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Abstract: The high expression of the tumor suppressor mutant, FBW7, has been confirmed in a variety
of tumors. FBW7 targets key proteins in various biological processes, such as Brgl,cyclin E, C—myc,
Notch, c¢—Jun, Mcl—1, and SREBP, to achieve tumor inhibition. In this article we review the three ways
in which the FBW7 tumor suppress or effect is lost: FBW7—targeted degradation of substrates to inhibit
tumor growth and FBW7 mutation; FBW7—targeted degradation of substrate mutations; and FBW7—ass—

sociated disorders.
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