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Role of the chromatin regulating genes in the progression of renal cell
carcinoma

Kume, Haruki
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To investigate the role of the chromatin regulating genes in the progression
of renal cell carcinoma (RCC) including PBRM1 gene, BAP1 gene, SETD2 gene, which have been shown to
be frequently mutated, firstly we analyzed cases with small RCC (=< 4cm). Multivariate analysis

showed that hyperploid tumor was the only predictive factor. However, there was no relation between
hyperploid tumor and mutation of chromatin regulating genes. Then we analyzed metastatic cases. The
progression free survival was similar in cases with and without mutation of chromatin regulating
enes.

?n conclusion, the chromatin regulating genes may play only a minor role in the progression of RCC.
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