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WFZER SR OMEEE (Z£30) : The purpose of this study was to investigate the role of TGF- + /Smad3
signaling in palatal wound healing using Smad3-deficient (Smad3”") mice. Histological
examination showed that wound closure was accelerated by promoting proliferation of
epithelium and dermal cells in Smad3” mice compared with wild-type (WT) mice.
Macrophage/monocyte infiltration at wounded region in Smad3”  mice was decreased in
parallel with the diminished production of TGF—B1, MCP-1 and MIP-1 * compared with WT mice.
Fibrocytes, expressing hematopoietic surface marker and fibroblast products, were
recruited and produced —smooth muscle actin in WT mice, but were not observed in Smad3”"
mice. These results suggest that TGF-B/Smad3 signaling may play an important role in the

regulation of palatal wound healing.
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Figure 1. Histological analysis of palatal
wounds in WT and Smad3-/- mice. A palatal
excisional wound of about 1.0-mm width was
made in the hard palate. Histological
sections were stained with H&E at the
indicated time—points after wounding.
Mucoepidermal wound width (EWW): the
interepithelial gap is marked by solid
arrows. Mucodermal wound width (DWW): the
gap between the healing connective tissue
is denoted by dotted arrows. E, epithelium;
C, connective tissue; P, palatal bone. Bars
= 100 pm.
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