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WFZER SR OMEEE (Z230) :We investigated the mechanisms by which glucokinase activator (GKA)
stimulates beta cell function and proliferation and we then explored therapeutic strategy
by which GKA worked more effectively. GKA-stimulated Irs2 expression affected beta cell
proliferation, but not beta cell function. Oxidative stress could diminish the effects
of GKA on the changes in expression of genes involved in beta cell function and
proliferation. A combination of GKA and an incretin-related agent might be effective.
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