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[Abstract]

NK cells are important effector cells in the innate immunity and they play a key role in the early antiviral and anti—

tumor immune responses. NK cells have become the focus of immunotherapy study due to their major histocompatibility complex non—

restriction, pan specific recognition, elimination of target cells and rapid immune responses. With the advanced understanding of NK cell

phenotype, function and mechanism, NK cell-based adoptive immunotherapy has been applied to treat HIV infection. This review will

discuss the opportunities and challenges of NK cell-based adoptive immunotherapy in the field of HIV infection through the analysis on

the biological characteristics of NK cells, the role of NK cells in HIV infection and the NK cell-based adoptive immunotherapy.
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