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Abstract. Chronic pancreatitis (CP) is characterized by progressive and irreversible pancreatic damage that 
may eventually lead to exocrine and endocrine pancreatic insuf  ciency. Recurrent acute pancreatitis with 
repetitive episodes of acute in  ammation, not always with clinical manifestation, leads to CP, but the proper 
mechanisms and the risk factors for progression of disease are still unclear. This article presents the basic 
etiological factors for CP. The molecular mechanisms of CP are considered, with focus on the key role of 
pancreatic stellate cells on  brogenesis by their regular function on synthesis and degradation of extracellular 
matrix proteins. We establish current genetic factors in pathogenesis of CP. The diagnosis of CP is based on 
complex of functional, imaging and serological tests, especially sMRCP. In recent years increasing incidence of 
hereditary and autoimmune pancreatitis is reported. The basic characteristics of the two types of autoimmune 
pancreatitis – lymphoplasmacytic sclerosing and idiopathic duct-centric pancreatitis, are presented.
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