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IL-6/STAT3 Autocrine Signaling Pathways in The Cells
Derived from Dihydropyridine Induced Gingival Overgrowth
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Our previous studies found that IL-1is the main cytokine which induces
Dihydropyridine Induced Gingival Overgrowth (DIGO) in patient with hypertension.
Besides, there were more mRNA expressions of IL-6 and androgen receptor(AR) after
stimulation of IL-1f in DIGO cells than healthy cells. Therefore, we supposed that
IL-6 and AR are main factors of dihydropyridine induced gingival overgrowth. The
propose of this study is to find the relationship of IL-6/STAT3 signaling pathway and
AR in DIGO cells. Two types of gingival fibroblast, DIGO cells and Healthy cells,
were cultured in charcoal stripped serum and treated with different time and dose of
IL-6 cytokine. The result of Western blot and Laser confocal microscopy shows that
IL-6 induced STAT3 phosphorylation was occurred in 15 minutes and the
phosphorylation peak is between 3 and 15 minutes. The STAT3 phosphorylation is
more significant in DIGO cells than healthy cells. However, the change of AR is not
significant in this study. We have design further experiments to analysis the
relationship between AR and IL-6/STAT3 signaling pathway.



