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Advances in the research of BCL-3
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Abstract: bc/-3proto-oncogene was originally discovered in a subtype of B—cell chronic lymphocytic leukemia
(B-CLL) and was regarded as its character. Amino acid sequence alignment showed that BCL-3 contains seven
repeats of anankyrin—like unit and belongs to the IxB family,which modulate the DNA binding activity and
subcellular localization of the transcription factor NF—«B. Subsequently the further research showed that BCL-3 is
over—expressed or deregulated expressed in other cancer, and can promote oncogenesis. But the proper expression

of BCL-3 is important to form normal imunne response and prevent imorderate inflammatory response. BCL-3 also

can regulate other oncogene. Now we summarize the recent advances in these fields.
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