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Insulin, the body’s only hypoglycaemic hormone, is crucial for maintaining normal blood sugar levels
and is secreted exclusively by pancreatic B-cells. Dysfunctions in these cells lead to impaired insulin
secretion and diabetes. Genetics play a significant role in Type 2 Diabetes (T2D) risk, with about 700
genetic loci that could contribute to its onset. My work is dedicated to investigating the molecular
mechanisms that regulate physiological insulin secretion and the dysfunctions caused by Type 2
Diabetes (T2D)-risk alleles [1-5]. At the Centre for Artificial Intelligence in Precision Medicine
(CAIPM), we use Al to discover new genetic targets for T2D treatment, aiming to develop small
molecules. Among the top 1,000 Al-identified potential targets, many are confirmed by previous
Genome Wide Association Studies (GWAS), and novel ones were detected. We are now validating
the roles of these targets in islet -cells and testing in-house compounds to restore insulin secretion,
laying the groundwork for further collaboration with our colleagues in Bordeaux.
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