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Upon exposure of HIV-1 contained in biological fluid to mucosa and skin,
HIV-1 infects dendritic cells, a type of antigen presenting cells. Subsequently, these
HIV-1-infected DC migrates to draining lymph nodes and then transmits HIV-1 virions, resulting in
the completion of HIV-1 infection in the body. Histamine receptor (HR) is predominantly expressed on
mast cells, while DC also expresses some HR. We found that DC expressed HR2 and HR2 antagonist
significantly suppressed HIV-1 infection in DC. In conclusion, HR2 antagonist that is in widespread

clinical use inhibits HIV-1 acquisition in DC.
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