Healing Capacity of Bilayered Living Cellular Constructs: Gene Expression in an In Vitro Outgrowth Model
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ABSTRACT GENES OF INTEREST: RECRUITMENT, ACTIVATION, BINDING, REMODELING

BLCC HEALS ITSELF THROUGH RE-EPITHELIALIZATION
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further evaluate this capacity for wound healing, an in vitro outgrowth model was O o4 MMPs. TIMPs, and Cathespins Integrins
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Methods: 4mm biopsy punches of BLCC were placed onto a tissue engineered dermal | e | Time (days) 5 5,
layer (DE). Units were raised to the liquid/air interface and cultured with a media Figure 2. Outgrowth characterization. A) Nile blue and H&E staining of outgrowth. B) Area of outgrowth g (R
designed to promote differentiation and migration of cells. Samples were assessed at expressed as means + StDev. .
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Healing Profiler Array. COORDINATED REGULATION OF GENES PROMOTING OUTGROWTH IN BLCCs Figure 4. Target genes regulated during outgrowth. Highlights of some genes of interest regarding
recruitment, activation, and migration of cells, matrix remodeling, integrins, and specifically
. . . A) S B) Dav 3 downregulated genes. Together, these genes impact the outgrowth process of the BLCC onto the DE.
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pPLAUT Biopsy punches of BLCCs extend onto the DE for the duration of the experiment.
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Wi 6 o b) ECM organization, activation of MMPs, collagen catabolic process
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. . . . Figure 3. Genes up/down regulated as BLCC extends onto DE layer. A) Heatmap showing genes
Figure 1. Experlmental model. Biopsy punches of BLCC were placed upon a dermal equwalent (DE) ug/downre uIated'pL/o 2 Fold ihan e expression B) Volcano blots leth thrzeshold CUfOffS at ngflue < 1. Garlick JA, Taichman LB. Effect of TGF-beta 1 on re-epithelialization of human keratinocytes in viro: an organotypic model. J Invest Dermatol. 1994
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