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In this study, we evaluated the growth inhibition of PI3K inhibitor and
epigenetics compounds in angiosarcoma cells. Histone deacetylase(HDAC) inhibitors suppressed the
growth of angiosarcoma cells. HDAC inhibitors induced the cell-cycle arrest at G1 phase with the
downregulated expression of cyclinDl in I1S0S-1 cells, and induced the cell-cycle arrest in G2/M
phase with the upregulated expression of p2l1 in 1SO-HAS cells. The combination of PI3K inhibitor and

HDAC inhibitor additively suppressed the growth of angiosarcoma cells
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