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BACKGROUND AND AIM

HIV-1 establishes unique biomolecular condensates known as HIV-1 membraneless organelles (HIV-1-MLOs) within the nucleus of infected cells. It has been observed that these organelles localize in some nuclear speckles during the
early steps of HIV-1 infection. Despite their identification in vitro, questions remain regarding their persistence, composition, function, and formation in vivo.
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