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Background Among 169 patients deferring HAART, no significant difference in CD4 cell count and/or plasma HIV-RNA was found at Patients with 119P mutation showed a higher CD4 cell

baseline according to IN polymorphisms at positions 119, 122 and 231. count decline compared to those with 119G or 119S,,.

To achieve productive infection, retroviruses such as HIV stably integrate their reverse transcribed
RNA genome into a host cell chromosome. DNA integration of retroviruses is not random, instead
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over time according with IN polymorphisms. The following variables were used as potential confounders in multivariable
analyses: age, gender, subtype (B vs. non-B), CD4 cell count, plasma HIV-RNA at IN GRT and time from HIV-diagnosis.
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