Contribution of IncRNAs in Establishment of HIV Latency in Central Memory CD4 T Cells
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/ Introduction \ Results

« HIV-host transcriptome studies focused on protein coding genes

* Majority of transcribed sequences originate from non-coding RNA Overview Differential Expression Pathway analysis mRNA/IncRNA 7SLRNA as potential new target
* IncRNA are largely unexplored in HIV infection / replication cycle

 |ncRNAs can bind all biomolecules in the cell
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 Found in human diseases, cell type/process specific
« Control transcription/translational processes in the cell
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« ldeal targets for viruses to quickly reshape gene expression « Heatmap representation of top 100 DE genes between 7SL RNA g} ?W
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. C) 7SLRNA is build into HIV particles
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« Study HIV latency mechanisms and explore new treatment strategies
* Primary cell model for main reservoir of HIV: CD4 T cells: Planelles
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* Focus on IncRNAs in HIV latency and cure research e | : : R
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: D) 7SLRNA interacts with APOBEC3G (A3G) and is
e : necessary for antiviral A3G-response
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* Planelles Model: Primary HIV latency infection model in central — — %;i. X : ﬁgvo%%o 22 % - |

memory CD4 T cells — ) . | : Y et
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* Flow cytometry readout latently infected cells (4 replicates) of p24 HIV o IncRNASs account for 115 DE genes in o * MRNAS show p>3 pat way enric ment o /SLRNA may be a new potential target in

antigen after cell stimulation with antiCD3/CD28 and CD4 sorting latently infected CD4 T cells * IncRNAs co_uld be '“_“ked 0 bl_ologlcal HIV latency cure strategies

- Latently infected cells: 2.12%-3.66% L ) L pathways with possible roles in HIV latency ) . )

« Differential expression (DE) between uninfected (Ul) and latenty

infected (LI) cells (total RNAseq, 4 biological replicates) a . N N\
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