Integration Site Analysis of Latently Infected Cell Lines:
Evidence of Ongoing Replication
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\ Conclusions

- We have developed a high throughput
assay for integration sites suitable for
robotic processing.
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lllumina Miseq adaptor ligation

 Cell Ilines infected with replication
competent HIV have multiple unique HIV
integration sites, not consistent with
latent infection.

Figure 1. Schematic overview of high throughput HIV
integration site analysis method suitable for robotic
processing.
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