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The present study demonstrated that endogenous or ectopic growth factors induce the
ectodomain shedding of type I transmembrane proteins in cultured human dermal lymphatic
endothelial cells. The ectodomain shedding enhanced the endothelial cell migration. Thus,

these results indicate that the membrane—anchored proteins can promote lymphangiogenesis,
and provide a novel therapeutic strategy for lymph edema.
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