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MR R OBEE (3230) : We identified prolyl isomerase Pinl as IRS-1 binding protein. Pinl
overexpression enhanced insulin signaling, while pinl knockdown suppressed. In addition,
overexpression of Pinl in ob/ob mouse liver elevated IRS-1 mediating insulin signaling,
while Pinl KO mouse exhibited insulin resistance and glucose intolerance. Taking all of
these results together, we conclude that Pinl plays an important role in the enhancement
of IRS-1 mediating insulin actions.
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