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METHODS - Validation cohorts: plasma and dry pellet PBMCs samples from HIV infected individuals CONCLUSIONS

without ART treatment with different control of viral replication (47 HIV-high, >50.000 HIV-
RNA copies/ml; and 49 HIV-low, <10.000 HIV-RNA copies/ml) to evaluate the CD33 plasma
levels and gene expression by RT-PCR.
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carried out using R software. Differences in CD33 between groups were analyzed using the This work was supported by:
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Protein eXpression, NPX). Statistical significance was set at p<0.05.



