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[ Abstract] Liver transplantation is the most effective treatment for end-stage liver disease.
However, the shortage of donor liver severely restricts the development of liver transplantation. Therefore,
the extended standard donor liver has been gradually applied in liver transplantation, and steatotic donor liver
is an important part. However, steatosis is a critical factor lowering the quality of donor liver allografts and
affecting clinical prognosis of liver transplantation. Hence, the defatting strategies for donor liver allografts
remain to be investigated. With deepening exploration of the mechanism of hepatic lipid metabolism, an
increasing amount of medicines have been adopted to reduce excessive accumulation of liver lipids. In
addition, the development of mechanical perfusion strategies provides a novel defatting technology for donor

liver allografts. Defatting drugs can function when added into the perfusion solution, and ultimately alleviate
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the degree of steatosis of donor livers, mitigate tissue injuries, and enable the application of more steatotic

donor livers in clinical liver transplantation. In this article, recent research progress in the application of liver

lipid-lowering drugs and mechanical perfusion in defatting for donor liver allografts were reviewed.
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Pharmacotherapy; Machine perfusion;

Nonalcoholic steatohepatitis (NASH); Nonalcoholic fatty liver disease (NAFLD)
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