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Percent amino acid ratio in selected domains is shown as the homologous identity with the peptide sequence of LEF-1. LEF-1 has no E-tail, and the E-tail
of TCF-3 is divergent from the E-tails of TCF-1 and TCF-4.
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Fig.1 Domain organization and isoform subtypes of the LEF/TCF family (modified from reference [3])
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‘Wnt target genes ‘Wnt target genes

A TE T AN AR Wntf5 5 38 4 B AR Wati Wntf5 5 T4 C: RIS Wnt i Wnt{s 538 1 .
A: Wnt pathway in normal matured cells; B: Wnt dependent pathway; C: Wnt independent pathway.
E2  IE & 4HREF AP 4 B B9 Wit{5 S 8BS (R1B S % STk 3118250

Fig.2 'Wnt signaling in normal cells and cancer cells (modified from reference [3])
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Advances of the Study on the Expression of LEF-1 and Tumor Progression

Ge Yuting, Yang Yanli, Li Pengge, Yin Tianle, Hou Yingchun*
(College of Life and Science, Shaanxi Normal University, Xi’an 710062, China)

Abstract

Lymphoid enhancer factor-1 (LEF-1) is a member of high mobility group (HMG) family, and it

assembles a specific conformation with T cell receptor a (TCRa) enhancer to regulate gene expression with other

factors together. As a nuclear transcription factor mediating Wnt signaling pathway, LEF-1 plays important roles to

regulate cell proliferation, differentiation and apoptosis. Recent studies have shown that tumor progression is asso-

ciated with aberrant Wnt signaling pathway, and LEF-1 plays important roles during the oncogenesis, invasion and

development of tumors. Additionally, LEF-1 is a multiple promoters driving gene and encodes a full-length protein

involving with oncogenesis and a truncated protein regulating Wnt signaling pathway negatively. Reported data

shows that the oncogenesis and tumor development are closely associated with the expression level change of LEF/

TCF subtypes. Our review focuses on the changes of LEF-1 subtype proportion and expression level in the tumor

development.

Key words

Received: March 8, 2011 Accepted: May 25, 2011

lymphoid enhancing factor-1; Wnt signal pathway; tumor development

This work was supported by the Basic Natural Scientific Grant of Shaanxi Province (No.SJ08-ZT09)

*Corresponding author. Tel: 86-29-85310274, E-mail: ychhou@snnu.edu.cn





