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The roles and mechanisms of Id-1 in tumorigenesis
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(1 Department of Oral and Maxillofacial Surgery, Qilu Hospital, Shandong University, Jinan 250012, China; 2 Experi-
mental Animal Center, Shandong University, Jinan 250012, China)

Abstact: Id-1 (inhibitor of differentiationprotein 1) is amember of Idprotein family, belongs to thehelix-loop-helix
proteins superfamily. Early studies have shown that Id-1mainly acted as anegative regulator of cell differetiation.

Recently, Id-1 overexpression has been found in plenty of cancers by promoting tumorigenesis through several

signal pathways. This reviewwill focus on the roles of Id-1 in tumorigenesis and its relative mechanisms.
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