Cross-clade recognition of Gag-p24 GPSHKARVL epitope in HIV-1 infection
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Background Patient and Clinical highlight
: i . atient an inical highlights
HIV-1 CD8 and CD4 T-cell epitopes databases relay Clinical samples were obtained from a man, infected in Thailand and
on clade B sequences. followed at our center since 1999 due to HIV primary infection. Viral load
Most new infections arise in non-B and circulating became undetectable soon after starting antiretroviral treatment

(HAART). Thus, after spontaneous HAART interruption no rebound of
viral load was seen. Additionally, CD4+ T-cell counts remained within
normal values (Fig. 1) and the patient continued asymptomatic.

recombinant forms epidemic’s burden as Sub-Saharan

Africa and Southern Asia. Therefore cross-clade epitopes
are relevant tools in vaccine development.

Evolution of CD4+ counts and HIV-1 viral loads
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immune specific responses to HIV during 1999 to 2005.
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Cellular Immune responses to Screening strategy onserved mot

HIV-1 clade B peptides

CTL epitope HLA-B7 restricted in subtype B and C
infections.
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ICS screening of consensus vs autologous Conclusions and discussion
CD8+ T-cell Gag epitope

= No CD4+ T-cell responses to the matrix peptides were detected. Although weak responses to Gag were
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= Among CD8+ T-cell responses a high magnitude response to gag GPGHKARVL epitope was present

from early phase of infection as a monofunctional IFN-y response shifting to a high magnitud
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polyfunctional IFN-y +IL2 response at chronic phase of infection.

* We show that GPSHKARVL Gag-p24 (223-231) is a CD8+ T-cell epitope in a HLA-B7 patient harboring a

non- progressive HIV-1 AE recombinant infection.

« Specific CD8+ T-cell polyfunctional responses preserved in the absence of HAART could be a pathway to

explain viral control and clinical outcome in this patient.
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