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RANK/RANKL/OPG si?naling upregulates IL-10 -regulated anti-inflammatory response
during Candida albicans Infection
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Receptor activator of nuclear factor-kappa B ligand (RANKL) to RANK

interactions are critical to pathogenesis in immune cells. Osteoprotegerin (OPG) prevents binding of
RANKL to RANK. This study utilized a mouse model (orally inoculated) to determine if there was a
correlation between superficial candidiasis, commonly caused by the opportunistic fungus Candida
albicans, and RANK/RANKL/OPG. Upregulation of OPG, RANKL, and RANK mRNA expression were found in
mice whose oral cavity had a superficial C. albicans infection. Moreover, administration of
exogenous soluble RANKL upregulated the mRNA of RANK in the infected tissue. Exogenous soluble RANKL
also upregulated the mRNA of IL-10, which prompted anti-inflammatory effects including wound
healing. Therefore, our data suggested that RANK/RANKL/OPG signaling might plaﬁ a role in the
pathogenesis of candidiasis, making this the first study to show the relationship between this
opportunistic infection and the RANK/RANKL/OPG axis.
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