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Research Progress of Chinese Medicine on Pancreatic Fibrosis Related Signal Pathway
FANG Jing, YE Wei

Abstract: Pancreatic fibrosis, the main pathological feature, is caused by a variety of etiologies of chronic pancreatitis. It

is still lacking Chinese and western medicines that have the exact clinical effect. The authors reviewed the research
progresses of Chinese medicine on the five key signal pathways (TGF-B/Smad, MAPK, NF-kB, JAK/STAT, Hedgehog)

involving the treatment of pancreatic fibrosis, so as to provide reference for the further study of the mechanism of Chinese

medicine in treating chronic pancreatitis with pancreatic fibrosis.
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