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Abstract

Obesity has reached epidemic proportions worldwide, and the prevalence of metabolic
dysfunction-associated steatotic liver disease (MASLD) is steadily increasing, imposing a substantial
economic and disease burden on China. Current treatments mainly rely on lifestyle modifications to
alleviate hepatic steatosis. The pathogenesis of MASLD is complex, and existing therapeutic
strategies include lifestyle intervention, pharmacotherapy, and surgical treatment. This review
focuses on the recent research advances in the pathogenesis and therapeutic approaches of MASLD.
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