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• The maximal response for most primary models was obtained 

through TCR stimulation. Some models were refractory 

toαCD3+αCD28  

• Cells were universally responsive to PKC agonists, in particular 

phorbol esters PMA and prostratin 

• TNFα was very variable and so was IL-2+IL-7 treatment 
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• Ca++ moderate responses but only in primary models 







Shared expression status between near neighbors. The ratio of the number of pairs of proviruses with 

matching expression status to the number of matches expected by random pairings given the frequency of 

silent/inducible proviruses.  All possible pairs of proviruses integrated within a given distance of each other 

on the same chromosome (red line) were separated into two sets; one with both proviruses from within the 

same cell culture model and one with proviruses paired between two different cell culture models (black 

lines). The shaded region shows the 95% Clopper-Pearson binomial confidence interval for within and 

between sample pairings. The dashed horizontal line shows the ratio of 1 expected if there is no 

association between the expression status of neighboring proviruses. 



Cellular expression and latency. Predictions from a logistic regression of silent/inducible status on 

cellular RNA expression. High y-axis values are predicted to be silent/inducible. Dotted line shows 

where equal odds of silent/inducible and expressed are predicted. Solid lines show predictions from 

the regression for each sample and shaded regions indicate one standard error from the modeled 

predictions. 



- Conclusions from integration site comparisons - 

1. Certain chromosomal locations ARE associated with a tendency 

to harbor silent or active proviral integrations – but in a model-

specific manner 
 

2. No relationships between genomic features near the integration site 

and latency achieved significance in all models. 
         

3. Integration into alphoid repeats frequently leads to a state of 

latency (significant in 3 models) 
 

4. Proviruses from the same cellular model integrated in nearby 

positions did share the same latency status much more often than 

predicted by chance, indicating the presence of local features 

influencing latency 


