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We have investigated the integration modes of HIV-1 DNA to the artificially
induced DSB site through IN-activity independent mechanism. In this study, we notably found the rapid
recruitment of two viral proteins (IN and “ A” ) to the micro-irradiation induced DSB tracks.
Surprisingly, the accumulation of IN at the DSB tracks was completely depends on the function of “ A" .
The analysis using DSB-signaling inhibitors show that the recruitment of “ A" to DSB site is independent
of ATM and DNA-PKcs activities. We found the DSB sensor protein “ B” is required for the recruitment of
“ A" , and physically interacts with “ A” . Along with these data, we found the suppressive role of “ A"
in one of the cellular DSB repair pathway, NHEJ. Additionally, “ A" deficient virus show larger
deletions of proviral DNA ends at the DSB /proviral DNA junction, suggesting the requirement of “ A" for
the intact viral DNA integration at DSB site.
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