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[ Abstract] The persistence of the HIV-1 reservoir is still the main obstacle to the cure of
HIV. In clinical research, reliable biomarkers are needed to label it. HIV-1 DNA can be continuously
detected in the HIV-1 reservoir. It has significant application value in diagnosing HIV-1 infection, the
timing of antiretroviral therapy, the prediction of virus rebound, and monitoring treatment effects.
The detection technology based on polymerase chain reaction (PCR) is the most commonly used
HIV-1 DNA detection method in clinical practice. The continuous innovation and advancement of
technology can accurately detect the total, integrated, and unintegrated HIV-1 DNA in infected cells
using qualitative or quantitative methods. Different forms of HIV-1 DNA in infected cells have been
increasingly reported as biomarkers in HIV infection monitoring and AIDS treatment-related
research. This article reviews the progress of HIV-1 DNA
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