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Discussion and Conclusion
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The wound healing process is initiated when tissue is damaged.
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This dynamic process involves activation of various stromal . 2 fos reduced collagen deposition in the connective tissue of diabetic
cells, such as fibroblasts, in the wound site. Recently, studies i N compared to normoglycemic mice.
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have suggested that proinflammatory fibroblasts play a critical 7 stmni Normoglycemic Diabetic
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role in releasing cytokines that recruit immune cells to injury

sites and chemokines like CXCL12.®> Systemic conditions like | — e T
diabetes mellitus can impair the wound healing process.* B | Gene Name | LogFold Change | %in Cluster 1 | % in Other Cells p-value D =g
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Mate ria IS a nd Methods Figure 1. Single-cell RNA sequencing identify inflammatory fibroblast enrichment in diabetic oral namely CXCL1 and CXCL12. Functlonally, mflammatory
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in diabetic fibroblasts, which was confirmed by
CXCL12 in 1 ¢ Figure 3. RNAScope shows greater amount of PDGFRA* and CXCL12* cells in diabetic mice.
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