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Functional analysis of glucose related transcriptional factors using direct RNA
sequence and mechanosensor
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Gene profiling performed after in vivo modulation of mafs expression levels
revealed up regulation of Nuprl and Ddit3 and downregulation of Hsp8 in mafB siRNA-treated pancreas.
Transfection of mafB siRNA to pancreatic cells (AsPc-1,BxPC3) prominently accelerated autophagy, as
assessed by LC3 expression using immunosteining, regardless of small changes in cell cycling (BrduU

u?take), cell senescence (beta Gal staining), and apoptosis (Tunnel assay). Regarding cell function,
although no difference was observed during the steady state, cell proliferation under the stress
condition, as assessed by cell scratch assay, was markedly diminished in mafB-suppressed cells. Addition
of quercetin restored cell migration and proliferation. In addition, the restration of autophagy was
accompanied by suppression of Nuprl and ATF6 by quercetin treatment in mafB siRNA-treated cells.large
mafs modulates biological cell activity such as autophagy or response to ER stress under disrupted
glucose metabolism.
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