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[ Abstract] Lipid metabolism includes the digestion and absorption of lipids in the small intestine, the
transport of lipids from the lymphoid system to the blood circulation through lipoprotein, the transformation
and storage of lipids in adipose tissue through the liver,and the lipids in adipose tissue are utilized when nee-
ding. The lipid materials are not only involved in the energy supply and energy storage of the body, but also
the important structural component of the body.and can also be transformed into various derivatives to partic-
ipate in metabolic activities. The hepatic ischemia-reperfusion injury (HIRI) is an inevitable complication in
hepatectomy and liver transplantation. The studies find that the ischemic stage will affect the lipid metabolism
of the body,and thus affect the life activities of the body. Therefore,it can be said that the disorder of lipid
metabolism is the early decisive trigger factor of HIRI, which will directly lead to organ failure and acute and
chronic tissue rejection after liver transplantation. The prevention and treatment of HIRI is a hotpoint and dif-
ficult problem in clinic. The pretreatment of experimental animals before liver ischemia can enhance the toler-
ance of liver to ischemia,alleviate the injury of reperfusion,and thus play a protective role in the body. In addi-
tion,some endogenous or exogenous substances can affect the process of lipid metabolism and reduce ischemi-
a-reperfusion injury in different ways,including signal molecular pathway,acting on some enzymes affecting
metabolism,affecting the expression of some genes,and so on. Its protective mechanism is mainly related to
the reduction of oxidative stress,the decrease of intracellular calcium overload and the reduction of inflamma-

tion and apoptosis. In this paper,the research progress of lipid metabolism and the prevention and treatment of
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HIRI in recent years is reviewed.
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