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[ Abstract] High free fatty acid can induce apoptosis of pancreatic islet B — cells, which is closely connected
with the occurrence and the development of type 2 diabetes. The mechanism may be related to insulin receptor — sub-
strate key enzyme of the metebolism, oxidative stress, endoplasmic reticulum stress, Bcl — 2 family, ceramide path-
way , caspase family,12 - lipoxygenase,PKB,G protein — coupled receptor, etc. The study on the effect of high free fat-

ty acid on apoptosis of pancreatic islet § — cells has great clinical significance.
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