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Noninvasive diagnosis and pharmacotherapy of metabolic dysfunction-

associated steatotic liver disease: new perspectives and future perspectives
SUN Danni, HUANG Yong, ZHANG Jiabao, WANG Pei( Department of Pharmacology, School of Pharmacy, Naval Medical
University, Shanghai 200433, China)

[Abstract] Metabolic dysfunction-associated steatotic liver disease( MASLD) is the most prevalent chronic liver disease
globally, encompassing the entire spectrum of fatty liver pathogenesis. It progresses from simple steatosis to metabolic-associated
steatohepatitis ( MASH) , involving injury and inflammation, with or without fibrosis, ultimately leading to cirrhosis and
hepatocellular carcinoma, which affects approximately a quarter of the world's population. Liver biopsy remains the gold standard
for differentiating MASH from steatosis and assessing advanced fibrosis. However, its limitations, including costliness,
invasiveness, and sampling bias, have spurred the development of noninvasive diagnostic techniques. In addition, there are no FDA-
approved drugs for the treatment of MASLD. Enumerating noninvasive diagnostic markers that have the potential to replace liver
biopsy were summarized, and the current treatment options for MASLD were discussed, with clinical trials designed to evaluate the
efficacy and safety of single agents or combination therapies to halt or reverse disease progression, which could provide new
insights for the clinical diagnosis and treatment of MASLD.

[Key words] metabolic dysfunction-associated steatotic liver disease; metabolic associated steatohepatitis; biomarkers;

pharmacotherapy
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