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Components and function

Family members

Wnt ligands

Wnt-1 (Wg), Wnt-2, Wnt2b, Wnt-3, Wnt-3a, Wnt4, Wnt-5a, Wnt-6, Wnt-7a, Wnt-7b, Wnt-8a, Wnt-

8b, Wnt-9a, Wnt-9b, Wnt-10a, Wnt-10b, Wnt-11, Wnt-16

Alternative ligands: Norrin and R-spondins

Receptors Fzd receptors (Fzd1-10)

Low-density lipoprotein receptor related proteins 5 and 6 ( LRP5/6)

Ror2, Ryk and PTK7
Dishevelleds ( Dsh)

Signaling intermediates

B-Catenin destruction complex

Axin, adenomatous polyposis coli (APC), glycogen synthase kinase-3 B (GSK-3 B), casein kinase-1 ( CK-

1), protein phosphatases (PPl and PP2A)

Transcription factors

Extracellular modulators

T-cell factor (TCF-1, TCF-3, TCF4), lymphoid enhancer factor ( LEF-1)
Secreted Frizzled related proteins (sFRP), Wnt-inhibitory factor ( WIF-1) , Dickkopfs ( DKK)
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