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Fig. 1.a) Microscopic view of wounds harvested at day 3 post woundirJ5). WT skin wounds were wider than those of SLPI KO
mice with an increased inflammatory response. At day 3, both wound area and amount of inflammation are comparable to those
seen in WT mice (H&E). b) Wound measurements determined by image analysis revealed larger wounds in the KO mice, as
compared to WT. Healing was also delayed in the KO mice. Five mouse were used per data point each mice had four wounds
that wer analyzed; therefore, 20 sample were analyzed for each measurement. Asterisks (*) indicate 0.05 of p value compared to
each WT.
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Fig. 2.a) Giemsa staining for infiltrated inflammatory cells to compare with WT and X2Dj. Degree of differences of infiltrated
cells can be easily observed at day 3 wound area. KO wound showed an increase in the number of cells compared to WT. b)
Increased inflammatory cell in skin wounds of KO mice. Asterisk (*) indicates below 0.005 of p value compared to WT at day 3
after wounding.
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Day 1

Day 3

Day 5

Fig. 3. Macrophage staining with the antibody for Mac3 at day 1 to 5 after woungif@)( The intensity of cell staining was increased
with temporal pattern until day 5 in KO wounds. In concordance with Giemsa, Mac3 staining was confirmed the number of
infiltrated inflammatory cells (including macrophage) between WT and KO. NC, negative control.
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Fig. 4.RNase protection assay at various time points. Band inten- 1-83ke] A#== 13 2 ke, o vl
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Fig. 5.a) Microscopic view of wounds harvested at day 3 post woundid@(for WT; x 2.5 for KO). SLPI KO wounds showed an
decrease in the amount of stained collagen fibers (blue) when compared to the control. Masson’s trichrome stain. b) For the
detection of matrix deposition, polarizing filter was used after Picrosirius Red staining in each wound set@ipn (
Significantly decreased matrix deposition was observed in KO at day 5 after wounding.
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350 shel = 91eh (Fig. 2a, ) AFH 24 125k A5
300 F - 2z F ZIAHERRE SolaAl ZE3= Mac33
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day 5 after wounding. Pressure was applied to a maxi- ~ .
mum of 100 mmHg and then released. Stiffness was 1= EAs=E FostH ool AgE Agal
measured between 20 and 80 mmHg. The stiffness of theMasson'’s trichrome] Mol A] o}wA 2] X zhe] KOs
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indicates below 0.005 of p value compared to KO at day
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s & A OlE}h ZA3 Jr ol FAeH A F AEE gos 72 V)5 Rl proteo-
= F 3dA FRzAd §4€ dSHMESE 34 glycan, olmA 3} fibronectin 5 & 4 gl
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Morphological Differences of the Wound Healing in

Secretory Leukocyte Protease Inhibitor Knockout Mice
Wahl SM2, Moon-Jin Jeong

Je-0 Jeong, Soon-Jeong Jeong, Joo-Cheol Park, Heung-Joong Kim?,

Department of Oral Histology arf®ral Anatomy, College of Dentistry, Chosun University
Rnase protection assay.

National Institute of Dental Craniofacial Research (NIDCR), National Institute of Health, Bethesda, MD, USA

Secretory leukocyte protease inhibitor (SLPI) is a serine protease inhibitor wittmartbial properties found in

mucosal fluids. At the tissue level, the ability of this 12kDa protein is to counteract the excessive degradation of

functional and structural proteins such as collagen and fibronectin. Impaired healing states are characterized by
Inflammatory cells

excessive proteolysis and often bacterial infection, leading to the hypothesis that SLPI may have a role in this process.

To investigate the role of SLPI in skin how it contributes to tissue repair, we have generated mice null for the gene
suggests the development as a clinical drug for wound healing.

encoding SLPI$Ipi), which show impaired cutaneous wound healing with increased inflammation. For the purpose of
this, we have performed wound experiment in skin tissue with morphometrical analyses, immunohistochemistry, and
From these analyses, the results were that delayed healing in KO mice wounds compared to that of WT, prolonged
inflammatory phase and increased @& in KO wounds, and lower mechanical properties in KO wounds.

Taken together, SLPI may play a cruical role in cutaneous wounds healing especially in matrix reorganization that

Key words : Wound healing, Secretory leukocyte protease inhibitor (SLPI), Epithelial tissue, Matrix formation,
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