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Abstract

Type 2 diabetes is characterized by insulin resistance and B-cell dysfunction resulting
in hyperglycemia. Previous studies, oxidative stress is the main partway leading to high
glucose-induced B-cell apoptosis. Estrogen is a female steriod hormone. In our pervious
study, estrogen increased insulin secretion in mouse pancreatic islets in prolonged
hypyperglycemia. In addition, estrogen increased anti-apoptotic gene, Bcl2, in human breast
cancer cell. It is possible that estrogen may decrease B-cell apoptosis in chronic high glucose
condition. To examine anti- apoptotic effect of 17p-estradiol, INS-1 cells were incubated in
normal or high glucose with and without estrogen. Estrogen decreased DNA fragmentation
INS-1 prolonged cultured in high glucose. Moreover, estrogen increased B-cell viability in
high glucose condition. It suggested that estrogen exerted anti- apoptotic effect in pancreatic
B-cells prolonged cultured in high glucose condition.
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