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The regulation of MUCSAC production by integrin-mediated pathways in
human primary airway epithelial cells

Jun Iwashita, Yuho Ito, Jun Murata

Department of Biotechnology, Faculty of Bioresource Sciences, Akita Prefectural University

MUCS5AC mucin overproduction is a key feature of asthma and contributes to airway obstruction. The production of MUCSAC is downregulated in
parts by signals from type IV collagen via integrin-mediated pathways; however, the specific mechanism remains largely unclear. We investigated
the function of integrin, the MEK/ERK pathway, and Akt, a representative signal transducer in the integrin pathway, in the regulation of MUC5AC
production in human airway epithelial NCI-H292 cells and primary airway epithelial cells. Inhibition of integrin induced the upregulation of
MUCS5AC in primary cells and NCI-H292 cells. Akt inhibitor I decreased Akt phosphorylation and activation; however, MUC5AC production was
unaffected in primary airway cells. In contrast, MUCS5AC production was downregulated by MEK/ERK pathway inhibition in primary cells and
NCI-H292 cells. These results suggest that the production of MUCSAC is downregulated by integrin, upregulated by the MEK/ERK pathway, and

unaffected by Akt in human primary airway cells.
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