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[ Abstract] Growth hormone plays a crucial role in human growth and development, and it also plays an important role in regulating fat
metabolism. In recent years, an increasing number of clinical reports and research findings have shown that metabolic dysfunction—
associated steatotic liver disease(MASLD) is closely associated with growth hormone deficiency (GHD) , but the specific mechanism re-

mains unclear. Therefore, this article mainly focuses on the pathophysiological mechanism of GHD in the development of MASLD , so as

to provide a theoretical basis for the treatment of GHD-related MASLD.
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