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[Abstract] Objective To investigate the effect of PI-based second-line highly active anti-retroviral
therapy (HAART) on immune activation in HIV/AIDS patients with non-nucleoside reverse transcriptase
inhibitors (NNRTI)-based first-line HAART failure. Methods Total of 30 individuals with NNRTI-based first-
line HAART treatment failure were enrolled in the study, the regimen was replaced by protease inhibitor (PI)-
based second-line HAART. Patients were followed up at 0, 12, 24, 36 and 48 weeks for a longitudinal study. The
plasma HIV viral load and CD4 " T-cell counts in peripheral blood were analyzed, respectively, and the effect
of anti-retroviral therapy was determined. The immune activation markers CD38, human leukocyte antigen DR
(HLA-DR) on CD8" T lymphocyte of peripheral blood were furtherly tested dynamically, to evaluate the effect
of PI-based second line HAART regimen on abnormal immune activation. Results  The PI-based second-
line HAART reduced the HIV replication and increased CD4 " T-cell counts effectively. Patients with HIV/
AIDS had a higher percentage of CD38"CD8" T-cell than normal control at baseline and recovered after the
second-line HAART of 48 weeks. The percentage of HLA-DR"CD8" T-cell in HIV/AIDS patients was higher

than that in healthy controls at baseline, however, there was no significant reduction after the therapy of 48
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weeks. Conclusions

Pl-based second-line HAART regimen had powerful immune reconstitution function on

suppression of virus replication, recover of CD4 " T-cell counts and reduction of the immune activation level at a

certain extent. Furthermore, the therapy attenuated the progression of disease.
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