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replication active infected cells.
exhibit integration site bias towards highly expressed host

* Transcriptionally active proviruses preferentially reside in

genes. eVIdence th at hOSt gene exp reSSIOn IS nOt req u”'ed for genes with elevated expression, although a substantial
fraction (~30%) target genes with low or undetectable

Elucidating mechanisms governing proviral integration and ' ' ' Taltd expression, indicating that host gene activity is not

transcription may aid in identifying strategies to limit HIV-1 Integrathn or prOVIraI tranSCFIpthn ' required for viral integration or transcription.

reservoirs. Chimeric host-viral transcripts are a mechanism by Multiple mechanisms contribute to chimeric host-virus mRNA * Host—virus chimeric transcripts revealed integration sites
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