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Research progress in the mechanism of TMPRSS2-ERG
fusion gene in prostate cancer
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Abstract Prostate cancer is the most common malignancy in European and American male. In China, the morbidity,
mortality, and the burden of disease are increasing obviously. But the mechanism of prostate cancer is still not
clear. The fusion of transmembrane serine protease 2 (TMPRSS2) and the E26 oncogene (ERG) has prostate
cancer specific, it plays an important role in the genesis and development of prostate cancer. The mechanism of
action is complex, and interacts with multiple genes. Therefore, an understanding of the mechanism of TMPRSS2-
ERG fusion gene in prostate cancer is essential, which can help prostate cancer diagnosis and treatment.
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