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HNF4a is not only a critical transcription factor imposes endodermal phenotype on
somatic cells, but it also plays a role as a master regulator of energy metabolism. Through this work, I
found frequent and specific loss of splicing variant (specific isoform) of HNF4a (P1), especially from
the very early stage of colorectal cancer, which suggested its involvement in colorectal carcinogenesis.
Besides, along with ki-67 expression analysis reveals aberrant co-expression or vanishing pattern
observed as early as a pre-cancerous lesion of high grade adenoma, which suggests breaking down of
regulatory mechanism balancing HNF4a (P1) expression and cell cycle has some key-role in the development
of colorectal cancer.
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