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Inhibition of dendritic cell development via the suppression of transcription
factor IRF8 by malaria
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i i Malaria parasites suppress host immune responses during its infection to
evade host immunity. To understand the molecular and cellular mechanisms of the suppression of

dendritic cell (DC) development, we analysed DC subsets in the spleen of malaria parasite-infected
mice. We found that the reduced ratio of cDCl subset in the spleen of the parasite-infected mice

accompanied by the decreased expression of transcription factor IRF8 compared with the spleen cells
in the uninfected mice. Also, we found that the bone marrow cells cultured with the
parasite-infected red blood cells in vitro developed fewer amount of cDC1. Especially, few splenic
XCR1+ DCs were detected in the parasite-infected mice. These results suggest that malaria parasites
inhibit the development of XCR1+ DCs, suppressing the expression of IRF8 during infection.
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