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A study on cell therapy in the treatment of refractory wounds

using gene transferred macrophages
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We investigated the effects of hepatocyte growth factor gene transfer to macrophages

of diabetic mice. These gene transferred macrophages showed promoted tube formation. We

also investigated the roles of macrophages during wound healing in diabetic mice. Statin

treatment promoted infiltration of macrophages in granulation tissues. These macrophages

produced vascular endothelial growth factor C, which induces lymphatic vessel formation.
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