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Elucidation of Pathological Changs of Lymphedema
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Lymphedema is a debilitating progressive condition that severely restricts
quality of life and is frequently observed following cancer surgery. The mechanism underlying lymphedema
development remains poorly understood, and no effective pharmacological means to prevent or alleviate the
ailment is currently available. Using of human lymphatic vessels of lymphedema patients, | elucidated
that the lymphatic tunica media and tunica intima consist mainl¥ of phenotypical modulated smooth muscle
cells (SMCs) and SMCs play pivotal roles in the development of lymphedema, as with the pathogenesis of
various vascular disease. Furthermore, | made a mouse model of I¥mphedema and found that excessive
generation of immature lymphatic vessels is essential for initial edema development and that this early
process is also important for later development of lymphedema pathology. | found that CD4(+) T cells
interact with macrophages to promote lymphangiogenesis.
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