The Role of Fibroblast-Derived CCL2 in Early Phase Wound Healing
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Introduction and Hypothesis
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Results

Fig. 9: At 5 days post-wounding, the number of macrophages stabilized.

Fig. 7: Fibroblast-derived CCL2 supports macrophage numbers during the inflammation phase
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Major Findings
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* Blockage of CCL2 lowers the recruitment of macrophages and myeloid cells in the wound bed 1.5 days PW

Figure 6: Mice were wounded, and skin was

harvested on 1.5- and 5-days post-wounding. * Immune cell numbers begin to stabilize at 5 days PW
The skin was studied using methods of * At 5 days PW, there is decreased revascularization and contraction of the wound indicating that there is delayed healing in the PdgfraCre+ mice

immunofluorescence and flow cytometry.

FUTURE DIRECTIONS:

* Increase n value by using female mice
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