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Abstract  Objective: To investigate the expression level and regulatory mechanism of 15-hydroxypros-
taglandin dehydrogenase( HPGD) in chronic rhinosinusitis with nasal polyps(CRSwNP). Methods: The expression
pattern and level of HPGD in CRSwNP and control was observed using immunofluorescence, and western blot was
used for analysis of HPGD expression in nasal polyp tissues. The effect of recombinant human high mobility group
box-1(HMGBI1) on HPGD expression in primary human nasal epithelial cells was observed, and the potential
blocking effect of RAGE neutralizing antibody on HMGBI1-induced HPGD expression was investigated. Results:
The expression of HPGD was elevated in CRSwNP patients compared to the control, while the protein mainly lo-
calized at CD68-positive cells and epithelial cells. Recombinant human HMGBI stimulated an increase in HPGD
expression in primary human nasal mucosal epithelial cells at a time-dependent manner. Additionally, increased
phosphorylation levels of MEK and elevated RAGE expression were also observed at 12 hours, but decreased at 24
hours after the incubation of HMGBI1. The increase in the expression of HPGD induced by HMGBI in primary
human nasal epithelial cells was partly inhibited with RAGE neutralizing antibody. Conclusion: Elevated HPGD
expression is observed in CRSwNP, predominantly in macrophages and epithelial cells. HMGBI regulates HPGD
expression through the RAGE-MEK signaling pathway, potentially providing a new target for future regulation of
PGE;levels in CRSwNP.

Key words chronic rhinosinusitis with nasal polyps; 15-hydroxyprostaglandin dehydrogenase; high mobility

group box-1
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