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MR OEE (F130) @ WntdDCo-receptor Td 5 EE FILRP6 IZH5A T HEH & LT, Keratin
associated protein 13 (Krtapl3) %, RW/Z L7z, WntIEfFFE N, Krtapl3Zf| R I T 572
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WFZERC R OMEEE (J530) : Keratin associated protein (Krtap) 13 binds to LRP6, a co—receptor
for Wnt. Surprisingly, Krtapl3 overexpression markedly stimulates Wnt signaling.
Krtapl3 induces co—clustering of LRP6 and Dvls, thereby recruiting Axin to the plasma
membrane that leads to activation of Wn signaling. Transgenic mice were generated to

analyze effect of Krtapl3 overexpression in vivo.
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