Chromosomal integration site profile of HTLV-1 infected cells
Is distinct from HIV-1 infected cells
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BACKGROUND HTLV-1 proviruses appear more frequently than HIV-1 proviruses in centromeric regions and are more distant from transcriptional start sites
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Figure 3. HTLV-1 proviral sequence and integration site profiles. (* denotes a clone with 1 base pair of difference)

* Proviruses in HTLVO5 and HTLVO6 were identified by sorting
single cells into a 96-well plate using Fluorescence Active Cell
Sorting (FACS) and screening with HTLV-1 specific primers

« We compared HTLV-1 reservoir profiles to previously
published HIV-1 reservoir profiles from Elite Controllers (EC)

(1) and long-term ART treated individuals (LTART) (5)

CONCLUSIONS

Integration sites of HTLV-1 proviruses were distinct from those of HIV-1 proviruses in EC or long-term ART treated individuals, with higher proportions of proviruses in
centromeric locations and a greater distance from transcriptional start sites. No HTLV-1 proviruses were found in ZNF genes. of HTLV-1 proviruses in these locations
may indicate that they are less dependent on the chromatin microenvironment for long-term survival.
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