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Pancreatic fibrosis is an outstanding morpho-
logical feature in chronic pancreatis although
it is seen in pancreatic cancer and convales-
cent stage of acute pancreatitis. Progressive
fibrosis in chronic pancreatitis leads to the
destruction and contributes to irreversiblity
of chronic pancreatitis. Exact mechanisms of
pancreatic fibrosis is not yet unclear, al-
though advances in molecular biology have
revealed possible roles of cytokines and
growth factors in it. We summarized our
understanding of pancreatic fibrosis in the

review.





