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The role and mechanism of natural Killer cells (NK) in hepatitis B virus infection and related liver diseases
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[ Abstract] Hepatitis B virus (HBV) infection is one of the major public health problems in the world. HBV
infection cause a series of liver diseases, including hepatitis, liver fibrosis, liver cirrhosis and liver cancer. Natural
killer cells (NK) are important immune cell subsets in the liver. A variety of co-stimulatory and co-inhibitory
molecules are expressed on the surface of NK cells. Chronic HBV infection increase the expression of synergistic
co-inhibitory molecules on the surface of NK cells, impair their killing ability and cytokine secretion. NK cell
inhibition contribute further aggravate liver immune tolerance, and finally lead to liver fibrosis or liver cancer. This
review summarizes the functional changes of NK cells in the process of chronic HBV infection and the interaction
between NK cells and other immune cells in the liver, in order to provide basis for the treatment of HBV related
diseases centered on NK cells.
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