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Abstract: MAGI, as an essential scaffolding protein family,plays a critical role in cell prolifera-

tion, migration, invasion and some other biological functions. Related researches have revealed that
MAGI inhibits the tumorgenesis and progression of various cancers. The recent progress on the
structure of family members,the functions of related domains of MAGI and especially its functions
and molecular mechanisms related to tumorgenesis are reviewed.
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