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The role of CCR5 oligomerization in the entry of CCR5-using HIV-1
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We found that CCR5 exists as constitutive homo-oligomers, which was further
enhanced by its antagonists such as maraviroc (MVC). We further showed that that CCR5 oligomer was
structurally different from the monomer. Infection of oligomer- and monomer-enriched cells revealed that
CCR5-using HIV-1 preferential recognized monomeric CCR5. Although CCR5 antagonists enhanced
oligomerization of CCR5, MVC-resistant HIV-1 was found to still recognize both MVC-bound and -unbound
forms of monomeric CCR5, suggesting the constrained use of monomeric CCR5 by R5 HIV-1.
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