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1. Background 7. &y

Effects of exogenous LIP on P2 cells on matrigel

Upon oncogenic transformation, epithelial cells temporally display a mesenchymal phenotype (EMT), in
which a transcription factor Snaill plays a causal role for various epithelia. Recently, another transcription
factor CCAAT/enhancer binding protein C/EBPB has been implicated to elicit the similar response in
mammary epithelial cells. C/EBPB mRNA has two translation initiation sites in its open reading flame, | / | alveoli
thereby is translated into two isoforms, LAP (liver-enriched activating protein) that is composed of the oo g : ;4
transcription and DNA binding domains, and LIP (liver-enriched inhibitory protein) that has solely DNA-
binding domain. LIP is known as a competitor of LAP, and it cannot activate transcription of LAP targets.
However, no difference between the amount of LAP protein and LIP protein was observed in epithelial

and mecenchymal cells. Therefore, we focused on the temporal off-balance of expression level of LAP / LIP.
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10. Relationship between C/EBPB and TGFB (popular EMT inducer)
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Exogenous LIP was exclusively expressed in cell nuclei.

11. Effects of exogenous LAP on G6 cells L
5. Effects of exogenous LIP on P2 cells epithelial-like morphology
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6. Direct introduction of LIP protein into P2 cells
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