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Clinicopathological analysis and investigation of molecular mechanism of
pancreatic cancer stemness using visualizing system.

Ueda, Hiroki
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The aim of this study was to investigate the molecular mechanism of cancer
stemness in pancreatic neuroendocrine tumors (PNET). Frequent somatic mutations and loss of an
epigenetic gene * X' protein expression with malignant progression have been found in PNET. We
evaluated the relationship between X expression and clinicopathological features in PNET.
X-knockdown and X-knockout PNET cells were analyzed for in vitro and vivo. X plays as a tumor
suppressor and X/H3.3 complex suppresses target genes by promoting H3K9me3 in PNET. Combination of X

loss and its target gene Y overexpression might be effective biomarkers and therapeutic candidates.
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