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Viral Reservoir Characteristics in Lymphoid Tissues of HIV-1 Elite Controllers
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BACKGROUND 

• EC maintain undetectable levels of viral replication by 

immune-mediated mechanisms 

• Viral reservoir cells in PBMC from EC are small and 

frequently limited to intact proviruses integrated in 

heterochromatin regions, likely as a result of immune 

selection pressure (1)

• Viral reservoirs in lymphoid tissues from EC are less 

clear

• In this study, we longitudinally characterized viral 

reservoirs in blood and inguinal lymph node tissues 

from two EC
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CONCLUSIONS

The intact proviral landscape in lymph nodes is 

smaller and less diverse than in PBMCs

- All major intact reservoirs in LNMC are shared with 

PBMC

There is a continuous, selective decline of intact 

reservoirs across tissue types and time points

- Immune targeting of genic integration sites

- Only non-genic clones persist long-term

Future research into the immune selection forces that 

drive the tissue dynamics and longitudinal decay of 

intact reservoirs is needed
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METHODS

• Full-Length-Individual Proviral Sequencing (FLIP-Seq)

• Near-full-length sequencing assay to characterize the 

HIV reservoir in extracted DNA (2)

• Matched Integration Site and Proviral Sequencing (MIP-

Seq)

• Near-full-length sequencing assay with integration site 

mapping of individual proviruses (3)

• Integration Site Loop Amplification (ISLA) (4)

• Integration site mapping of individual proviruses 

RESULTS

CLINICAL SUMMARY

Participant 1:

- Female, 64 years old, diagnosed 1992

Participant 2:

- Female, 58 years old, diagnosed 2011
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Chr19: 28343284, centromere

Chr12: 41915474, satellite DNA

Chr19:40326511, C19orf47

Chr21: 9287355, pericentromeric

Chr22: 6878839, gene desert

Chr21:32743847, PAXBP1 

Chr2: 98103038, nongenic

Chr10: 42341539, 

pericentromeric

Chr9: 142159029, FNBP1  

ChrX: 55639449, pericentromeric

Chr15: 36350378, RASGRP1 

ChrX: 46960227, gene desert

Chr7: 93592514, ANIKb1

Chr22: 5917660, gene desert

Chr14: 63862303, SUSD6

Chr22: 55639449, 

pericentromeric

Intact proviruses in genic regions

Intact proviruses in heterochromatin regions
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