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Physiological Mechanisms Dysregulated in MASLD 

MASLD is a multisystem disorder driven by disrupted communication between different organs 

MASLD: metabolic dysfunction-associated steatotic liver disease; MASH: metabolic dysfunction-associated steatohepatitis
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Metabolic Dysfunction-Associated Steatotic Liver Disease
and Steatohepatitis: Pathophysiology and Therapeutic Approaches
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Therapeutic Targeting of Metabolic Pathways in MASH

Key message
Treatment response in MASLD/MASH varies by disease stage, genotype, and comorbidities,
underscoring the need for a personalised treatment approach

Incretin �GLP�1)-based therapeutics have demonstrated clinical success in the
treatment of diabetes and obesity
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Hormone peptides act via distinct but complementary mechanisms, influencing the dysregulated 
gut–liver and adipose–liver axes and inflammatory pathways that drive MASLD  

GLP-1: glucagon-like peptide-1; GIP: glucose-dependent insulinotropic polypeptide
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