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[Abstract] Acquired immunodeficiency syndrome (AIDS) is a global epidemic infectious disease caused by HIV infection, which
is severely harmful to human health. With the application of antiretroviral therapy, HIV replication has been effectively suppressed.
AIDS becomes chronic and manageable, but this therapy fails to eliminate viruses. Therefore, there is no radical solution to AIDS. With
a deeper understanding of the mechanism of HIV infection and the advanced development of gene therapy technology, gene therapy
such as RNA silencing and DNA editing provides novel approaches for radical treatment of AIDS. These new technologies may inhibit
or eradicate thoroughly HIV and avoid adverse effects caused by conventional therapies. In this paper, the advanced progress in gene
therapy against HIV infection is summarized and explored.
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