Interference of HIV-1 proviral integration through changes in CPSF6 and SC35 expression due to dasatinib and
ponatinib In monocyte derived macrophages
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Our was to determine If dasatinib or ponatinib may interfere I 15 PWH along with 16 healthy donors. All participants were
with HIV-1 infection in macrophages via CPSF6 and/or SC35. recruited from hospitals and healthcare centers in Madrid, Spain.
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Dasatinib-treated MDMs showed higher nuclear (p<0.0001) and
cytoplasmic (p<0.0001) CPSF6 expression than untreated MDMs. Ponatinib-
treated MDMs also showed higher CPSF6 expression in both regions
(p<0.0001) than untreated MDMs, and a higher nuclear expression than
dasatinib-treated MDMs (p=0.0110).

No differences were found when comparing
dasatinib-treated and untreated MDMSs in the formation of
early and late RT after infection with pJR-FL_Renilla.
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Healthy dorers— nost-infection. Formation of 2-LTR circles and proviral integration Ponatinib-treated MDMs showed 5.4- and 5.8-fold lower SC35
were 3.9 (p=0.0259) and 1.6-fold (p=0.0467) lower in expression than untreated and dasatinib-treated MDMSs, respectively
dasatinib-treated MDMs 48h post-infection. (p<0.0001).
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