Bacterial Challenge Shifts E-Cadherin Localization and Compromises Gingival Barrier Integrity
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e Oral mucosal wound healing depends on efficient epithelial restitution and restoration E-cadherin was predominantly localized at the cell Quantification revealed significantly increased . PaCtI?riG;! Ch?"enge SgiftS,E-Cf('ldherin
SR : : : : _ : : : : : ) . ) ) ) ocalization from predominantly
of barrlerolnt.egrlty, processes that require dyngmlg regulatlpn of cell-cell adhesion membrane in the vehicle group. Bacterial challenge induced E-cadherin thickness in bacteria vs. vehicle embrane-bound in vehicle controls to
e E-cadherin is an integral component of epithelial junctions and undergoes context- redistribution of E-.Cadherln from the membrane to both . b ' epithel N a mixed pattern of membrane and
dependent remodeling during repair, where its dysregulation can impair both barrier membrane and adjacent cytoplasm. groups (P<0.001): oral basal epithelium, 3.88 + ?f&?s?t??ﬁu‘i%ﬁﬁpggsm'?ﬁﬂ?gé?ggﬁﬂéﬁgfs
function and wound closure. | o | 0.33 pm vs. 1.88 + 0.25 uym; sulcular barrier integrity [1.2] and oan delay in-
e As inflammatory or microbial challenges are known to disrupt epithelial homeostasis, e W epithelium, 3.63 +0.32 umvs. 1.70 £ 0.37 pm. vitro “wound” scratch closure by oral
we examined whether such conditions alter E-cadherin distribution in oral keratinocytes I LA keratinocytes (3].
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Figure 1. Schematic of E-cadherin junctions in non-inflamed vs. inflamed states. 4 A
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