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Working Hypothesis

Alternative NF-κB member p52 activates HIV-1C LTR- 
CUT&RUN seq

Primary CD4 T-Cell Model for Latency reversal  

HIV-1C LTR is more receptive to both classical and alternative NF-κB 
signalling 

The C-κB motif of the HIV-1C confers superior receptivity to the 
Alternative NF-κB pathway
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• The unique C-kB motif in the HIV-1C 
LTR enhances responsiveness to both 
classical and alternative NF-kB 
pathways.

• The Alternative NF-kB factor p52 
binds to the HIV-1C LTR, promoting 
viral transcription. 

• Alternative NF-kB pathway activators 
will be tested for inducibility of latent 
reservoirs from clinical samples and 
primary cell models.
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