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Abstract : Tripartite motif-containing59 (TRIM59),a novel member of the TRIM family,is relat-
ed to various cancers.TRIM59 has been reported to act as an oncogene ,which significantly up-
regulated in various cancers including lung cancer, gastric cancer,hepatocellular carcinoma and
colorectal cancer. In addition, TRIM59 could promote the proliferation and migration of tumors
through many pathways. TRIMS9 is expected to be a new target for tumor diagnosis and treatment.
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% 88 4 1) & A A B DD AR DG4 . Liang 45 20 H4f B
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K ARZBALT RS, $8 TRIMSO 2 B 40 i i A= K AT
GANES 3RS

it 8 A5 2018 4R % 24 A% 11



3 INETNRE
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FHBLHI K TRIMSO 22 25 1 7 50000 0 i 98 XU RS o 11
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