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Clinical suspicion, accurate diagnosis, severity assess-
ment and early intervention are crucial determinants 
of outcome in both acute and chronic pancreatitis. 
Advances in cross-sectional imaging, endoscopic tech-
niques, and evidence-based management guidelines 
have refined clinical practice. However, significant chal-
lenges remain regarding optimal risk stratification, 
complication management and long-term follow-up. 
The aim of this review is to provide a revised and clini-
cally oriented overview of the underlying pathways 
of acute and chronic pancreatitis, focusing on clinical 
features, diagnostic approaches and contemporary 
management strategies, with particular emphasis on 
practical decision-making in everyday clinical practice.

Acute Pancreatitis
Etiology and Pathophysiology

Acute pancreatitis is an acute inflammatory disorder 
of the pancreas resulting from premature activation of 
pancreatic digestive enzymes within the acinar cells, 
leading to autodigestion of pancreatic tissue and a 
variable degree of local and systemic inflammatory 
response [1,2]. Gallstone disease and excessive alco-
hol consumption are the most common etiological 
factors [1,3]. Other recognized causes include hy-
pertriglyceridemia, drug-induced pancreatic injury, 
post–endoscopic retrograde cholangiopancreatog-

raphy (ERCP) pancreatitis, metabolic disturbances 
such as hypercalcemia, pancreatic ductal obstruction, 
genetic mutations, as well as infectious and idiopathic 
etiologies [1,4].

At the cellular level, acute pancreatitis is initiated by 
the intrapancreatic activation of trypsinogen, which trig-
gers a cascade of inflammatory signaling pathways and 
is characterized by the release of cytokines, chemokines, 
and other vasoactive mediators [2,5]. The ensuing in-
flammatory response leads to increased vascular per-
meability, pancreatic interstitial edema, and, in severe 
cases, parenchymal necrosis and hemorrhage. When 
the inflammatory process extends beyond the pancreas, 
systemic inflammatory response syndrome (SIRS) may 
develop, predisposing patients to multiple organ dys-
function syndrome (MODS) and significantly increasing 
disease-related mortality [1,6].

Two principal pathogenic mechanisms are recog-
nized: obstruction of the pancreatic duct, most com-
monly due to gallstones or biliary sludge and, secondly, 
direct toxic injury to pancreatic acinar cells, especially 
in alcohol-related disease [1,3]. These mechanisms may 
coexist, contributing to the heterogeneity observed 
in clinical presentation and disease severity. Genetic 
susceptibility, including mutations in PRSS1, SPINK1, 
CFTR, and CTRC genes, has been increasingly impli-
cated in both idiopathic and recurrent forms of acute 

Table 1. Key Differences between Acute and Chronic Pancreatitis.

Feature Acute Pancreatitis Chronic Pancreatitis

Definition Acute inflammatory process caused by 
premature activation of pancreatic enzymes

Progressive inflammatory disorder with irreversible 
structural damage and fibrosis

Disease course Sudden onset, usually reversible Chronic progressive disease

Main etiologies Gallstones, alcohol, hypertriglyceridemia, 
drugs, ERCP

Alcohol consumption, smoking, genetic mutations, 
autoimmune pancreatitis

Pathophysiology Enzymatic autodigestion and systemic 
inflammatory response

Chronic inflammation and pancreatic stellate cell 
activation leading to fibrosis

Structural changes Edema, necrosis, peripancreatic fluid 
collections

Pancreatic calcifications, ductal strictures, gland 
atrophy

Clinical presentation Acute severe epigastric pain, nausea, vomiting Chronic abdominal pain, malabsorption, diabetes

Exocrine insufficiency Rare Common in advanced disease

Endocrine dysfunction Rare Pancreatogenic diabetes mellitus (Type 3c)

Complications Necrosis, pseudocysts, organ failure Pseudocysts, biliary obstruction, portal vein 
thrombosis, pancreatic cancer

Treatment Supportive care, fluid resuscitation, early 
nutrition

Lifestyle modification, enzyme replacement, 
endoscopic or surgical interventions




