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Abstract: Objective

transmembrane protease, serine 2( TMPRSS2) gene and ETS related gene(ERG). Methods
used to evaluated the rearrangement of ERG gene(TMPRSS2: ERG fusion gene) in 24 patients with PCa. Results

To evaluate the relationship between primary and metastatic prostate cancers(PCa) with fusion gene of

Fluorescence in situ hybridization was

In 6 patients

with primary PCa, 4 cases were with TMPRSS2:ERG fusion gene. In 18 patients with metastatic PCa, 14 cases were with this fu-

sion gene. In multifocal prostate cancer, the status of this fusion gene was concordant between primary tumor focus and metastasis

in all cases. Conclusion

There might be a close relationship between TMPRSS2: ERG fusion gene and primary and metastatic

PCa. Positivity of this fusion gene could suggest the susceptibility of metastasis, which lead to death.
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