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Abstract 24 3 3 7 3

Objective(s) To develop a successful HIV-1 vaccine, identification of the immune
correlates of protection against natural HIV-1 infection is of crucial priority. Study in a unique group of
infected individuals who are able to control HIV-1 naturally (HIV controllers; plasma HIV-1 load (pVL)
less than 2,000 copies/ml without antiretroviral therapy) have provided a chance to investigate the roles

of host immune responses in natural HIV-1 control.

Material and Method: A total number of 13 HIV controllers (VC) and 32 typical
progressors (TP) were enrolled. Complete blood count, together with CD4 and CD8 counts, and plasma
HIV-RNA was determined. HIV p24 gag sequences from 10 volunteers were analysed in order to design
recently-circulating concensus sequence and overlapping peptide (OLP). IFNY ELISpot assay was used to

determine T-cell response either against OLP or epitope.

Results Carrying previously-defined protective allele (PA) did not guarantee controller
status in our study. Indeed, all volunteers carrying well-defined PA ‘HLA-B58’ surprisingly were TP.
HLA-A11 is the most common HLA allele (60%) but not associated with protection. Breadth and
magnitude of T-cell response were similar between VC and TP groups (542 vs. 685 SFU/106 PBMC).
Moreover, the response from VC and TP carrying the same protective allele was not statistically
significant. Median magnitudes of response in HLA-B27+ VC/TP were 889 and 769 SFU/106 PBMC,
and in HLA-B57/58+ VC/TP were 542 and 644 SFU/106 PBMC.

Conclusion This study indicated that immune correlates of protection against HIV needs
to be analysed in HIV-infected person with heterogenous immunogenetic background and with diverse
HIV strains. Data from observations in Caucasian with subtype B infection has to be interpreted with care.
Magnitude of T-cell response might not be enough to control HIV replication. Quality analysis of the p24-

specific T cells will be carried out in our next phase of study.



