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Research progress on the role of Kupffer cell subsets in the process of

hepatic warm ischemia injury”
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(Organ Transplant Center sthe First Affiliated Hospital of Kunming Medical
University , Kunming ,Yunnan 650032,China)

[Abstract] In the diagnosis and treatment of liver diseases,warm ischemic injury is unavoidable in liver
transplantation, partial hepatectomy,severe shock and so on. This pathological damage is also the main cause
of complications after hepatobiliary surgery. How to reduce the damage for liver tissue caused by warm ische-
mia and improve the prognosis of patients has always been an extremely important clinical research direction.
Kupffer cells (KCs) ,as resident macrophages in the liver,play a vital role in the process of ischemia-reperfu-
sion injury. Interestingly,the current study found that there are two subgroups of KCs,one is derived from the
yolk sac,which can maintain the homeostasis of the normal liver and initiate immune inflammatory response
when the normal liver is injured;and the other is derived from bone marrow monocytes, which may promote
inflammation when the liver is injured, or may change the phenotype to exert anti-inflammatory effects.
Therefore, this article reviewed the role of each subgroup of Kupffer cells in hepatic warm ischemic injury.
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