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Abstract

Abstract

Chromosome instability is the basic characteristic in most tumor cells especially
of solid tumor and transformed cells in vitro. It is in the form of whole chromosome
gain or loss, loss of heterozygosity, chromosome translocation rearrangements and
gene amplification. At present, chromosomal instability is the initial factor of tumor
formation, appeared in the early stage of tumor progression. Various kinds of
damage factorfrom external and internal stimuli cause genome DNA chain break
andwhichare the root cause of chromosomal instability. Our study found that
jumping translocation breakpoint gene (JTB) has extensive gene amplification and
gene translocation behavior in gastric cancer and liver cancer.While the gene
amplification and translocation are the results of abnormal repair of DNA double
strand breaks. Translocation of JTB gene will lead to the gene sequence which
encoding the transmembrane domain lost, and thus produce potential secreted
protein. We used genome walking techniques identified the translocation of JTB
gene andtranscriptional fusion gene expression. While we aslo validatedthe potential
secreted protein in clinical specimens. On the other hand, we also found the new
spliced transcription in gastric cancer and hepatocellular carcinoma. Such splicing
form will result in partial JTB transcript early stop protein synthesis. So, both the
translocation of JTB gene or the exist of alternative splicing will eventually lead to
the loss of normal biological function of JTB protein. Wefurther explore the function
of JTB on tumor cells in vivo and found that downregulation of JTB may promote
the migration and invasion of tumor cells. These findings show that translocation of
JTB gene and abnormal splicing could not only lead to disfunction of JTB to
enhance the ability of tumor metastasis but aslo that theproductof abnormal secretory
protein after its gene translocationwhich closely related with tumor metastasis.
Therefore, JTB has potential value in clinical applicationin gastric cancer and liver

cancer,
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