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The relationships between diabetes and pancreatic ductal adenocarcinoma (PDAC) have been regarded as
complex and bidirectional. Recent evidence suggest that PDAC-related diabetes exhibits unique pathophysiological
features and distinct high-risk populations, particularly individuals with new-onset diabetes and rapidly worsening
glycaemic control. Recent advances have incorporated clinical prediction models, including the Enriching New-
Onset Diabetes for Pancreatic Cancer (ENDPAC) model, together with genetic testing, polygenic risk scores, and
feasible biomarkers, to develop novel screening approaches. These efforts seek to establish effective strategies
for the early detection of PDAC in clinical practice.



