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[Abstract] Although antiretroviral therapy(ART) can effectively inhibit HIV replication, and reduce the morbidity
and mortality of AIDS, chronic immune activation still exists in HIV-infected patients. In recent years, with the
continuous optimization of ART regimen, whether the dual therapy recommended by the guidelines is as effective as
the triple-drug therapy in reducing the level of immune activation has become one of the hot spots in the field of
antiviral therapy. In this paper, studies relevant to the immune activation for the dual therapy are reviewed, and the
immune activation after the efficacy achievement of the dual therapy comparing with triple-drug therapy is discussed.
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