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The Relationship Between Metabolic
Dysfunction-Associated Steatotic Liver Disease
and Type 2 Diabetes Mellitus

[-Weng Yen

National Taiwan University Hospital

Metabolic dysfunction-associated steatotic liver disease (MASLD) and type 2 diabetes mellitus (T2DM) are
closely interlinked comorbidities, with each exacerbating the progression of the other. The prevalence of MASLD
in T2DM patients exceeds 65%, and coexistence significantly increases the risk of liver fibrosis progression,
hepatocellular carcinoma, cardiovascular events, and all-cause mortality. Key shared pathophysiological
mechanisms include insulin resistance, chronic inflammation, lipotoxicity, and gut microbiota dysbiosis. International
guidelines now recommend routine MASLD screening for all patients with T2DM, with the FIB-4 index as a practical
first-line tool for fibrosis risk stratification. Therapeutically, GLP-1 receptor agonists (GLP-1RAs), SGLT2 inhibitors,
and PPAR agonists have demonstrated promising outcomes in liver fat reduction and metabolic control. Recently
approved resmetirom and the investigational dual GIP/GLP-1 receptor agonist tirzepatide represent a new
generation of targeted MASLD therapies. Moving forward, integrated care strategies tailored to both MASLD and
T2DM are essential to improving patient outcomes.



