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Variability in response to latency 

reversing agents (LRA) stimulation 
 Although in vitro studies using LRAs (e.g. vorinostat) 

have shown consistent reactivation of latent HIV, ex vivo 

and in vivo studies have shown variability in response 

Elliott et al., PloS Pathog, 2014 
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Hypothesis and Aims 

Hypothesis 

 Since HIV transcription is dependent on the activity of 

the HIV promoter – the long terminal repeat (LTR) – 

variability in reactivation to LRAs could be attributed to 

changes in the sequence and/or function of the HIV 

LTR 

Aims 

 1) Establish a model of HIV latency using patient-

derived HIV LTRs 

 2) Determine the potency of various LRAs on HIV 

reactivation using patient-derived LTRs 
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Romidepsin and chaetocin induce high 

levels of HIV transcription 

n = 2 ± SD 
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Summary 

 We have developed a novel primary cell model of 

HIV latency that allows the assessment of patient-

derived HIV LTRs and their response to LRAs 

 Inducible expression of luciferase from 

integrated virus was detected in blast cells that 

didn't express activation markers, potentially 

consistent with post-activation latency 

 Romidepsin and chaetocin induced high levels of 

HIV transcriptional activity 

 Further experiments are required using a wider 

panel of HIV LTRs to fully assess variability in 

response to LRAs 
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