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Fig. 1 Human IkB family, which consists of eight well known IkBs and one new identified member, IxBxq!™*!
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Fig. 2 Amino acid sequence alignment of ankyrin repeats from IkBL and p100
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Fig. 3 Typical and atypical IkBs bind to NF-kB and regulate downstream gene transcription
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IkBL: a Member of IkB Family? *

WANG Tao, LI Zhi-Wei™
(The Center for Combinatorial Chemistry and Drug Discovery, School of Pharmaceutical Science, Jilin University, Changchun 130021, China)

Abstract 1B family consists of a group of proteins that regulate the activity of transcription factor NF-xB by
directly binding to NF-kB. The common structural feature of IkBs is the ankyrin repeats that are involved in
NF-kB binding. IkBL contains ankyrin repeats and regulates LPS stimulated NF-«xB activation. However, it is still
unclear whether IkBL can bind to NF-kB directly. Here we reviewed structures and functions of IkB family
proteins, and analyzed whether IkBL should be considered as a member of 1kB family.
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