seattle Childrens Persistent Viremia with vpr/tat-Deleted HIV and No T-cell Responses to HLA-Predicted Peptides
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« No evidence of drug resistance to current treatment
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or Integration site analysis showed no large clones that could account

for persistent viremia
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 NFL sequences revealed deletions in vpr and tat-1 in both

cells infected with these viruses have a survival advantage potentially ‘
* Production of virus without HIV replication because of resistance to intrinsic apoptosis
due to clones of HIV-infected cells producing

virions paired with immune activation

IP2 Clonality of integration Sites
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Their lack of T-cell responses to non-escaped HIV peptides combined with
persistently high viral loads suggests ineffective T-cell iImmunity, potentially
due to central tolerance (due to in utero HIV acquisition)

 We aimed to determine the mechanisms
underlying persistent HIV viremia in these children
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« Hypothesis: Persistent viremia in these children -
IS due to clones of HIV-infected cells harboring
HIV epitopes that have escaped immune
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