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[ Abstract] Objective To investigate the efficacy and drug resistance of patients with acquired
immune deficiency syndrome (AIDS) in Weishi County of Henan province after the change of second-line
antiviral therapy, and to analyze the factors which affect the efficacy of second-line therapy. Methods Total
of 65 patients with AIDS were followed up before treatment change, 6 months and 12 months after second-
line antiviral therapy. The CD4" T cell counts, viral load and genotypic resistance testing were detected,
respectively. Results Among the cohort of 65 patients with AIDS, treatment for 12 months after the second-
line, the mean CD4"™ T cell significantly increased compared with the baseline (r =—2.417, P = 0.017), the
mean viral load decreased significantly (¢ = 2.343, P = 0.021), and patients of viral load < 400 copies/ml
increased from 6.2% to 62.3% (y* = 42.704, P < 0.001). Cross resistance and multi-drug resistance were
severe in patients with baseline. After 12 months of second-line treatment, the proportion of resistant
patients was decreased from 78.5% (51/65) to 11.3% (6/53); protease inhibitor (PI) resistant patients
weren’t detected before and after treatment with second-line regimens. Before the change of dressing,
patients with CD4" T < 100 cells/ul and HIV-1 RNA > 10 000 copies/ml were significantly related to
virologic failure (OR = 5.14, 95%CI = 0.99-26.71; OR = 3.36, 95%CI = 0.66-17.21). Conclusions The
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second-line antiretroviral therapy was effective. PI drug resistance wasn’t found before and after the second-

line regimens was replaced. However, a large number of minor protease inhibitors mutations were detected.

Long-term resistance surveillance should be carried out in patients with second-line antiretroviral therapy.

[Key words] Acquired immune deficiency syndrome; Highly active antiretroviral therapy; Drug

resistance; Second-line therapy
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