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Notch genes encode evolutionarily conserved receptors that have been utilized to control cell fate decisions during development. Notch signaling participates
in several cellular functions such as proliferation, apoptosis, and differentiation, depending upon the cellular context of Notch activation. In the prevailing
model for Notch signaling, Notch receptors are activated through binding with ligands on neighboring cells. Notch intracellular domains are released and
translocated into nucleus after proteolytic cleavages triggered by ligand binding. Then Notch intracellular domains activate the expression of their target

genes via both CBF1-dependent and -independent pathway. The control of Notch signaling is very complicated and not fully understood yet. So far, there are



several Notch 1 receptor intracellular domain (N11C)-associating cellular factors that were identified to modulate the Notch signaling both positively and
negatively. These data indicate that the activity of Notch signaling is modulated by different cellular factors in different subcellular compartments. Though
the members of Notch-associated factors and the downstream target genes are expanding, the molecular mechanisms of Notch signaling in diverse
developmental systems remain unsolved. In the previous study, we had screened and characterized the N11C-associating proteins. The transcription factor
Ying Yang 1 (YY1) was identified to associate with N11C in a high-molecular-weight complex in nucleus and this association modulated the
CBF1-dependent gene expression. Furthermore, YY1 indirectly regulate the transcriptional activity of the wild-type CBF1 response elements via the direct
interaction of N1IC and CBF1. We also demonstrated the association between endogenous N11C and intrinsic YY1 in both of the human Jurkat cells and
acute T cel lymphoblastic leukemia (T-ALL) cells. Taken together, these results indicate transcription factor YY1 may modulate Notch signaling via

association with the large Notch complex.



