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Fig. 1 The structural features of hING protein®
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Fig. 2 Structure of ING2 PHD finger in complex with a histone H3 peptide trimethylated at Lys 4%
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Fig. 3 Major protein-protein interactions involving the ING family and the major tumor suppressive pathways >
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Progress in The Study of Novel Tumor Suppressor of ING Family”

NIE Jing"?, TTAN Chun-Yan?", HE Fu-Chu'?"
(" Department of Medical Science, Tsinghua University, Beijing 100084, China;
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Abstract Inhibitor of growth (ING) family proteins belong to candidate tumor suppressor proteins. The ING
proteins participate in PtdInsPs-mediated lipid signaling and hormone signaling pathways. They are associated with
histone acetyltransferase, histone deacetylase and play a role in chromatin remodeling and gene transcription
regulation. ING proteins regulate cell growth, apoptosis and DNA damage repair in pS3 dependent manner; thus
linking the processes of cell cycle regulation, apoptosis and cellular aging through epigenetic regulation of gene

expression.
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