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Analysis of the mechanism of HIFla-modulated production of inflammatory
mediators in human dental pulp cells
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It is unclear how hypoxia modulates pulpitis. In this study, we stimulated
human dental pulp cells with LPS and investigated inflammatory mediators and signaling pathways. We
found that forced expression of HIFla further enhanced LPS-stimulated activation of NFkB signaling
and RNA of inflammatory mediators such as IL1b and TNFa. On the other hand, IL6 production was

induced by LPS stimulation, but suppressed by forced expression of HIFla. In this study, we
confirmed that SOCS3 is upregulated in the presence of HIFla and is involved in the regulation of
CEBP/b production under LPS stimulation.
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