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Supplemental Figure with Legend 
 

 
 

Supplemental Fig. S1: Time frame of observation of immune status of animals used 

in the study. Graphs A and B show longitudinal CD4+ and CD8+ cell populations in 

peripheral blood from uninfected Hu-mice and HIV-1-infected Hu-mice. Graphs C and D 

show longitudinal CD3+ and CD45+ cell populations in peripheral blood from uninfected 

Hu-mice and HIV-1-infected Hu-mice. Data shown on graphs are mean ± SEM from n≥6 

mice per group. *denotes significantly different from uninfected Hu-NSG mice (p<0.05). 

#denotes significantly different from HIV-1 infected Hu-mice (p<0.05). 


