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PR RO (3 3C) : Insulin stimulates glucose uptake into skeletal muscle cells.
Decreased insulin sensitivity caused hyperglycemia, which increases the risk for Type II
diabetes and atherosclerosis. In this study, I have shown that the PIP3 phosphatase, SKIP,

modulated insulin sensitivities in the skeletal muscle.
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Fig.1 Schematic representation of PIP3 phosphatases
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