nature
REVIEWS

Strategies to increase pancreatic B-cell mass

and function
Amedeo Vetere, Amit Choudhary and Bridget K. Wagner

type in humans. Advances in primary cell culture, cellular reprogramming and
high-throughput screening have enabled a modern focus on identifying novel
small molecules that are capable of inducing B-cell proliferation and insulin
secretion, reprogramming from other cell types or protection from apoptosis.
The B-cellis a key cell type in advancing the promise of regenerative medicine.

Since the discovery of insulin in 1922, the pancreatic B-cell has been a major
focus in the study of diabetes. More recently, genetic and clinical studies have
highlighted the role of B-cell failure in diabetes pathogenesis. Despite the loss
of B-cell number in type 1 diabetes and deficient B-cell function in type 2
diabetes, few existing drugs are effective at protecting or restoring this cell
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