©
2013 2016

DNA

Study of a novel therapy of the triple-negative breast cancers (TNBC) -based on
DNA copy number aberration.

KONOD-FURUYA, Tomoko
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Triple-negative breast cancer (TNBC) is refractory breast cancer because
specific therapies are not establieshed. We focused on interferon gamma (IFN-gamma) which is located
in the genomic loss region exclusively in TNBC and investigated the effect of INF-gamma on TNBC in
vitro. Several cell lines derived from TNBC were inhibited cell proliferation by IFN-gamma. However,

one cell line from TNBC was not inhibited. INF-gamma altered the cell cycle and the expression
levels of some cell-cylce associated proteins in TNBC cell lines. The pattens of change in the
expression leves of theses proteins were different in cell lines. This suggest that IFN-gamma arrest
cell cycles via several pathway in TNBC.
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