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ABSTRACT RESULTS

Background: HIV infection is associated with diminished protective responses
against opportunistic infections including cytomegalovirus (CMV). In this study, we FIGU RE 1 FIG URE 3 FIG URE 4

examined the effect of HIV expanded myeloid derived suppressor cells (MDSCs) on

CMYV specific effector cells. HIV-1 expands CD33*CD11b*CD14*HLA DR'*"v¢ MDSCs with comparable expansion HIV-1 MDSCs exhibit down regulated T,,1 priming function HIV-1 MDSCs overexpress inhibitory ligands CD150, CD152 and B7-H4
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expansion of MDSCs and that MDSCs are involved in suppression of the immune * §g
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profound immune suppression leading to loss of cellular immunity. The = 250 @ 1000 100 S 5 days. HLA DR MDSCs and HLA DR" monocytes were flow sorted.
use of cART has contributed to increased life expectancy of HIV-1 gzoo Z 00 = 200 - Cells were stained with PE-conjugated antibodies and expression of various
survivors. Despite tremendous success of HAART leading to effective £ o 50 inhibitory ligands was determined by flow cytometry.

. o ) 2 150 2, 100 -
restoration of CD4+ T cell counts and reconstitution of the immune o S 000
system; pharmacologically treated individuals continue to exhibit fewer 2 00 % 400 - 0 0 CONCLUS|ONS
Gag and CMV peptide specific IFN-y producing, perforin+/CD107a+ = S S
and polyfunctional CD4+ T cells but produce elevated IL-10 R = 200 A@Q HIV-1 infection results in com i hi
_ _ Q . - parable expansion of HLA DR™ monocytes and

responses. HIV infected person compared to uninfected lack robust 0 - 0 < HLA DR MDSC populations
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