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Introduction 

ndoscopic retrograde cholangiopancreatography (ERCP) 

is an important invasive procedure used in managing a 

diverse group of pancreatic and biliary disorders. The most 

common serious adverse event is post-ERCP pancreatitis (PEP) 

(Artifon et al., 2010). 

Acute pancreatitis remains the most common 

complication of ERCP, with an incidence ranging from 2% - 

4% in low risk patients to 8% - 20% in those at high risk and 

an overall average risk of approximately 10% (Katsinelos 

et al., 2012).  

The pathophysiology of PEP is not well understood. 

Mechanical, hydrostatic, chemical, enzymatic, allergic, 

thermal, cytokine and microbiological factors have all been 

proposed as causes. Many studies suggest that PEP results 

from mechanical trauma with injury of the papilla or 

pancreatic sphincter causing swelling of the pancreatic duct 

and obstruction to the flow of pancreatic enzymes. This 

hypothesis remains controversial and no consensus related to 

the pathogenesis of PEP has been established (Woods & 

Willingham, 2010). 

The decreased production and release of somatostatin 

play also an important role in pancreatitis. This is caused by 

E 
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a decreased count of D cells in the antrum, the activation of 

H3 receptors on D cells due to N alpha-methyl histamine 

production by Helicobacter pylori. After effective bacterium 

eradication, D cell counts increase significantly 

(Maciorkowska et al., 2006). 

PEP was diagnosed when new-onset or increased 

abdominal pain lasting more than 24 hours caused an 

unplanned admission of an outpatient for more than one night 

or prolonged hospitalization of an inpatient and was 

associated with an at least threefold increase in serum 

amylase, at approximately 6 or 24 hours post-procedure 

(Katsinelos et al., 2012). 

Severe complications of ERCP have decreased 

significantly during recent years due to technical advances 

and accumulating experience of the physicians. However, the 

incidence of PEP has remained constant and has become a 

major concern. Several mechanical and pharmacological 

interventions have been used to prevent PEP (Zhang et al., 

2009).  

Several drugs have been used to prevent post-ERCP 

pancreatitis, but their results are controversial. The drugs 

included in randomized controlled studies were somatostatin 

and its analog octreotide, steroids, nifedipine, interleukin-10, 

allopurinol and gabexate (Chan et al., 2008).  
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Among these, somatostatin and gabexate have shown 

some promises. A meta-analysis indicated that somatostatin 

given as an infusion for 12 h or as a bolus could reduce the 

rate of pancreatitis and hyper-amylasemia after ERCP, but 

given as an infusion for less than 12 h could not prevent PEP 

(Rudin et al., 2007). However, another study concluded that 

short-term or long-term infusion of somatostatin and 

gabexate proved ineffective in reducing PEP (Andriulli  

et al., 2007).  

The possible reasons for why somatostatin can prevent 

acute pancreatitis are related to the effects of inhibiting 

pancreatic exocrine secretion by suppressing the release of 

secretin and cholecystokinin and reducing the pressure in the 

intra-pancreatic ducts by inhibiting the motility of the 

sphincter of Oddi (Chan et al., 2008). 

Somatostatin can modulate the immune inflammatory 

response and the degree of severe acute pancreatitis through 

the apoptosis and adhesion of leukocytes (Tang et al., 2007). 

Moreover, somatostatin dose-dependently inhibits TNF-α-

induced IL-6 secretion, and some of the therapeutic actions 

of somatostatin on acute pancreatitis may be mediated by the 

reduction of local IL-6 secretion in the pancreas (Katsinelos 

et al., 2012).  
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Yet, the association between Helicobacter Pylori 

infection and somatostatin deficiency and its relation with 

occurrence of post ERCP pancreatitis is still controversial.  
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Aim of the Work 

he aim of this work is to identify the role of 

Helicobacter pylori infection in the pathogenesis of 

post ERCP pancreatitis. 

 

T 
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Chapter (1): 

Post ERCP Pancreatitis 

Acute Pancreatitis 

Definition: 

Acute pancreatitis (AP), defined as the acute nonbacte-

rial inflammatory condition of the pancreas, is derived from 

the early activation of digestive enzymes found inside the 

acinar cells, with variable compromise of the gland itself, 

nearby tissues and other organs. AP is a disease with 

extremely different clinical expressions. 

Most patients suffer a mild and limited disease but 

about one fifth of cases develop multiple organ dysfunction 

syndrome (MODS), accompanied by high mortality (Thoeni, 

2012).  

Causes of acute pancreatitis: 

 Toxic- Metabolic: 

 Alcohol  

 Hypertriglyceridemia, hypercalcemia 

 Drugs and pills e.g: Azathioprine, thiazides, NSAIDs, 

steroids. 

 Organophosphorus and other toxic substances 

 Venoms (scorpion, spiders) 

 Mechanical: 

 Biliary: lithiasis, microlithiasis, sludge 
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Chapter (1): 

 Congenital malformations  

- Pancreas divisum  

- Annular pancreas 

 Anatomical variants:  

- Duodenal duplication  

- Duodenal diverticulum  

- Choledochal cyst  

 Ampullary dysfunction stenosis 

 Trauma: Post ERCP pancreatitis 

 Genetic: 

 Familial (hereditary pancreatitis).  

 Sporadic 

 Miscellaneous: 

 Vascular  

- Hypotension  

- Vasculitis  

- Embolisms  

- Hypercoagulability 

 Autoimmune  

- Sjögren syndrome  

- Primary sclerosing cholangitis  

- Celiac disease  

- Autoimmune hepatitis 
 

 

 


