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Anti—fibrotic effects of klotho

through the inhibition of Wnt signaling
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MFERRSEOBEEE (3530) @ The kidney increases fibrotic changes with aging and gradually progresses to
chronic renal failure. The Klotho protein secreted by kidney attenuates fibrosis, progress to renal
dysfunction by inhibiting Wnt signal promoting fibrosis. Organ fibrotic changes progresses as well as
kidney with aging and leads to organ functional decline with aging. But Klotho may restrain fibrosis of
not only the kidney but also the other organs and may work for anti-aging. To keep the renal function
normally may lead to the prevention of the aging.
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