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Identification of responsibility gene that relates to occurrence and metastasis of
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In this study, we demonstrate that deletion of 8p22-23 is not only an important event
in the initiation and/or promotion of hepatocellular carcinoma, but also closely
associated with subsequent progression, especially during metastasis. The part of
results was collected in Genetic Alteration in Cancer database of NIH. On the other
hand, we found that PROM1, which was usually recognized as a marker of cancer stem cell,
might be have a function as tumor suppressor gene in the hepatogenesis.
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