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Effect of transcription factors on differentiation into

insulin-producing cells from stem cells
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Abstract: Transplantation of insulin-producing cells derived from stem cells could reverse hyperglycemia in
diabetic mice, which support the evidence of cell replacement therapy of diabetics in clinical use. But the protocal
that how to induce differentiation of stem cells into insulin-producing cells effectively and directively, still is a
worldwide problem. This review aims to present mechanism about differentiation into insulin-producing cells from

stem cells with key transcription factors PDX-1, Ngn3, NeuroD1, MafA. It is a new way for the efficient and

directional differentiation from stem cell into insulin-producing cells.
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