N

N

P16-54 LB. Blood CCR6+ Thl17 and Th1Thl7 but not
CCRO6neg Thl cells are targets for HIV replication and
their frequency is diminished in HIV-infected subjects
Annie Gosselin, Patricia Monteiro, Nicolas Chomont, Felipe Diaz-Griffero,
Vanessa S. Wacleche, Elias A. Said, Sandrina Fonseca, Mohamed El-Far,
Mohamed-Rachid Boulassel, Jean-Pierre Routy, et al.

» To cite this version:

Annie Gosselin, Patricia Monteiro, Nicolas Chomont, Felipe Diaz-Griffero, Vanessa S. Wacleche, et
al.. P16-54 LB. Blood CCR6+ Th17 and Th1Th17 but not CCR6neg Thl cells are targets for HIV
replication and their frequency is diminished in HIV-infected subjects. Retrovirology, 2009, 6 (Suppl
3), pp-P407. inserm-00642822

HAL Id: inserm-00642822
https://inserm.hal.science/inserm-00642822

Submitted on 18 Nov 2011

HAL is a multi-disciplinary open access L’archive ouverte pluridisciplinaire HAL, est

archive for the deposit and dissemination of sci-
entific research documents, whether they are pub-
lished or not. The documents may come from
teaching and research institutions in France or
abroad, or from public or private research centers.

destinée au dépot et a la diffusion de documents
scientifiques de niveau recherche, publiés ou non,
émanant des établissements d’enseignement et de
recherche francais ou étrangers, des laboratoires
publics ou privés.


https://inserm.hal.science/inserm-00642822
https://hal.archives-ouvertes.fr

Retrovirology

Poster presentation

@,

BiolVled Central

P16-54 LB. Blood CCRé6+ Thl7 and ThIThl7 but not CCRé6neg Thl
cells are targets for HIV replication and their frequency is
diminished in HIV-infected subjects

A Gosselin?, P Monteiro4, N Chomont?, F Diaz-Griffero!, VS Wacleche?,

EA Said4, S Fonseca4, M El-Far4, M Boulassel?, ] Routy3, R Sekaly* and

P Ancuta*#4

Address: 'Dana-Farber Cancer Institute and Harvard Medical School, Boston, MA, USA, 2Division of Hematology, McGill University Health Centre,
Montréal, Québec, Canada, 3Montréal Chest Institute, McGill University Health Centre, Montréal, Québec, Canada and 4Université de Montréal,
CHUM-Research Center, and INSERM Unit 743, Montréal, Québec, Canada

* Corresponding author

from AIDS Vaccine 2009
Paris, France. 19-22 October 2009

Published: 22 October 2009
Retrovirology 2009, 6(Suppl 3):P407  doi:10.1186/1742-4690-6-S3-P407

This abstract is available from: http://www.retrovirology.com/content/6/S3/P407

© 2009 Gosselin et al; licensee BioMed Central Ltd.

Background

Persistence of HIV in discrete CD4+ T-cell subsets is a bar-
rier toward viral eradication. In an effort to identify pri-
mary T-cell subsets that play a critical role in HIV
pathogenesis, we investigated the lineage-commitment
and susceptibility to HIV infection of CD4+ T-cell subsets
identified based on differential expression of the chemok-
ine receptors CCR4, CXCR3, et CCR6.

Methods

T-cell subsets were sorted from HIV-infected and -unin-
fected individuals by polychromatic flow cytometry.
Expression of lineage-specific transcription factors and
cytokines was quantified by real-time RT-PCR and ELISA,
respectively. HIV replication and integration were meas-
ured by HIV-p24 ELISA and real-time PCR, respectively.
The frequency of T-cell subsets was analyzed in HIV-
infected and -uninfected individuals.

Results
CCR4+CXCR3negCCR6+, CCR4+CXCR3negCCRG6RNeg,
CCR4negCXCR3+CCR6+, and

CCR4negCXCR3+CCR6neg T-cells expressed cytokines
and transcription factors specific for Th17, Th2, Th1Th17,
and Thl lineages, respectively. Th17 and Th1Th17

expressed the HIV co-receptors CCR5 and CXCR4 and
were permissive to R5 and X4 HIV replication. Th2
expressed CXCR4 but not CCR5 and were permissive to
X4 HIV only. Th1 expressed CCR5 and CXCR4, but were
resistant to R5 and X4 HIV in vitro. Th17 and Th1Th17
but not Th1 cells harbored high levels of integrated HIV-
DNA and their frequency was significantly diminished in
HIV-infected subjects under anti-retroviral therapy. Th17
and Th1Th17 selectively produced CCL20 and expressed
gut- and lymph node-homing molecules.

Conclusion

We provide evidence that CCR6+ Th17 and Th1Th17 play
a critical role in HIV pathogenesis by an increased permis-
siveness to HIV infection and ability to infiltrate anatomic
sites of viral replication and recruit more CCR6+ T-cells to
these sites. We also identified a CCR6neg Th1l subset
resistant to HIV infection and depletion in vivo. New ther-
apeutic strategies aimed at HIV eradication should inter-
fere with HIV replication in CCR6+ Th17 and Th1Th17
subsets.
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