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[ Abstract] HAART could reduce the viral load to undetectable level and at the same time restore
CD4' T cells to rebuild immune function of HIV/AIDS patients. However, such immune reconstitution
had its limitation. It had been reported that despite fully HIV-1 replication suppression, part of HIV/AIDS
patients failed to acquire ideal immune-reconstitution. The phenomenon of immune-reconstitution failure has
drawn great attention in the past decade. The definition, criterion, pathogenesis, clinical manifestations and
intervention measures of HIV/AIDS patients with immune-reconstruction failure were summarized. It had
been reported that the pathogenesis of immune-reconstruction failure mainly involved reduced CD4™ T cell
generation caused by impaired bone marrow hematopoietic function and thymic output, increased CD4" T
cell destruction caused by immune activation, apoptosis and cytokine disorder and so on. There had not been
mature intervention measures till now, early HAART was the key of prevention of immune-reconstitution
failure. Despite intensive researches, the pathogenesis and solution of this phenomenon was not yet clear.
Immune-reconstitution failure was still an important area of study on the way to conquer AIDS.
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