Bellon EM, George CR, Schreiber H, Marshall JB. Pancreatic
pseudocysts of the duodenum. AJR Am. J. Roentgenol. 1979; 133:
827–31.

33 Vijungco JD, Prinz RA. Management of biliary and duodenal compli-
cations of chronic pancreatitis. World J. Surg. 2003; 27: 1258–70.

34 Oza VM, Skeans JM, Muscarella P et al. Groove pancreatitis, a
masquerading yet distinct clinicopathological entity: analysis of risk
factors and differentiation. Pancreas. 2015; 44: 901–8.

35 Raman SP, Salaria SN, Hruban RH, Fishman EK. Groove pancreati-
tis: spectrum of imaging findings and radiology-pathology correlation.
AJR Am. J. Roentgenol. 2013; 201: W29–39.

36 Kwak SW, Kim S, Lee JW et al. Evaluation of unusual causes of
pancreatitis: role of cross-sectional imaging. Eur. J. Radiol.
2009; 71: 296–312.

37 Itoh S, Yamakawa K, Shimamoto K, Endo T, Ishigaki T. CT findings
in groove pancreatitis: correlation with histopathological findings.
J. Comput. Assist. Tomogr. 1994; 18: 911–5.

A Bansal et al. Gastrointestinal complications in pancreatitis

JGH Open: An open access journal of gastroenterology and hepatology 3 (2019) 450–455

© 2019 The Authors. JGH Open: An open access journal of gastroenterology and hepatology published by Journal of Gastroenterology and Hepatology Foundation and

John Wiley & Sons Australia, Ltd.

455


	 Gastrointestinal complications in acute and chronic pancreatitis
	Introduction
	Complications
	Acute pancreatitis
	Intestinal complications due to enzymatic action
	Inflammation
	Ischemia and necrosis
	Obstruction
	Perforation
	GI fistulas
	Paralytic ileus

	GI complications associated with pseudocyst formation or walled-off necrosis
	Spontaneous rupture and fistulization
	Obstruction

	GI complications associated with chronic pancreatitis

	Conclusion
	References




